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RIME 3 T DHREK HLA-G EE 14 bp IN/ERKRY
ZREMRT

/fEI %EE" ﬁ—%‘fgai ﬁiﬂz7 glﬁ ﬁ%, ;('3 #/%9 %%#’ %il‘héa '—E—’i—{:\‘l@**

PHEE2ERE 20 TR EE G S, BN Bt 550004)

[ ZE] 88 TMINE 3 NDBRIE (AIRIE JKE 1) BER S S 4IHH0R-G ( HLA-G) 3£ 14 bp 4
N/ Z MM AT B L S BB S Z M E R o Foik: SR PCR &4 vk S 1 14 75 6 %0k B 5t M
HO XA AR K i L 344 (@ A& DNA 3E4T HIA-G S5 14 bp 4 A/ Z 25 PERI , O 5 SCikdRE
Mz P A5 13 A ROERHARY HLA-G 3K 14 bp A/ B 2SS BRI X L. B8R KK K%
RPN + 14 bp 25 (37 2 R 550 % 43 1)l 23. 7% .26.0% F1 38. 1% , + 14 bp/ + 14 bp J& [R5 45 2R 43 51 Ky
9.40% 10. 4% F1 15. 9% ,14 bp i AR HCH R AR AN 22 A G223 L (x* = 11.345,P =0.001) , 1 1%
LK SA G () =6.125,P =0.009) 1fi i 4% A 7K 1R 7] e 25 5 e 24 8 (P >0.017) 3 53
T AR LA, T EREIAR I 14 bp J A/ 2R 4 A1 55 FLAt AR ARL, 174 A HE A 1 7 1 A AR K A A &
TRAFAY 14 bp JB A/ BRI RLAE . B8 AE K ARERY 14 bp 46 A/ B A3 A AL, (E 5 I ARG 4
M AEAE—E 25 5

[ RHEIR ] LD, HLA-G; 14 bp $l A/ BRI 245 Aiflie; K Wi st

[FESZES] R3M;R34-33; RZ273 [ XERERIRFE] A [3ZE4HS] 1000-2707(2015)03-0217-05

Analysis of the 14 bp Insertion/Deletion Polymorphism in Human
Leukocyte Antigen-G Gene in Chinese Buyi, Shui,
and Miao Ethnic Groups in Guizhou Province

HE Yan, ZHAO Xiaomei, ZUO Ya, ZHANG Ting, DENG Jie, WU Changxue, YU Wenfeng, GUAN Zhizhong
(The Key Laboratory of Molecular Biology, Guiyang Medical College, Guiyang 550004, Guizhow, China)

[ Abstract] Objective: To investigate the distribution of HLA-G gene 14 bp insertion /deletion poly-
morphism in Buyi, Shui and Gelao populations and their relationship with genetic background.
Methods; PCR amplification, agarose gel electrophoresis and sequencing were used to explore the dis-
tribution of 14 bp insertion/deletion in HLA-G gene in 344 healthy people of these three ethnic groups,
and the data were compared with that of 13 ethnic groups such as Gelao, Zuang reported in the litera-
ture. Results: The frequencies of + 14 bp in Buyi, Shui and Miao were 23.7% , 26.0% and 38.1%
respectively. The genotype frequencies of + 14 bp/ + 14 bp in Buyi, Shui and Miao were 9. 40% ,
10. 4% and 15.9% respectively. The differences of 14 bp insertion frequencies between Buyi and Mi-
ao, between Miao and Shui were statistically significant (P <0.05), while no significant difference
was found between Buyi and Shui (P >0.05). When compared with other groups, the distribution
characteristic of + 14 bp insertion/deletion in Miao was similar to them, but Buyi and Shui showed sig-
nificance difference from others. Conclusion: The distribution characteristics of + 14 bp insertion/de-

letion in Buyi is similar to Shui, but they are different from that of Miao.

LEERIUE JEEKS - B RHSETRISTE (No:2013BAI0SB03) 5 StJH AR TH: 22 & BRI H [ No:SY (2012)3135]
** W EE#E E-mail ; zhizhongguan@ yahoo. com
P25 R TR] 2015 =03 =19 4% H fitibudil - hitp : //www. enki. net/kems/detail/52. 5012. R. 20150319. 0946. 011. html
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[ Key words ] gene, HLA-G; + 14 bp insertion/deletion polymorphism; Buyi people; Shui people;

Miao people; Guizhou

AZERANEPTE-G (HLA-G) J&JE 22 i iy HLA
LRGP T 0T 6 Stk HLA-A kifll . HLA-G
R Z SN B E 2 8L HLA 139 7%,
FRITAITTE 55 22 (952 14 bp 4 A/ R SR 5L R 275
Yo 14 bp A/ SR Z V5 B8R R H 5 2
KR LT ATH B PRSI AR R GMELL
BEARNE I — L Pk S RE VB 45 1) i M ke
KT HIA-G JEH 14 bp A/ BRI 2 B HER
TSI 6, i 5 RBER ARG 7Y e
SRS RUSARAE A R R (9 70 A1, T IEEA% 19 5 A
[e] i A AR 0 JZ B R 2 e B — Se 5 (L
SR — Xt BRI SY) A BB PEL R  E
AR SO [R] S DU 28 B4 A1 A A I e e g Bk
TN G AN A A SR 1 14 bp 487 A/ Rk
ZABVEI AR JFA5 A SR, SAZFE G R R
J6 BRI A U R IS e LR A
[ 1 SR 25 F DU L DU L 13 S R HE 1A
BEATXELE, 504 14 bp i A/ SR 5k 22 25 1k FIVRE 14 38t
R R RR

1 M&R5F%

L1 BEX4

AR 15 [) 00, SR AR B M 4E 3 DB R
(AR | PR 7K ) HE AL 344 i) i e TE 2 % 0%
FEAMESMA M 2 ~5 mL, J§T HLA-G J:[H 14 bpid
N/ RRZ NI o SRAEI, T8 9 R 1 xF 42 3 X
DL R A R , MATE AR
1.2 HLA-G JE[N 14 bp 4l A/ 2 PRI

KH QIAGEN 4 Ji] ifit DNA $2 0 71 & 42 B
DNA ,DU640 BIAZIRH 70 Hr {0l & DNA ¥R EE , 358
JUR R B JC R DR ARG DN B R 4H DNA SE B 1, 4 i DNA
B2 100 mg/L, — 20 CAR-TE % FH. A Primer
Premier 5.0 # {43t PCR 514y, Ll &40 5'-
CCCTCACTGTGACTGATATG-3', Rt & %1y 5'-
CAAAGAGGAGTCAGGGTTC-3',, 25 uL PCR 4 H4{k %
i 10 x buffer 2.5 pl.,25 mmol/L MgCl, 1.5 ulL,
4 x ANTP( 4 F1 2.5 mmol/L)2.0 pL, Tag DNA %
A1 1.25 U,10 pmol/ L EFF5I#1461 wl, Bk
DNA 100 ng, PCR J"# 454K :94 C A5 40 s,
55 “CiB+k 40 5,72 °C ZE{H 40 s,30 RAFH., PCR
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PRI 2 3% BNEARRE I P Tk S R AL e S )R A
SRR AR AN 1 SR 2
L3 Himgiit

TR A 258 DR TR 3 MUV ) 25 07 B A
B, 11 Pypop0. 7.0 B4 X 44 HE AR #E 47 Hardy-
Weinberg V- ff £ % ( Hardy-Weinberg Equilibrium,
HWE) , A ] 55 25 P34 LB SPSS 17. 0 4%
PFEAT X A
2 #HR
2.1 14 bp i AFENTLHE
PR 134 bp (2%, BN 14 bp
AL E T (+14 bp/ + 14 bp) s 5 =) N
106 bp fi—Z&H7 (124 14 bp SR TYLLS (- 14 bp/
—14 bp) s IRIARHIIA 28T (+14 bp/ 14 bp),
W 1o 3 B = B e s Al e 0, O R 25 R AR
NCBI Blast Hr#E4T HERT, 45 4 /R 48 AR 14 bp J
BYFEHF 31y ATTTGTTCATGCCT, HiZ ¥ 51 5
HIA-G ZEIN Y Exon8 17751 — 20, BEHIA WS 1973
RT3 R AT, WL 2

M 1

2 3 4 5 6 7 8 9 10 11 12 13

600 bp

500 bp
400 bp
300 bp

200 bp

100 bp

E:M 5 DNA Mark T ,1.3.4.5.9.13 244 F( +14 bp/
- 14 bp) ,2.6.7 8. 11 HHAKIILES T ( - 14 bp/ - 14 bp)
10,12 H#f ARG F( +14 bp/ +14 bp)
HIA-G #£[H PCR 334 7= 4 3% i 4 6% Ji o, vk T
Fig. 1

A 1
The agarose gel electrophoresis figure
of HLA-G gene PCR products
2.2 REREHA T HLA-G 14 bp i A/ 15507
BELA L RIS A FN Hardy-Weinberg Pk 56

3 A~ RO (A A e L 1 1 K ) BEAAR 1) 14 bp i
A+ 14 bp) G5 i He PR 53 351 2 0. 237 0. 381
0.260; + 14 bp/ — 14 bp FLR AT 4354 0. 381 |
0.443.0.313; — 14 bp/ — 14 bp F: R BS54 51 K
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FINE 3 AP R HIA-G LI 14 b 5 A/ BK 102 &5 HE IS

0.525.0.398 0. 583; + 14 bp/ + 14 bp JLH A5 Fr e 25 R R 3 AN HEARSEE R R R 4 75 & Hardy-
43524 0..094 0. 159 0. 104 ; Hardy-Weinberg

14bp

110 120 130 140 150
L L L e e e e Ly L) -

Weinberg “F-fiif, SEWIAE AL HA UM, W& 1.

110 120 130 140 150 180
NN HE o W !I"'.!!‘!!i!!!'!!!!' et e

TE 22 & 14 bp 4l ARIER PRSI AR 14 bp 412 ATTTGTTCATGCCT ;4512 14 bp
R PR HE LA P4 P, B RT3 3k B4 H O 14 bp 8RR 007 B

A2 HLA-G %[ Exon8 PCR 43 /= 4 1l /7 [
Fig.2 Sequence figures about the PCR products of the HLA-G gene Exon8 region

K1 PR RIE#E HLA-G & [H 14 bp #5 N/ Kk FLF A % (L 4 £ X Hardy-Weinberg 2 %
Tab.1 The genotype and allele frequencies of HLA-G gene 14 bp insertion/deletion
polymorphism and Hardy-Weinberg test in different groups

R REA R AT A AR HWE RISk
+14 bp/ +14 bp +14 bp/ =14 bp —14 bp/ -14 bp +14 bp —-14 bp P
Fi i it 160  15(0.094) 61(0.381) 84(0.525) 76(0.237) 244(0.763) 0. 423 ARWFFE
T 88 14(0. 159) 39(0.443) 35(0.398) 67 (0.381) 109(0.619) 0.573 AHFSE
K 96 10(0. 104) 30(0.313) 56(0. 583) 50(0.260)  142(0.740) 0.191 NI
1A 174 14(0.800) 89(0.511) 71(0.408)  117(0.336) 231(0.663) 0. 062 [12]
o 107 10(0.093) 40(0.374) 57(0.533) 30(0.280)  77(0.720) 0.474 (8]
Wk 122 10(0.082) 58(0.475) 54(0.443) 78(0.320)  166(0. 680) 0. 404 [13]
ENEN 96 12(0. 125) 42(0.438) 42(0.438) 66(0.344) 126(0.656) 0. 821 [8]
T e 116 24(0.207) 61(0.526) 31(0.267)  111(0.470)  125(0.530) 0.708 (8]
L% 106 40(0.377) 49(0.463) 17(0.160) 129(0. 609) 83(0.391) 0. 84 [8]
LG 103 33(0.320) 44(0.427) 26(0.252) 110(0.534) 96 (0. 466) 0. 166 [8]
W 147 37(0.252) 69(0. 469) 41(0.279)  143(0.486) 151(0.514) 0. 625 r8]
= R 103 18(0.175) 48(0. 466) 37(0.359) 85(0.408) 123(0.592) 0. 84 [13]
MisARY 640 97(0.152) 322(0.503) 221(0.345) 516(0.403) 764(0.597) 0.512 [14]
+ik 65 16(0.246) 26(0.400) 23(0.354) 58(0. 446) 72(0.554) 0. 133 [15]
W % 101 15(0. 149) 46(0. 455) 40(0. 396) 76(0.376)  126(0. 624) 0.833 [15]
e 110 20(0.182) 49(0. 445) 41(0.373) 89(0.405) 131(0.595) 0.432 [15]

2.3 HIA-G LD 14 bp i ASE

3ARIGHEAR HLA-G JE [ 14 bp $fi ABR 1Y
FCBER xR, 45 928 Bonferroni K 1FJ5 , B P <
0.017 2R BA R ENGI#E L 45 R BR
MK R 22 A G L (¥ =11.345,P =
0.001) ; 1 5 5K 1k 2 S A 43 8 L (¥ =
6. 125 ,P =0. 009 ) 1fij Afi 1 F 7K & 18] be 4% 2 57 6
Bt E L (P>0.017) , W2,
2.4 16 DASFETHR W REREAR Y HLA-G 14 bp 1
N/ IR 2

G55 CA RIE AZ IR CH G R R B R
A PTG ARUIR FEE % I eI R A T 0

2 3 AMRRFME 14 bp 35 N E
W X A B BE AT L AR
Tab.2 The Chi-square test with paired comparison

of 14 bp insertion frequency in three ethnic groups

) Ak (160) M (88) K (96)
[EEFAIN
L L S
ik (160)
T (88) 11.345 0.001
KT (96) 0.34 0.222  6.125 0.009

TP <0.017 A7 W E VS 465 PR UR Pk £
PR RERAE A BT 3 1 A A
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DU WL DR 3L 13 A RIERE K HLA-G
14 bpifi A/l 235 A i 2 1 16 AR
TEREASE RIFHAAIE 732 6 20, W3R 3, X
X6 ANHEAT 14 bp flEASRN * Kigh, 455 4
Bonferroni 7% 1EJ5 , Bt P <0.003 3 2= R HA 51t

RS HR R DURGE F AR S H A S A
RZ RIS (P <0.003 3)
DU Z AN -5 DURTE R DUE SR E A
Guiter @ (P =0.001) , HAS 2 ] LB 22 57 0
Git#E (P >0.003 3), i34,

3 16 MRIRFEIIERE R4
Tab.3 The family grouping about language branch in 16 ethnic groups

HAR H ey ST AR
DUIE 2 AR % A IR AR DK% BRI Az 815 DU Z AW o

PO R R e TE SRR DU 3 M O T

[egEaTEy A [ii)3 DU 2 1 BT

PUE X PRGN ARV DU R IR 32
Ve SEES Eupiiy [ Bl R 8 TE R 5 IR R
[RIATES o MR E ARG A B RS s

4 6 /NT[FERAR HLA-G £ F 14 bp 35 N\ % A 3 F A £

Tab.4 14 bp insertion allele frequency of HLA-G gene in six ethnic groups

— DURIE 7 DUIE 2 PUIE F WHGBER  FRBFERS WLIER®E
HARE R FECANTE i HIBRE IR DUE X G ARG

DU 2 {5 1
DU R L v T <0. 001
DU 2 1 BB 1 0. 003 <0.001
DU R DR X <0.001 0.001 0.3
B IR ARIE R 5 B <0.001 0.018 0.342 0.515
W 7R o e R R R <0.001 0. 491 0.018 0. 004 0. 024

HEP <0.003 3 2 RATH R X

3 i

KER—TZRIEEZK, D RIS, £ RIEHR
FERLT B CH RSO FIAE IS S M . BRI
D AEAEART T O FRER A0 7 5 R Y
JELIA, 22 B0 R B AT SR Fi A 7 s A ) B 85
RN — et 2 AR B S AR, BT DA BRI
TR I35 AL 1 S AR BRLAl , O6) 304 T AN sl 2 0E
PEAI AT LA B 34 ¢ g i PR A R 5 LA — 58 A
%[12—15] .

ABIFE 3k BC5E I 48 8 7R R b DX A AR L K
W R 3 AR R DURGE B Y R HEAT HIA-G 3%
K 14 bp A/ BRI x° BOXF HLEE, 25 5 @R 1
14 bp 1l ASTEE 53 515 A0 R K L3 22 S5 4
TR X AU R 22 ) 0 G 45 312 3
52 PR AT B2 A 0 AN K [+) SR DU 2R AR T
R AR ER R R R TR, £ 5 T 5N
BT, PR E AL 15 SO AL T R T
220

TRV 2 R IR , 16 % JE ol oy T 2 7 T 14 i R
SEOL G SR WAL S —E 24
S I, ALK HLA-G 3£ 14 bp $6 A%
] R RIE A R T4 T 2 57, 3% 45 Tao Y 255 iy
BFFE 45 B4

BT B 6 R RIERERE 16 4%
ROTGREART) HLA-G FE[H 14 bp 4 A/ Bk Z 8P E
FRORFY, 45 SR 3 W . (1) 16 DU IS 22 24 v 470 80 1 5
14 bp 4 ASF# (0. 405 ~ 0. 534) ™ 5, HgOR L
FE I CHR VL DU I 25 B UM%, 0. 403 ~ 0. 408740
FIHE 3% 37 W2 (5, 0. 381) , B AR 2 H- AR 38 1 COH:
T BRI AT K B R I A2 8 TR , 0. 260 ~
0. 34452750y LBk 2> ] LU 4 14 bp $li ASE,
BRI (0. 381) SILEE (0. 403 ~0. 408) #iT,
PR T4 35 1% (0. 405 ~0.534) , [l i% 3 4>iF
15 14 bp 46 A% K 5 T oM AR i % (0.260 ~
0.344) %A Gt 27 L. (2) 1E NPT /RF215 &
S IE TR LR M [EE 14 bp 4 AS% (0. 376 ~
0.446) "7 55 R 03 2 i v M R ) A B AR IR
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(0.470 ~0.609) ** 31 5 HL¥ 5 F DU E R 4518
J% B H 5 AR 15 7 (0. 260 ~ 0. 344 ) 22 74 481t
RS Wi s R e LIE  HLA-G JE
14 bpifi AR BAT I8 R S8 0 o A e
DUBAENR 14 bp 4 ASH S5 1 B TR 2835 2R
ST AR e WG R i e M R AR A
Jirt R AT R Bt A Y e, A AT AR A8 22 T
@z S L E Y SR I i1 R L9 (BC S v X e
FG Z 0] ) 28 T B e 16 22, B R T — 1 K24,
INRFET B R, 32— 2 M A 2R A% R 22 8] B 38 It
G o A TE SIS R R X AR A
AR SO, O LB Wi BT A R i —Lk
YL R , X 2 Sl o RO UL 8 T DURGE F A 1
MRS R o 2 B AR R, S A
RSl G O gt —MHEEW A e, BA Sk
| VNSRS P N [ SNER 21005 % w A LI\ IS
e A5V U T 8 143X 2 R T A R A DB 1Y) 3 A
it et BIg s T B ORI 5, X AT RE
JEHARTE R 14 bp 4l AR SR AA B 5 vh #2310 1)
RIBEIE AR — R

AW EE R BN 3 AR R R (A%
KO B ) Vo D] AR R 5 7 R R 4 A1 5 LA A AR
{143 53 A5 A7 A I 11 A, A T) — T 9 A o 3 PR 7
( +14 bp/ + 14 bp) S FN + 14 bp S50 5 H i %
AR, 5T A O b R B, R IR
14 bpddi A/ B2 (14 3 A 5 HABTEEAAARARL , 10 A 4R T
FIZK DU AT 1 2 e £ 45 (o7 i PR R 56 PR 78 43 A1 L
A HED AT e M R AR Y A DG

4 BEHE
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R VEREANE HBV Bt 5 ESRa A Pou 11 #0
TOC L mEEHZSHEHRR

BT, #TC, REH, K B, THE, BXK, BERE

(SPHEEZABE b 7AW E SR, S 56 550004)

72

[ ZE] BE: TSN BB FEME 2 7k (ESRa) ZER Pou 11437 5 0 T29C 7 5 2 51k 5 27
JFRPEE (HBV) BRI R . Fik: SIS 2508 B /DB B ft R X i 91 3 it HBsAg #5473 80 1], R A
RAHE N - BRI R B 2 8% (PCR-REFLP) Jy ik 5@ 22k # 5& R4 ESRa FE R Pou 11 A1 T29C {7
S LS 2SS HBY GEVERIE R o BE5R: E 7% Dl /D B0 5 felt BRE XS R 4H RN HBsAg #5717 4 vpr 3
it ESRo B[R Pou 11 AN T29C v 5 3 Fh LRI {H 3 Pl PRUSTT 56 1467 5L (RUITUR AE AL [R] 43 A 22 S BBt 124 &
X(P>0.05), £518: ESRa FEE Pou T FI T29C L 22451k 575 SR ARt 2 I T 6,
[RBEIR ] MR SR MR 2k CRITA s s Iy 2280 StMNZE

[FE45ES] R394; R34 -33; R7273 [ XXEAARIRED] A [XXLELRS] 1000-2707(2015)03-0222-03

Study on Association of ESRa Pvu [l and T29C Gene Polymorphism
with Susceptibility to Hepatitis B Virus Infection in Libo
Minority Population of Guizhou Province

ZUO Ya, HE Yan, ZHAO Xiaomei, ZHANG Ting, WANG Chanjuan, YU Wenfeng, GUAN Zhizhong
(The Key Laboratory of Molecular Biology, Guiyang Medical College, Guiyang 550004, Guizhou, China)

[ Abstract] Objective: Analysis on the correlation of the polymorphism of estrogen receptor (ESRa)
gene Pou [l and T29C loci with hepatitis B virus ( HBV ) infection in Libo minority population of
Guizhou province. Methods: Polymerase chain reaction restriction fragment length polymorphism
(PCR-RFLP) technique was used to analyze the polymorphism of Pou Il and T29C loci in 91 healthy
controls and 80 HBsAg carriers, the correlation of these two loci with susceptibility to HBV was ana-
lyzed. Results: Three genotypes of ESRa Pvu Il and T29C loci were detected in both control group and
HBsAg group. Between two groups, the three kinds of gene frequency and allele frequency distribution
showed no statistical difference (P >0.05). Conclusions: The Pvu Il and T29C loci gene polymor-
phism of ESR is not associated with HBV susceptibility in Libo minority nationality.

[ Key words ] ethnic minorities; gene; estrogen receptor; hepatitis B; carries; infection; polymor-

phism; Guizhou, Libo

RERAA 4NN ORI RpEE (HBV) 45 A8 SO0, HLAGR AL 5L P ) 22 25 T REAR /2 = 3L
H ORI 25 TS TR R JFRLRUFAL  HBY @M 5 — A ERIE Y MR £
Mg o HBV B LR — A 2RI Bl MR E Z K a(estrogen receptora, ESRa)
BB HBY (95 5 1 ERAER PR RIRRER A5G RIEMERIT T, T ESRe BEIH S AE 25 T BUEM

F[HAWH I EZR T B RESEHRIBH (No:2013BAI0SB03) 5 ST ARHE T2 & JREOCHTH [ No:sy(2012)3135]
* SR BHEE S BE 2010 R Y AR L ARHE

** SH{E/E#H E-mail ; annieheyan@ gmc. edu. cn
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3 A WS AP EUIRIGARE HBY B ESRa JEN Pou 11 T29C i s BN 2 25 PEDFSE

HIYBER TR, 51 HBV J& Y AR R 13815 o)
EHES PR A 2 R 0, BRI AR
Z, HRZRIE T RE PR i 11 X, T T s 1%
7 AT B ) N o PR RE AR S AT o
HAR NAEVE BT G2, al DAd KR AOHERR 5 [
U (gene flow) BER XX AMESF A7 HE IR 2 ] Y
BN , Xof 22 FE RGO ¢ HA I ARR A DL 4

1 M&E5F*

1.1 WsExt4

Fi BRI AR 1) 3 S0, BREATL X B N 4 7 D B 8K
RO IHEA T 0] 45 VR A5 FAIAE 20 AT , AR 2 JHF I3 ik
Y1 JHIIRERS b5 ) HBV Jji5 7 DNA 2 1 45 L 73 i1 i
Hfd Xt BE 91 3], 5k 45 ], Lot 46 ], (47.8 =
1.57) % ; HBsAg #1755 80 3], J5 1% 41 3], 2% 39
B, (48.5 +1.42) %, FrikMImsEx 4 3 AN
RSB S A H R) TC E A 2k e &, PR AR
VERL , TR RPE M HRh s
1.2 4xffi DNA 425U @ &

X Qiagen /3 5] ) FlexiGene DNA 2 B3z 57
EPEHCA I DNA 5 5850 0L T E DNA MR BE, IF
Pk DNA Btk B4 100 mg/L,

1.3 ESRa BE[H PoullFl T29C Z35 A S SE Y 3

KRG MR RN - R B 228
P (PCR-RFLP) 7%, #2 & GenBank ' ESRa &
Pou Il Fl T29C Z A7 5 W FE R 50, it Pow Il
Z &S5 W, BiF RSN 5-TCTCCCACCT-
CAGCCTTAC-3', T i & 41 k1 5'-ACCAATGCTC
ATCCCAAC-3' 41 p= 1 K- g 448 bp. £ HRSCik
(9] & T29C 2B E519, Bl RGN 5'-
GACCATGACCCTCCACACCAAAGGA TC-3', F it
2414 5'-ACCGTAGACCTGCGCGTTG-3', ¥ 14 =
Pr 218 bp, 59 gAY TR AR A BRA A
Ao i H Touch-down PCR . 94 °C 28
40 .62 °CiB & 50 s(FMEHFEE0.5 °C) 72 C
FEA 40 s, F 1 14 DMEH G K 94 CASPE 40 s,
55 CiH K 50 5,72 CHEAf 40 s 4k 2z 20 MG IR,
PCR 4347 W F 2% Syt Bebi ek Jee v Uk Al
1.4 PCR Y1)

ESRa J£[A Pou 11 \T29C fii f5 PCR P=843 51 LA
FRAIPERZ R N VIR Pou 1T Msp T 54,37 ClHIR
KW IR, BEYD 7= W0 FH 2. 0% Bt JIE B B8 i Pl ik 4

LS Sk

14 Hardy-Weinbere F-fi710) £ £ K 1 2 X1 %
ARG HPARDL , 4R PCR-RFLP 455435 B4
SR P FH0K AR B
IR SPSS 10,0 SEHARIFH) X KuB s b7 46 2 A
15 2 ALARER 9515

2 #R

2.1 ESRa 3L Pou Il Fl T29C {37 5

PCR-RFLP %55 3 7% ESRac KX Pou 11 47 J5 1)
PGP R D 448 bp, BEBIAEAHY H 1) 5500 1
W, i& T f5 28 PCR =Wy Pou Il B VI 52 Bi. A5
ESRa FEPH Pou I ASE i R K AR 5278, Ry B AR Y CC,
AP B A5 ([, 448 bp Fr Bt 5 25 Hy B A= 78
C 5B T, AR TT Jy Beb = A g U AL a, il
PIJE WL %< 5] 380 bp .68 bp g A2 A TT, WL 5¢ 3|
448 bp 380 bp 68 bp 3 P B NZeA 7 CT; A 68 bp
T BUSINAS 5y WS SO AE R SR I (ILE 1) .
ESRo K:H T29C {57 s 14 15 7 W< i 218 bp, %345
FEA ) H 2507 W M L 38 T IS 22 PCR 72411 Msp |
BV N o ESRa & [H T29C A3 i 47 J BF £ AU TT,
Jo Msp 1 EYIA7 2 (AU 218 bp) 547 R EFA A T 258
AR C, R B A Msp 1 BV A, B IS AT R
AR CC(WLEE R 192 bp 26 bp 2 4R Br) (B2
G TCMEEF] 218 bp 192 bp 26 bp 3 P EL) ;
26 bp F Bt /INAS T S BRI, AL

{1 :ESRa JE[H T29C s 45280 1.2.3 4,1 2 PCR 47
7,2 —4 N EEVIY) 2 B AERL TT,3 g2 AE R CC,
4 J A TC; ESRa JE Pou Il 37 15455 5.6 .7
8,5 Jy PCR 4374 ,6 -8 NGV ™ 4,6 B4
R CC,7 HRAERITT,8 JyZe 5 A1 CT
K1 ESRa &£ K Poull #2 T29C £ & PCR
I3 77y A Eg ) 77 Ak B

Fig.1 Electrophoresis of PCR amplification
products and enzyme digestion products of

Poull and T29C loci of ESR gene
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Bt 2% 40 %

2.2 HBV &5 ESRa 3 Pou Il 1 T29C {3 /5
Py ek D] TR0 23 AR 5 v ok PR 0 >R
ESRo £:[H Pou 11 11 T29C {37 £ 5t DR 28U 451 2 A1

S5 HE PRUTARTE 5N A5 A R ) R 41 A HB-
sAg 545 41 B9 0 A 22 S R ST (P >
0.05), WE1,%2,

%1 HBV &% 5 ESRa £ Poull % &%

Tab.1 Analysis on the polymorphism of ESRa gene Pvu Il locus and HBV infection
g% . FEF IR (n, % ) FEREERBIRE(n, % )
CcC TC TT C T
e XS B4 91 15(16.5) 40(43.9) 36(39.6) 70(38.5) 112(61.5)
HBV #7520 80 13(16.3) 34(42.5) 33(41.2) 60(37.5) 100(62. 5)
v 0.05 0.03
P 0.97 0.91

%2 HBV R34 ESRa £ T29C fi & % A It
Tab.2  Analysis on the polymorphism of ESRa gene T29C locus and HBV infection

SN TR (n, % )

SRR (n, % )

Fik e " T TC cC T C
e X HE 2] 91 39(42.85) 39(42.85) 13(14.3) 117(64.3) 65(35.7)
HBV #4540 80 34(42.5) 40(50.0) 6(7.5) 108(67.5) 52(32.5)
I 2.24 0.33
P 0. 39 0.57

3 i

WEP R 2 R AR TR B AN v] 59
BRI SUE ATV RS E - ZhE &Y Sl
MR KA N —MEA RS, 25k
LK) ESR A ESRa 1 ESRB Wi Ap L HY, A {4
ESRa JEPREN T4 6 S YRS 2 X5 %5
MR IES 1 AT i 140 kb BRIEH AL, 4T 595 1>
TR E AR, B8 MMM T AN EF
TV ESR ANIR] i R B A AT R R RN AN A ]
ESR B2k K - 500 RE 2% 5, M52 0 215 J5L A 0
fis 00 S P . 1993 4R B e gt X E 7 A
FLWERg HBV Jak e 8 25 & 0 HBsAg FLA % 1 B
PR, Hoix 26 [ % ] HBV & e 47 76 2% 5. 2006
AR A B SY R I, ESRac JE R Pou 11 57 5,
L5 HBV JE Y 5 5 7E 2 5% 1A 56 5 2009
A RIS B R ESRa DR Pou 11 375,
C/T HE PRI C S5 {37 Ji PR T RS2 2 1T 46 9 7 Ik
Jerg AR E Zy LR . A KEEARIF R A3,
ESRa 3E[N T29C fif f5 2: 10 2 2505 5 HBV $54: 1
ST X H M XA BE B ESRa HER T29C
{37 P 2 250 5 HBV SRt I [ RFS 45 Sl i
7R, ESRa FE[H T29C fi7 5, TT LR AU T 2537 5 R
AT RE S HBV JE 18 Pk 1k 8 1% 5 e R (A
224

ARG LE T B R ESRa 2P Pou T F1 T29C {37
SIS Z MR A0 AT TE 5N 2 B D BUR R HBV gk
Yu2H Ff R B2 b 22 RGeS X S ]
NEEI RN 5 % ESRac FE R T29C 5 R #8443 A
5 HBV B 45 R — 30, 3 A R IG R £
X rh ESRa R A Pou 1 F1 T29C 137 15, B9 43 A5 A7 1E

5%, ESR FE[H Pou Il F1 T29C {3 5 FE N 2 5 HE7E
HBV B 1) & A & J ot 32 2 4 b 2 4 B 1
L BOEMEER, XJ& ESR JEH 2B B H
IES HBV RPVREUIMOC, WA TiE— 20 KA
MBI SEIESE

4 SEW

[1] Hvanchy D. Hepatitis B virus epidemiology, disease bur-
den, treatment, and current and emerging prevention and
eantrol measures [ J]. J Viral Hepat, 2004 (2) . 97 -
107.

(2] BT, T, AR, & 18R 5E i
WUEABURAIFELT ] PR IERG A4 35, 2003 (5) « 275
-2717.

(3] W8 CRIAF R ae i PR AR R L] A
e N k2%, 2003(6) ;791 —795.

[4] Thursz M. Genetic susceptibility in chronic viral hepatitis
[J]. Antiviral Res, 2001(2) :113 - 116.
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RMEHKMXDBERE S MMiRFHEIRTH

REM, M #®TTT, K OB, N B, REF, BEXE, BRE

FIESBE o FAYEE SR, SN 5 550004)

AL

[ Z] B e s 8 75 b B i A e B K BRI TRE (9 I3 ML T, 1 % i IX /0 B R
B ROIR O S AFTE R I8, ik FEMNAE 7 U EL AR AR A KT B BT 1E 5 AT 872 43l BBk 369 i, %
4 503 i, SRAE KL 2 mL A 402 (WBC) (£L40e (RBC) (IMLZ1 85 [ & 4 (Hb) (ZL40 e AL (HCT) (Z140
M35 FEBUAFL(MCV) - 35 21 240 Jfd 1 2125 1 5 5t (MCH) P39 2148 Jifd i 21 8 11 ik B2 (MCHC) | it /AR 14K
(PLT) I # 8 TFEFR , WLEE 8 T HE b S 15 00 e /e 3 Lo bk ) B2 57 558 M #1 8 Wi brh WBC.RBC,
HCT \MCV J¢ PLT 72 1E % S %0 ; Z A B L AR bR e , WBC .RBC \Hb (HCT \MCV K& MCH 2z R6H 41t
RSP <0.05) 45 B A AT A3 bR S 0 AR EL A, A0 HOT 538 DI RO Kt SR A 5 & 1) 25 S G 2 S (Y
=18.465,P <0.01) , FH B E 5 b5 RBC Hb HCT \MCV S &K H RAE B LM ZF A G B N
7.183.30.093.,17.07 ,13.379,P <0.01) . £5if: S35 B /D BOR % H DX 40 1L BLAS AR AT FE B v S 3%, AT
PR 22 5 SRR i X 5 A R BERUANT] , A BE AT RS S A S B 0 i - S AR Hh X S5

[ REIA ] s MZRMEiT5G M/ AT I s BRIE; SN, 25

(B 43S ] R446.11; R2273 [ XEAFRIRAD] A [ LELRS ] 1000-2707(2015)03-0225-04

Analysis on Eight Hematological Parameters of the Minority
Nationality in Libo District of Guizhou Province

ZHAO Xiaomei, HE Yan, ZHANG Ting, DENG Jie, WU Changxue, YU Wenfeng, GUAN Zhizhong
(Key Laboratory of Molecular Biology, Guiyang Medical College, Guiyang 550004, Guizhou, China)

[ Abstract] Objective: To understand the health condition of minority groups of the Libo county of
Guizhou province through analysis on routine blood test of the crowd of buyi, miao, shui and yao.
Methods; A total of 872 cases of normal population of buyi, miao, shui and yao were selected from Li-
bo county of Guizhou province. Venous blood sample was collected to carry out routine blood test:
white blood cell (WBC) , red blood cell (RBC) , hemoglobin ( Hb) , hematocrit (HCT) , mean hem-
atocrit volume( MCV) , mean corpuscular hemoglobin (MCH) , mean corpuscular hemoglobin concen-
tration (MCHC) , platelet count ( PLT). Abnormal condition of the 8 hematological parameters and
the differences between men and women were observed. Results; WBC, RBC, HCT, MCV, PLT were
in the normal reference range. The differences of RBC , Hb, HCT, MCV and MCH between male and
female subjects were statistically significant (P <0.01). There were statistical differences in the HCT
abnormal reduction rate between men and women ()(2 =18.465,P <0.01) ; and there were statistical
differences in RBC, Hb, HCT and MCV abnormal increase rates between men and women <X2 =
7.183,30.093,17.07,13.379,P <0.01). Conclusions: The abnormal rates of some hematological
parameters of minority nationalities in Libo county of Guizhou are relatively high, and there is a gender
difference which suggesting that men and women have different health conditions. Large-scale screen-

ing of gender-related diseases is necessary. It should expand the sample size in the region to establish

[EETHIEZR T2 7RSI RIIH (No:2013BAT05BO03 )

BB ER A BE 2013 AW AR

** * @ {E/FH E-mail ; annieheyan@ gmc. edu. cn
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the reference range.

[ Key words ] blood; blood cell count; platelet count; hemoglobin test; minorities; Guizhou, Libo

o B T 5 M A B A A AR VT TR M R
H, B R 2 431 8 S AL, DRI E A A 14. 51
TN B NE90% . NABRZHDBRGA
ARG R KGR A E AR, 40 i =
LGS RN AN N ¥ N T N TR R
AR T AR R — B R AR R AN & 1
X, 8 A — L RERR I 2D 4, 1T RE 20 I H B 1)
SSRGS AT SN 25 I B LA K
JeE B R TR I R 8 TUFR BR HEA TGN, hy 2 b
JE BRI AR S

1 WREFE

L1 WF5Ex4

BEATL A 5 1 A S8 P A1 AR B I B M 7
SLAR L B TG KO L B T A 872 4], 11 ~ 83
% F-35(49.2 £3.54) 5 B 369 fi, 11 ~85
% -4 (49.27 +13.43) % 4P 503 6], 10 ~ 90
B F44(49.2 £19. 1) %,
L2 fpAcRSE

RAESZ K A M KL 2 mL, N A& 2 K
P42 (EDTA) 0 8E ] 9 R 058, 37 B 58 70 1R 2
4 CLRAE, BT AT MR PR A LA 48 h AN 58 5 .
L3 Haiir ik Kdatn

K H H A Sysmex 24 H] 427 ) XT-1800i 4= H
o) 11 08 T YO S E TV S Wk O o e o 2R 3
MR A A0 (WBC) (L4 (RBC) (IML£1 8 7%
s (Hb) | 21 20 s He B (HCT) | 21 48 M 7 34 4 F1
(MCV) SF£1 4 i 21 8 (7% &2 (MCH) SF341
20 s M 212 1 ik B (MCHC) K ot/ ( PLT) 8 3
MR BR o SEHR AT R ] 5t N A8 Im A o0 58— AT
TR BR MBS VR A TEACES A9 6 ot e 4 o SR I
. 25 RIWHRE, Lo RBC Hb 235K T 3.5 x
107/L.110 g/L RS B BT 4.0 x 102/,
120 g/L 4 54 ; WBC, HCT, MCV ., MCH , MCHC ,
PLT [ IE# S HEE 0 : (4.0 ~10.0) x 10°/L,
37.0% ~50.0% .(82.0 ~95.0)fl .(27.0 ~31.0) pg.
(320 ~360) g/L. (100 ~300) x 10°/L, 45 A F ok
HANT IR ZH RN 75 o
14 SibeEinik

BaaR G281 SPSS 19. 0 A TAb R, 1

226

BORORSR % (% ) Fom, W LB L BCR T Y A6
By o VFRERAIE = ARUEZE (2 +5) FOR, L] 1L
BER R 2R T7 2200 B, T ELBOCR T ¢ 6
P <0. 05 2= 54 Giit2a i o

2 #HR

2.1 40 8 Tifhs

ABIE5E I8 A (Y 872 KA, Bk Hb MCH Al
MCHC F6:-~F- 82 {E0 8 i 1E 5 F 4h, WBC RBC,
HCT \MCV \PLT fEIEH ZH M, W3k 1. ZKA
WSS 200 2R LA S B 2 M, 55 7 WBC,
RBC Hb HCT MCV }; MCH & T4k, % 544
Gt AR (P <0.05) , KRt 2R RGiH#E
(P >0.05), lL#E2,

k1 HEAST2HDHBEKRTHH ¥
8 WAt 5 ¥ 54 E &K (v xs)

Tab.1 Comparison of 872 subjects”eight hematological
parameters with normal reference values
EIEt ST EHSEM
WBC( x10°/L) 6.83 £0. 35 4.0~10.0
RBC(10"/L) 4.58 +0.49 3.50 ~5.50
Hb(g/L) 148. 04 + 14. 85 110 ~ 160
HCT(% ) 41.71 4. 60 37.0~50.0
MCV(fl) 92.13 +0. 14 82.0~95.0
MCH( pg) 32.91 £0. 28 27.0~31.0
MCHC(g/L) 356. 66 +143. 54 320 ~ 360
PLT( x10°/L)  220.78 +14. 85 100 ~300

x2 HHESRZBDHRKT L4
BT T AT A5 R (v £ 5)
Tab.2 Hematological parameter test

results of 872 subjects

LAY % ES
369 il 503
WBC( x10°/L)  6.97 +1.86 6.73+1.83 <0.05
RBC( x10%/L)  4.80 +0.93 4.41 £0.82  <0.01
Hb(g/L) 157.05 +28.68 141.43 +22.43 <0.01
HCT(% ) 44.12£8.08  39.95+7.76  <0.01
MCV (fl) 93.07 +11.07 91.44+9.89  <0.01
MCH( pg) 33.31£5.96  32.62+5.69 <0.01
MCHC(g/L) 358.37 £55.96 355.41 £51.02 >0.05
PLT( x10°/L) 216.82 +79.16 223.69 +78.85 >0.05




3 MG

SN AR 7 st XA BRI 8 WML R~ FE A 0 A

2.2 JfE SR E SO

Foe B 2L, 75 U 8 A PR A2 R IR RS SR
B—E 5 A 3, B PER WBC . RBCHCT,
MCV Jz PLT ) 5 Wl AR R MR T Lok, H H A
HCT 2234 G312 8 X (}* =18.465,P <0.01) ;
Hb MCH J¢ MCHC X F 1E# W b i, B3 & T+

gt AESIGIFE L (P>0.05) , L%k 3, 5
P2 RBC HCT & FIEH W LBl & T thdl, =57
HEAT2:8 L (P <0.01); WBC Hb MCV MCH,
MCHC f PLT & F 1E % /9 Lol 55 PEAR T otk (1
HA Hb #1 MCV 2 R4 g1t = L (P <0.01),
W34,

%3 HEEAS2HADHKRKZEH 8 JULRFHATKT E¥ oy 5

Tab.3 The abnormal reduction rates of 8 hematological parameters of 872 subjects

MAFAEPME T IEHR (n,% )

WBC RBC Hb HCT MCV MCH MCHC PLT
) 369 9(2.44) 21(5.69) 12(3.25) 46(12.47) 54(14.63) 46(12.47) 6(1.63) 16(4.34)
B'g 503 12(2.39) 37(7.36) 10(1.99) 121(24.06) 60(11.93) 45(8.95) 5(0.99) 20(3.98)
&1t 872 21(2.41) 58(6.65) 22(2.52) 67(7.68) 114(13.07) 91(10.44) 11(1.26) 36(4.13)

X 0. 003 0.95 1.383 18. 465 1.371 2. 821 0. 683 0.07

P >0.05 >0.05 >0.05 <0.01 >0.05 >0.05 >0.05 >0.05

x4 FBREASR2 AL HRKZ LA 8 TR FHArE TIEFFRL

Tab.4 The abnormal increase rates of 8 hematological parameters of 872 subjects

I AR bR T IEH (n, %)

[/ -
WBC RBC Hb HCT MCV MCH MCHC PLT
H 369 13(3.52) 81(21.95) 139(37.67) 46(12.47) 195(52.85) 278(75.34) 64(17.34) 46(12.47)
4 503 20(3.98) 75(14.91) 284(56.46) 24(4.77) 203(40.36) 368(73.16) 78(15.51) 74(14.71)
A 872 33(3.78) 156(17.89) 423(48.51) 70(8.02) 398(45.64) 646(74.08) 142(16.28) 120(13.76)
¥ 0.12 7.183 30. 093 17.07 13.379 0.526 0.527 0. 904
P >0.05 <0.01 <0.01 <0.01 <0.01 >0.05 >0.05 >0.05
o3t | 2 IR I 0 IE S L o RIS R &
3 iFig PEF M (1. 99% ) L F B AL UMK (3.25% ) , X

L3 RG2S PR 45 5 5 P
T AT ) S A5, W PR B T3 T B O
B, ARBEIEHT T 5N 7% 9 £ 872 il /B I ik
SR L H LA I, T A% DX 05 B IR ) bR
WL, SR % K AL 1 22 (AR S % A B
TG R R IR Ao 4 ) F5 35 56 0065 24 B0 37 7 1 o

YR K B, RBC & Hb F R 45 50 45 ( 4
I I R ARG B VE R ) ) 0 22 (L B — 5, $%
XA BRI R AW 5, 762 54 K g
FEISHT IR 872 G fAKS: % vfr, 4 1M R ALK 2. 52% |
WBC 35 Huf3i] 3. 78% , 5 2004 4 55 B i 25 i BF
YRR (FT MR 6.06% ~10.38% . WBC 34 5 R K
F 10% ) Fodss, TR WBC 1 25 2K 1 g B R,
R AR A /D50 R G 11 ik B ) 380 H 225 52 30 56 3 A
AL, 1% XN AR T /KO T g R i, R G
TR TR A BIE AR Bl )
1L 7% 75 /0 B0 R R b X N B {7k - 75 5]

LML G RAFAE 2250 AT RE R E AL B
FEAR AR SR I L MR ST LA E A, 2 T Pk
TEAE R ZE ML IR, i 2 A 395 B PR AR AN
AR E T BT AE , 55— 5 I Al e REAS
AR, T LY REEA A,

AU 5T S B, A TR ) 20 B R 19 RBC
Hb HCT F MCV fF1E 2R (P <0.01) , &R FH
BT 75 P EL DR R L DXAS [ ) ) 5 L R
RlIIE L AN S e

SR A2 S 2 ML L% I 2 ) 5 A e 2 T
% ,L) RBC,Hb,MCV MCH,MCHC, PLT %5 4 Hj
{2, L RBC 5 Hb Jydf, il A5 MU 2 AL T 1L
X, A AR IR S A LA B e 7= 2 fre £ A 2
JIER , ;T LI 3 RBC Hb 8, 9 HL 2140
AR, i MCV {5 [R]IS IG U 52 4 2
RZ NS, K E A ) 55 3l n] GE i RBC 4
Fro H AT K B4R, 24 M e R 2 % M A
P S S P i S o R i, S I IR 26
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IL-31RA EE R BR/INR A S FHEEIREL

T ok, ®m B, E R ®mER, ARIX

(I LA B b s e pe, St L 563000)

[ ZE] Bry: sy IL31RA SRR/ RAi G TR, O IL-31RA SN HISCHE s sl . 7% 1L-
31RA JEPH G /N BRU™ A 4 B SPE G BER (1) 2h W i s v 10470 7% 40, R FH 3R 4 Wl =X S Bz ( PCR) ¥k 480 1
PR/NEUFEA AL RT-PCR #:%5 52 /N Bl IL-31RA mRNA f) %15, Western blot %85 IL-31RA % [/ %3k, HE 4o
WL/ R T2 B A 225 . G655 : PCR I BUIAGIN 1 F1C/IN BRI 3 FhSE R Y, 445 7 35 IR i ok /DN BROR A
W IL-31RA mRNA AT IL-31RA 85 (Y 283k , IL-31RA L R R R /0 B 2 AR 28 1 T8 AN S RRAE 5 P A B/ B L
BTG A 8 2B A o DR R /N B AT B B 7 B0, R T IRAR R 2 B R PR Al S TN R 858 iy E T IL-
31RA JEPH R /N ERAE & TR

[EEIA] Bl % 31; FEEEER; BAMHER N (PCR) 5 L5 PCR; Western blot; #7134
[FFESZES] R-332 [ XEFRIBEE] A [3ZE4S] 1000-2707(2015)03-0229-05

Establishment of IL-31RA Gene Knockout Homozygous Mice Model

JIANG Tao, GAO Jing, YUE Huan, GAO Yaqian, HUANG Junqiong
( The Affiliated Hospital of Zunyi Medical College, Zunyi 563000, Guizhou, China)

[ Abstract] Objective: To establish the IL-31RA gene knockout homozygous mice model and lay the
foundation for further study on IL-31 gene. Methods: IL-31RA gene knockout mice were bred and re-
produced according to the SPF class animal feeding standard. PCR was used to identify the genotype of
the offspring, the expression of IL.-31 RA mRNA was detected by RT-PCR, expression of IL-31RA pro-
tein was detected by Western blot, and morphological changes of vital organs were observed by HE
staining. Result: Three genotypes of the offspring of IL-31RA gene knockout mice were successfully i-
dentified ; expression of IL-31RA mRNA and IL-31RA protein was not detected in IL-31RA gene
knockout homozygous mice. Compared with the wild type mice, morphological characteristics of vital
organs of had no significant changes in IL-31RA gene knockout homozygous mice. IL-31RA gene
knockout mice could be dred and reproduced successfully. Conclusion; The IL-31RA gene knockout
homozygous mice model has been successfully established.

[ Key words] interleukin 31; gene knockout; polymerase chain reaction; reverse transcription-PCR ;

Western blot; model, animal

120 fu 4 2% 31 (Interleukin 31, 11-31) J2& 2004
4F Dillon 25 LB ANIEIN T, )8 T AMEAN K 6
M PR TSR A, B TR ALY CD4 " Th2 21 i
A TL-31 Z AR (TL-31R) & i IL-31RA S5iPE R
M 3Z{& B( oncostatin M receptor B, OSMRB) 4 Ji{{ ]

SR TR TE BB B SRS b B R IR R
B EWNAMIFS R IL-31 [ H a1k 5 i k4t
13 T RAE A RN B A BRSO Rk
UM 5 S R A 5%, A PRI BT S 5 % B TL-
31 B HEZ AR AE 3o 0 19 Wi /) Bl i 2] 24 v 2 3k 34

FUHEETH T ER QARRIA RS IT H (No:81260266) 5 STN AT RHLEE A4 KL TG H (No: B345 %& 7 200051)

** WA EE#E E-mail : jungiongh@ aliyun. com
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M OB

Bt 2% 40 %

w5, IL-31 AT S Ay ke A 72 gt —
ST IL-31 FEH e I e (94 T, ASBF 9 IR 2
P IE % Y IL-31RA JE PR s/ Bt T
WA .

1 #RETE

1.1 #g
1.1.1 SZ%zEh¥  IL31RA SEHEG /NS RN
C57BL/6J,4 JHi 6 Mt 2 M, W [ 58 48 /)N B X 5k
JE 0 (MMRRC) |, 7638 SR 25 B 15 2 5 4 ) 24 f
FEHO BEEY HE
1.1.2  FZH|  Premix Taq( TaKaRa Taq™ Ver-
sion 2.0 plus dye) (TaKaRa Z\#] ) , DL 500 Marker,
GoldView, #4121 5L K 4 DNA $BGAH] & (L
AT B RNA $RBGRAK & (CRARAEY) 519 -
WA T4 B, DEPC ( Sigma 23 7)) , %P Bl IL-31RA
PR HRP FRic FHi % 1eG ik (JLat /AR A
Al AEE RGN SRR 4E R B (GE A7) .
1.2 J5ik
1.2.1 JEPFEGEFR/NRI A TR i MMRRC i
TPt B o8 i BE DR m B il B fT iR 1 °F < TL-31RA
FE R e B K R T 129SvEvBrd St R 41 SC %, #4) 4
— AR R AR B TL-31RA (955 4 4157, AP
IL-31RA 3t [H 41 7% %1 ( MGI; 2180511 ) 1 8093 —
8172 g5, 41 80 bp; R AL 28 LA HF LI T3 244
e CSTBL/6J /N UM G T 40 L (ES 40 f) , &
G418 i A3 2] PHE R ) ES 4ii i, 35 5t ES 4
A AR 22/ CSTBL/6) /NRFE N, KBS 3142
AT IL-31RA JER AR /N PIrf /N BRI 1R 35
TEIME P2 B B 2 5 AR ) W 58 v o0 B B B R 4
(SPF) /NEURIFREE Il 8 PRES = ZE B Rk
FEI SPF G/ BRUAER [ A2 7= 3 rTIE S SCXK (i)
2012 -0004 ] , Tk 7K A EE4EEoK /N BUIr 2 4
i A R TS KR o /NI PE B 24 35 d 4T
IRINZ 20 d, R ATHEMERLA 1 RS B EIH
1.2.2 JERFERR/NREE  WEl3Er IL-31RA
FER AR /NI 22 6, B AR T B
A B ( Wild-type, WT) IL-31RA** | 24 & F 1IL-
31RA ™~ J 2875 #I ( Knockout, KO ) IL-31RA ™/~ 3 fif
FH AR IL-31RA JE R B /s BRI 5 5
YerE HFL PR IL-31RA 3 A i B /)y B3 [ 4
DNA [ 35 UM U LR 3529 0. 6 em , 4% 358
BHAETE DNA, BGEKIEM, 4 CHRAE. BAETH
230

§E U (PCR) B 3 iR A 58 M v 1Kk 48 7 TL-31RA
DA BRI B AR PR B« 4% R 228 SR [ 3 ] it
5%, WT E i & 3 F 5'-GGGTGTGAACGCTG-
GAATAATG-3', KO | #if & %) & 5'-GCAGCG-
CATCGCCTTCTATC-3' (&4 1 A B neo KK 41,
ASEESR AR EAR T B S RIS 5
GATCATCTCTCCAAATTTACATG-3', WT %! H 1y
Fr B 274 bp, KO B H Y 7 Bed 348 bp, [k
Z(25 wl) : Premix Taq 12.5 wL, WT 1 KO FiF
LR WG4 1 pl, Bl DNA 2 WL, Al i 25 48
KA R B ER A AR 95 C BAEPE 3 ming;
95 CARME 30 5,60 CiEk 30 s, 30 PMEH, ft)o
72 CHEAf 10 min, 4 CHEFFE4 . PCR &=
Y5 wL JEAT 2% BrAEWEEEE HL vk 45 5E TL-31RA i
PRl B/ B AL TR 8L, I WA vfE 2 WT BT KO
T3 HI7E 274 bp 15 348 bp 40 H B — R H #Y 4%
M, 226 T IIFE 274 bp 1348 bp 4b [l H B H 1
Falio

1.2.3 IL-31RA R F /N IL-31RA mRNA {1
%€ K RT-PCR ¥, IL-31RA JE A fili B /D B
RNA R U cDNA {5 i IE 22 52 19 WT K&
KO /)N, #4288 5 RNA $2BGAT G i i 45
ilihE RNA 0G5 5 cDNA . 3G SRR AR (20 )
5 x Prime Script'™ Buffer 4 pL, Prime Script TM RT
Enzyme Mix I 1 pL,Oligo dT Primer(50 uM) 1 pL,
Random 6 mers(100 uM) 1 uL,Total RNA 10 pL,
RNase Free dH,0 #p & RF, 338 5% 5% ) I 4% 1F
37 °C,15 min;85 °C,5 s; cDNA T -20 CI#%E.
PCR B K N B eI L VK 46 € mRNA B3 Ly
S A IL-31RA ZEINER 4 S50 B 1Ry N 7 51 5
Yy, B Z %58 5 -TCATTTCTCAGCGTCAGTGG-3' |
T %%k 5'-TCCTTCTCTGGTCTCCAAGTG-3" ;¥
R HAYHER R BER O 389 bpo ROMIAZR (25 pl) -
Premix Taq 12.5 pL, b N5 945 1 pL, BiAk
¢DNA 2 pl, KEZEB KA IR A1 94 C
AP 2 ming 94 CAEP4: 30 5,61 CiB k30 .72 C
FEA 30 s, 30 DEIN; FxJm 72 C ZEfif 10 min,
4 CIRAEE . B PCR RIZT S wL #4729
TR BRI i Uk 2 E /N B TL-3TRA mRNA

1.2.4 IL-31RA EHERR/N IL-31RA ZEH Y2
5 KM Western Blot 3%, J2HUC 22 423 9 KO K
WT /NI AV 5, & e & e DL 4 Tl
Buffer {4,100 °C /K% 6 min, % #1717 SDS-PAGE
FEL DK e BN R AR AT 4 3R I, S AT (75 50 /L



3 %%

IL-31RA S R RN BRAE 5 5B ) i ST

JBUNE Wik 1 TBST) =R AR #3142 ho ARUTIMA SR
PR IL-31RA Fiik [z HRP fRic £ Hi % 16, b
JOEBOLR A, WA,
1.2.5  IL-31RA PRG3R /) fl B 2 1) 52

HEAS 2R SO 5E « SUAE Fid 195 A0 8 /N B, PR /DN B
REE S COME I |5 AR A e i e AR ) 149
H, IR AR R K= 100 x EARE A () /MR (g) o
HE Je@ O TR B RE i i Ji % BEUAE T 4%
ZRWEEHEE 48 hJ5, W HLA MY A HE Qe
TE S BT B A HEAR IR 2522 1
1.3 Giiteeab

11 SPSS 17. 0 Geit 22 8t 47 5dis 20 #r , LA

B+ e (w 2 5) 2R R 507 2293 #r,
ML H] ¢ K05, P <0.05 HEFA G ¥E
3o

2 #R

2.1 TL-31RA JEPAIR R/ B A2 4 SEAE TR Ol
IL-31RA L Ei /N (IL-31RA ™) RERG Ih
ZH (O S5 ), FAUNRAERR R4 (T 0
LAEE6ANH) o /INRZ 35 d R, RN
4 ~5 d, dEIRINZY 20 d, L2 20 d, BRI P A AL
KT ~12 HRIEZ >98% .
2.2 IL-31RA LR RGN UL PR 7 5 o
/NI R S A5 R 1, o 1.2 5 )
BRA P 26 78 (IL-31RA ™) 0 H 3R 274 bp 45753
SN R AA T (IL-31RA™ ™) | A H B 274 bp Al
348 bp 2 M4k, 4.5 SR AR A (IL-
31RA™7) fUH B 1 4> 348 bp 477 .

1 2 3 4 5 M

500 bp
400 hp
300 bp
200 bp
100 bp

50 bp

349 bp _p
274 bp —»

1 IL-31RA AR RN REER L

Fig. 1 Identification results of genotype of

IL-31RA gene knockout mice

2.3 IL-31RA EEFEEFE/MER TL-31RA mRNA [J%5E
RT-PCR 5578 WT /(1.2 -5) K2l i 389 bp

AEE 2T, T KO ZNEL(3 4.5 5 ) RAGIN Y o DLIA

2,

500 bp
400 bp
300 bp
200 bp
100 bp

50 bp

389 bp —

B2 /NE IL-31RA mRNA & RT-PCR % =
Fig.2 Identification results of IL-31RA
mRNA of the mice

2.4 IL-31RA E:HERR/NR IL-31RA &K E

Western Blot 4% 57~ IL-31RA 3t A #1547 B
IL-31RA 45 F AR 737 ity 83 kDa, WT /M
K 2 A X4 F-HE 29k 83 kDa Fr By, KO /N AR
o I3,

KO WT

B3 /NEIL31RA & & 8y Western Blot 4 F
Fig.3 Identification results of IL-31RA
protein of the mice
2.5 L-31RA FE[HRBR /D B 2R AR R A% HE

Jefs
2iG 1 IL-31RA JE DR A BRI B B A 20 ) 25
HIEZS 9 JE 4 2R B L, 25 SR i A (P >
0.05), W3 1; PiF Bt oW WU, W 4,
F 1 L-31RA FEHEBUER /D B BE AT RE B E

7 ] R R I B 25 R AR (n = 8)
Tab. 1
lung thymus and spleen of IL-31RA

IL-31RA 83 kDa

B-actin

43 kDa

The coefficient of heart,liver,kidney,

gene knockout mice(n =8)

HEH R

M35 WT R KO

OoJE 0.43 £0.01 0.40 £0. 04
JFFIE 4.70 £0.26 4.85£0.09
R B 0.43 0. 04 0.40 +0.02
fiti 0.49 £0.06 0.51 £0.05
i 0.15+0.02 0.15+0.01
it 0.28 +0.03 0.29 +0.02
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Fig.4 HE staining results of each organ of mice

3 itig

TIL-31 (A 2y A4 ] 15 40 M 334 58 53 4k, 1 1
I RGeS, 55 A P A0 i TR R R AR R 4
W, S 5T SAE R, A& T S R 7, TL-31
A5 S B R A, R B A T A L S W AL TR
T E R R 3B MR T Ak R Y i b
T TG AL -3 Lei Z %7 & B A
PERE Wty 58 ML TL-31 A0 40 & i 5 A% 40 i TL-
31mRNA 0] 25 T 1E % %] B4 , Shah SA 2™ f
SERIBLIL-31 0] b AGE b A0 T R 3
MUCSAC ik ;TP WK 28 % ] IL-31 7E (K41 i
WO SRS T R A, 5 Bt e i PCR R &
IR ANM AL 5 -1 (MCP-1) i 8 A R A= A
F(VEGF) | bR/ E K (EGF) #3534 5 ; Stott B

232

A 110) s g 1,31 Ty 14 S 255, 1T LU The
TURAE N, V5 S A FE PR B # ik . Lin W g
RS S BL B R B8 (AR) BAT 2 I £ 1 375
FIEFEVE IR IL-31mRNA 1 IL-31 FEIE 5 % B 20
Je B AR 20 M i, O L R B 5 Th2 4
N T BB & SAC(MUCSAC) 1%k —3, i
A, MR 2 1 T N AMIF SRS TL-31 76 GE 1
P T R4 T B T A S AR 12 W
() WiaEtz .

IL-31 7 ik 7 i v 2 4% T B4R, H LA
PAHLHR AT A8 o R R B /N L AR 2 1 57 7 ]
R AP LAY b ) —Fh AR £ B 4 R 2 |
ST S I G 2 0 7 2%, /0N BRR Py R
FhE DR D RE B2k | 2 B 3% 5 R S R A L0 T
Btz —, DRI 35 R Bl AR K I 3 PR 20 A
FRIBFF T RN A" o AR T R R
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IL-31RA S R RN BRAE 5 5B ) i ST

D7 AR/ B TL-31RA J A 4, 35 76 2 i3 55 JIK Y
FEH PN A T 4, 48 IL-31RA 25 I RE, il 2ot
WSS TL-31RA J PR R /0 BUAE A S 0B 1 O, K B
IL-31RA BEDR @R /I B B A /N B ORAT —FE 1Y
AR EGERE ST, H IL-31RA JE R R %o/ By
NSRBI R, A G T/ RS R AT
REH B WT KO K+ 3 FhBL P B, Sleh 500 &
MTHAT IR AL S . ABFFER A PCR ¥EXT 4 Ji ik
FEDR o /0N B A B PR R A 3% , i — 2P SR RT-
PCR ¥ ) Western Blot FEXF 75356 H i WT KO /MR,
‘#/4 IL-31RA mRNA & IL-31RA & FE 4T
JE G RAEN I T TL-31RA JE PR R/ B
E"JQTE/—\¥1°%F” AR A, Sy SR R
IL-31-TL-31R {5 5 76 12 fCPE e i vp 09 4 B4t T
— MG S YRR
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e/ A Re i i ZH 4R PEDF VEGFR-2 RYSRIL ™

THE, E A, sEE, 2Ee

B ERZEBE M BE Ik Rt, STH SEBH 550004)

[ ZE] Bey: KN INE (NSCLC) HERA H (%K |- B A4 N T (PEDF) I 4 4 B A 1 PR 732
(VEGFR-2) [ 23k, #7 PEDF ££ NSCLC M4 #i4: h fEH X5 VEGFR-2 Z Mk R, Hik: W HGZEH L
A2 A 28 {51 NSCLC 8 45 Ji 4H ZURI I B L 2L X BRZH 1 v PEDF il VEGFR-2 (133K 5 il i hrvic CD34 f
BN A 2 B (MVD) |, Lb B 4121 PEDF il VEGFR-2 [Pk i M BT A8 L. 46 5R : s 2 rh PEDF Al
VEGFR-2 ik BAPEZR 54 71. 43% 64. 29% , 5% BRAHSURF IR, 22 B G242 L (P <0.05) ; PEDF 1
VEGFR-2 (L3 ik RAE 4R Rt IRZH 2 43 31 39.29% 0% , 2% S A5 Giit 478 L (P <0.01) s 2H4H MVD
(29.30 +3.80) Ik T XT FHZHZH(98. 86 + 18. 87) , 22 R A Giit2#H L (P <0.05) ;Ja2H 4 v PEDF [H: KR35 H9 MVD
BFEMRFBITEFRAR MVD, VEGFR-2 BIPEZR AR MVD 135 5 F IR MVD, 22 R A G124 L (P <
0.05), #if: NSCLC 4}l PEDF FI VEGFR-2 BH: %35 H 43 /& ; PEDF UYL RA I VEGFR-2 (1 [ 14 3235 v] fig
HH L MVD £ %,

[REER] A/l (% ERATER T A A B AR K T32 -2 B s fe, msidt ; sl gUbs
[FESES] rR34.2 [ XEFRIREE] A [ XELHS] 1000-2707(2015)03-0234-03

The Expression of PEDF and VEGFR-2 in Patients
with Non-small Cell Lung Cancer

WANG Shijun, HUANG Li, XIE Tingting, XIA Shuhua
( Department of Clinical Laboratory, the Affiliated Hospital of Guiyang Medical College, Guiyang 550004, Guizhou, China)

[ Abstract] Objective: To investigate the expression of pigment epithelium derived factor ( PEDF)
and vascular endothelial growth factor receptor ( VEGFR-2) in patients with non-small cell lung cancer
(NSCLC) , the function of PEDF in angiogenesis of non-small cell lung cancer and the relationship
with VEGFR-2. Methods: The expressions of PEDF and VEGFR-2 were evaluated by immunohisto-
chemical test in tumor tissues of 28 NSCLC patients and natural tissues. Comparing angiogenesis condi-
tions of positive and negative expressions of PEDF and VEGFR-2 in cancer tissue by marking microves-
sel density (MVD) of CD34. Results: The positive rates of PEDF and VEGFR-2 were 71.43% and
64.29% respectively in tumor tissues, PEDF and VEGFR-2 didnt express in control group, there was
statistical significance between the cancer group and control group (P <0.05) ; the synchronous ex-
pression rate of PEDF and VEGFR-2 in cancer group was markedly higher than that in natural tissue
(39.29% and 0% ) , differences were statistically significant (P <0.01); MVD (29.30 £3.80) in
cancer group was lower than that of natural tissue group (98.86 +18.87) ,there was statistical signifi-
cance(P <0.05); MVD in cancer tissue which positively expressed PEDF was remarkably lower than
that of cancer tissue which negatively expressed PEDF, MVD in cancer tissue which positively expressed

VEGFR-2 was remarkably higher than that of cancer tissue which negatively expressed VEGFR-2 (P <

LA 52 RS R SCRT0R (2010) 15T 5 BT 25 B ST AT [ 5 5 (2010)208 5 BEFIBES: B LA (k2006 ~37)
*SHAEVEE E-mail : xsh523@ 126. com
2% R IE] 2015 =03 =19 4% H i il - hitp . //www. enki. net/kems/ detail /52. 5012. R. 20150319. 0939. 009. html
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0.05). Conclusions: The positive rate of PEDF and VEGFR-2 were high in NSCLC tissue, and there is
a correlation of PEDF positive expression and VEGFR-2 negative expression with tissue MVD.

[ Key words | carcinoma, non-small cell lung; pigment epithelium derived factor; vascular endothelial

growth factor receptor 2 ; neovascularization, pathologic; immunohistochemistry

0,25 | 2 fiTA: 7 ( pigment epithelium derived
factor, PEDF ) J& — Fift 8 % % pA 51 1l 8 A= pi 40 11
N7, fE[f] — #1455~ PEDF HfL & A B AR A 7
(vascular endothelial growth factor , VEGF) ] & ik
SEAURC, PEDF W] io 148 P Je AR K R 52 44 1
(vascular endothelial growth factor receptor-1, VEG-
FR-1) 45 40 i VEGF % S it i A A= o'~ o i
VEGF 3= %3 3 5 148 9 B AR K 752 4K 2 (vas-
cular endothelial growth factor receptor-2, VEGFR-2)
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iR 1) A AT RS MO T I BT A T e e LA
o THE AR P S AR I A A B AR DG TR,
SIMAEFAE . H A2 R UL 4% (microvessel
density , MVD) Yy 1ML 48 8 A= AR T8 b o ASBIESE ik
T 28 51| dE /N2 i Al 9 ( non-small cell lung cancer,
NSCLC) B4 B 22 S e By i 41 2000 B B xRl
2Rk e 21k 2= 7 5K PEDF 5 VEGFR-2
HYZR35, 81 PEDF 1£ NSCLC 1M 48 3 4= v iy 4
FHAE VEGFR-2 Z A K& T .

1 bR

L1 R

L1.1 BpAR i PR B 2712 O J5 & 1 NSCLC
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HRA VB T [8)— o B BE B 20 2 4 em LA B 1Y
DT AR A

L.1.2 GUf bt A\ PEDF Z sgREhtiA R fdi A
VEGFR-2 Z vy BEHt A TR DU L8R Y TR
BRZAF], AT CD34 Bre i Al Tt st b A2 4
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L2 J5ik
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1.2.2 $50kiE PEDF fy Bk #eik 5 55 B F
IR AN . VEGFR-2 335 5 fr T b 41 g
PR S ME . BAPE 20 MR e bR o €, 255

(BRI L8 LT V43, 4R 27 (1
o BB TR X 0. 1 I G
10 x40 fFHREF T, 49K 00 H 20 WA 5 4 BLEFHY
LA, 3 PHOR TR e © 23 A O 5K 1 2
PEAINSH T <25% HBIEC ) 5 T 90 E R
AIC=25% I HIPEC +) o CD34 FHHCRIE Wei-
dner 4 7 IEAAGE
L3 Gtk

R SPSS 1.5 SRPRITTSEH 0T 1
FHBCHR AT = BRI (3 =) 0 RAT LA
R TR (%) #7, RALY Kk, P <
0.05 % AL X

2 #R

2.1 PEDF VEGFR-2 #1 CD34 ik & MVD

PEDF \VEGFR-2 7£9 20 21 (1) FH A 26 35 70 1)
HT1.43% 64.29% , 5% MR ] U ORIk AR,

SYHE G R L (Y N 31.11,26.53, P <

0.01) . CD34 5 v T I 48 PN K2 240 i A 3% v, 9 24
Zrh MVD V243145 (29. 30 +3. 80) IR T 1E #4124
(98.86 +18.87) , XSt H G it~ X (1 =7.08,
P<0.05),
2.2 @44 PEDF \VEGFR-2 ik 5 MVD [{56 &

FEZl 2k PEDF BH 235 20 41 5 B 4E SR A 8
By S MVD 43 51 g 26.29 + 8.9236.83 =
9.91, 9 G52 (1=2.61,P<0.05) ;J#4
4l VEGFR-2 [HM:FE 18 il 53Rk 10 filiY
SE45 MVD 43 51 33.41 £9.96 .21.90 +5.75, %
SHEG %% X (1 =3.88, P <0.05) ; PEDF fI
VEGFR-2 H: 3% 3k 75 9 41 23 F0 % B 41 282 43 51 4
39.29% MRk, 2R BHHIT¥E L (Y =
10.72,P <0.01) , #4121+ ,PEDF VEGFR-2 H:3
KGR R IR A MVD 43512 30.36 +9. 18,
28.61 £11.10, 2 5 LG22 L (1 =0.45,P >
0.05), w24, PEDF [ A1) VEGFR-2 [H
PRy 55% , B M 3R iK1 VEGFR-2 [H P %
87.5% , 22 7 G L (P >0.05),
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N B AL 3 R AR IR A
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HFIK M MVD 5 R 1 MVD G i 3% 1 22
5,375 PEDF f1 VEGFR-2 2 [a] JC H # X &,
Crawford 25" JIF B 25 HE [ 20 Ji FN 43 4 1) b 22 540
JELJRE 4 430 F) PEDF 0] 300561 F il 8 27 4 240 it
H= K A -7 ( basic fibroblast growth factor, bFGF ) &;
VEGF 755 18 I8 PN e 40 14 3, 1Ak A1 5 56 4
F2HH PEDF RERSIH] VEGF i 511 18 [z 40647,
HEA KRS, FO0E M L I 0 2 N Bz
G EH Y X 0l B & PEDF 3@ i #71 f) VEGF
VB0 P B 40 i B2 47 ok 4 ikl NSCLC 3 1L 8 1) B
B, HARPLE R 7 — s b, ¥ AT
PEDF it M55 A A A — o B LRl 5
VEGFR-2 fyF LSS S MM VEGF SZBUAY ™ | ix
EARWEFE R N B A F PEDF A fE A 2 38 5 0 2>
VEGFR-2 [R50 il 1 48 5 A AU s A — 2
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(1. SRR AR RARZG BT IR0 I S 303, DN BEfH 5500045 2. SiFHEE=BE 2525 RIS, S3JH 51 5500045 3. St 4
EVHARARAF, ST St 550005 )

[ E] Bry: STl ks i 006 K BRSSO ME I BE RS JE A RIPEFE . 773% 1 60 HLSD K BRUBEHLSY o 4 B
ALK (A A1) 25 5 W] R ER AEE AL (B 21) T RSB RS VR (C 4H) 3 4, f 4 20 1, il K RIS BE it/
H ARG AE AR 5 T RIS 14 RAESER R, WA 3 By SR Rl 412 s . SR ATl
IR 28 VRS A O B S M R BB G T, IR PO 38 0 SRR 5 9802 4 A L J2 TR R 4 P PR 2R 2L U A, IR RS2 A1 41
ARVERIR . BRI T WSS 3 VR A — R A TR A SR i

[ RBEIR ] aTWRI BT kER; KB, Sprague-Dawley; BiR1, iy ; Khik I8E; R

[FESES] R85 ;R619.9 [ XEAFRIZED] A [ XELHS] 1000-2707(2015)03-0237-04

Inhibitory Effect of Absorbable Anti-adhesion Fluid on
Experimental Abdominal Adhesions in Rats

FU Lingyun'*, LIU Xiaohong'*>, WEN Bo'*, XIAO Ke’, XU Yini', SHEN Xiangchun'~
(1. Key Laboratory of Optimal Utilization of Natural Medicine Resources, Guiyang Medical College, Guiyang 550004 , Guizhou,
China; 2. Department of Pharmacology of Traditional Chinese Medicine, Guiyang Medical College, Guiyang 550004,
Guizhou, China; 3. Guizhou Jinjiu Biological Technology Limited Company, Guiyang 550005, Guizhow, China)

[ Abstract] Objective: To investigate the inhibitory effect of absorbable anti-adhesion fluid on experi-
mental abdominal adhesion in rats. Methods: Sixty SD rats were randomly divided into 3 groups as
following : normal saline group (group A), medical sodium hyaluronate gel group ( group B), and ab-
sorbable anti-adhesion fluid group (group C). The abdominal wall defect and cecal abrasion model
was establiehsed. After 7 d and 14 d of operation, the rats were sacrificed and the following indexes in-
cluding adhesion classification, gross anatomy observation, and histopathologic examination were
checked. Results: The adhesion classification was significant decreased in group C, there were signifi-
cant differences compared to group A (P <0.05). Histopathological examination confirmed that ab-
sorbable anti-adhesion fluid could attenuate inflammatory cell infiltration, granulation tissue prolifera-
tion, and serosal tissue degeneration. Conclusions; Absorbable anti-adhesion fluid can inhibit adhe-
sion after operation.

[ Key words | absorbable anti-adhesion fluid; rat, Sprague-Dawley; model, animal; adhesions; ab-

dominal wall; pathology
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001, FelRBTHREFENLYY 20 R AR B K (A 4) (=
FHEW RN BERS (B 2H) | AT W B R i R 2H (C
H) 4 20 HRE.
1.2 24 5ilH

AT R WS 87 3 VR E N s AR R R
FERAE, A= 77 H 81 20130701, 35 2130701 ,4 C A4
fro BRI TRR S BE IR b b i S R W BB
By A BR 2 W) AR, AR H O 20120811, 4 5
120817, FHERE L =1 600 em®/ g, i 17 A4 ik
W25 CORAF . KRG SR Hy [ 25 5 A 2R
PR ] dit5 20090724,
1.3 BRI 452l

RECFARRIEER 12 h) 5 N TS K5 ST
300 mg/kg BRI, R EIEHRATUIH K 4 om, B
PITTZy 1 em K0P O B I R5E S R 23 L) |, 38 A
HARZT 2 em x 1 em PYIEEEGAS, 15 5 F AR I 7E
B ok ZR MR F 5 ) 42 ) 60 W, fdE I K IR
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55 I RE A AL 1 3 ARG TS o A B Ak
P03 RS [F) 245 W) T A T B it S 8 1 1 T
AZHN 1.5 mL A FEERK, B 2050 1.5 mL & ] i%& B

JRR AN EEIE , R 5 s PR A6 7] 5 C 2 4 BRI
FriE 1 mL/100 g A& 25 7 A W B Rl i W . 43901
TFARIGHE T T 14 RE&HER 10 2P HIK
B AR AL BT, ] (U) BIY] 40k 17 BE | VL5
RG5O
1.4 KR

MRS SCHER (S ] A TR E RS 7390, 58 2 T
K35 0 9%, 11 0 435 P (] 5 P 5 I BE H] 1 2%
K T, i 1 05 IR TR) B0 S5 I BE ] 2 2%
K A W, it 2 75 2T 2 40K 3%0 T N IR
BELHAE R ERE N WM, i1 3 43 PR B AN % 5
JERE ANER T 20 VR, T4 oo 43
ZHALFE I LA I s PN R 32 6 2H 21 (T T R IR T
KSR ) | ToR % K BUBCSZ 0 I8 B K T B
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1.5 SRil#)k
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2 #R

2.1 HEEREEIIH

AJGHET R AGUREEL T~ 1V 205 3, B 4
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PIZHS A A, ZRA ST EE (P <0.05),
FARJGEH 14 K A HRGELL T~ TV 08 3, B 408
BELLO~TGONE, CHREL O~ 1% E, C.B
PIZLS A B, ZRA G E X (P <0.05)
W1 AL,

k1 BAAKRREFT RE 14 REERE IR

Tab. 1 Adhesion classification of rats in each group in the 7" and 14" day after operation
a9 . FARIGH T KRERE FARJGEH 14 KKERE
0 %% 1% T 2% 10T 2 1V 2% 0% 1% 143 11873 IV 2%
A 10 0 0 0 5 5 0 0 2 4 4
B2 10 3 4 1 0 2 3 4 1 0 2
CH 10 0 2 4 3 1 4 2 1 1 2

2.2 HPRLUEKG A
SRR A EE RN , R RS T R, A 4L
JRLAZUR] WA AR P IRBE , Ko 4 A MR, 2R
JRLHZA] W AR IRAE, K RV N 2 2H 4y
A AR AN MR S I B, AT UL /D e 2 4 2 2
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Fig.1 Gross anatomy observation of rats”abdominal

wall in the 7" and 14" day after operation
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Fig.2 Histological examination of abdominal adhesions of rats in the 7" and 14" day after operation
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AER RS ERE KRS 3 CD4.CD8 #1 11.-2 FiX®
HHE, 2k, # %, % 5, BXk

HRHPEAE Ry AL R=E 2R, S SEIH - 550004 )

[ ZE] By: HihE s EREwIE K EUE 3N CD4 .CD8 M 4N Z2(1IL2) BE K, Hik: 1IE¥MF
SD K E, BEHL AN M 1E % HRZH (NCG) (Eh sk % HR2H (SCG 41) FIA [R] B R i 9% K I 240 ( HDG 40 5% FH fsgs 2 48
1k SABC 3 K EUG BTk, %8 SCG 411 HDG 4 #1555 10 .17 .24 31 % 38 KAJ K R 5244 CD4 .CD8 FI
L2 ik, #5585 NCG 41 K SCG 4 tbAr , HDG 4 K R 5 52 CD4 IL-2 FHMEAN Mgkt isisb , Yo A8k, BRSHT
B A ORI 2 K B A 22 R i T4 L (P <0. 05) s HDG 41K fRUE 52 CD8 BRI a4 NCG K SCG 2141
MU 3 2, Yoo AR PR, 7RI RO SE 24 RARMELIRCHIH R, 2R A S IEE L (P <0.05) . &8 K EIK
AR, CD4 \IL-2 7 5 5 323R080 55 , CD8 kM5 , $o7m g v PR AR A B 280 I 62 Ty e e i B 47
[EHIA] CD4 PIvE T Wk 40iE; CDS PHME T4 FIAE 25 B35 KA ; KR, Sprague Dawley
[FESES] R329.44; R34-33 [ XEAFRIZED] A [ XELHS] 1000-2707(2015)03-0241-04

The Expression of CD4, CD8 and IL-2 in Gastric Antrum of
Heroin-dependent Rats in Different Periods

XIA Baijuan, LI Yixin, HONG Yan, HAN Jing, LIANG Wenmei
( Department of Histology and Embryology, Guiyang Medical College, Guiyang 550004, Guizhow, China)

[ Abstract] Objective: To explore the expression of CD4, CD8 and interleukin-2 (IL-2) in gastric
antrum of heroin-dependent rats. Methods: Adult SD rats were divided into normal control group
(NCG) , saline control group (SCG) and heroin-dependent group ( HDG ). Immunohistochemical
SABC method and imagine analysis technique were performed to detect the expression of CD4 ,CD8 and
IL-2 in the 10™ 17" ,24™ 31" day after establishing heroin-dependent model. Results: The number of
CD4, IL-2 positive cells and intensity of immunohistochemical staining of CD4, 11.-2 in HDG were de-
creased, compard with NCG and SCG. The results of imagine analysis showed that the difference of the
number and the average gray degree of CD4, IL-2 were statistically significant( P <0. 05 ). Compared
with NCG and SCG, the intensity of immunohistochemical staining and the number of CD8 positive
cells in gastric antrum in HDG increased, the most obvious change appeared at 24™ day of heroin de-
pendence. Conclusions: The expression of CD4, IL-2 in gastric antrum is distinctly reduced, that of
CD8 enhance during heroin dependence, suggesting that the immune function of rat antrum is damaged
by heroin.

[ Key words] CD4 positive T Cells; CD8 positive T Cells; interleukin-2; gastric antrum; heroin;
rats , Sprague-Dawley

B 2 I Al R A R G B DIREECELAFAEAR , AT RE-5 B aE A e R I REFE AR A
BB, SR E e G E s KB T TIRE A AL S b AR,

“[EEBTH ] SN AT IR R4 (No: G2009 - 11) 5 SRM AR TR 4 [ BRHS J 57 2010(2153) ]
P25 R TR] 2015 =03 =19 4% H ficibudil - hitp : //www. enki. net/kems/ detail/52. 5012. R. 20150319. 0959. 017. html
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FEALHE CD4 Fi1 CDS ik LA B KA . 3 A e
B IAZEIE ) CD4 i1 CD8 ik B 41 ffd BE £/ 47 6 L, Bl
1 JR A A AR o TL-2 (interleukin-2 ) T /2 i
CD4 F=AE R —Fh AN 7, RETE AL E g4 iE, 2 5
oA R AT T 9T G 4 I v 9 R TR
W B BE A I [R] CD4 .CD8 Al IL-2 7Kl 52
FRE IR AL O (EL T A [ B R 9 % PR A K
SRS 60 T 22 T B R ) A ATE Y /D LG, A SE 56
TS A BRI | LSS [ A Vg % DR A g0
[A](10.17 .24 31 .38 d),CD4 .CD8 il IL-2 7E K Bl
B SRR TR DR ) S 20 s T i
M AE1E

1 #RETE

1.1 ¥y ord i

JAEIEYE (Sprague Dawley, SD) K FL 66 H | {4
i 180 ~220 g, 1 5t FH B ¢ B S 3 sh ) v 4
4 5 Fae ] XS D U] B AL 49 oA 1 5 % BE 2 (normal con-
trol group, NCG) 6 H , 3k 7K %f f& 4H ( saline control
group, SCG ) i 3% R 4K #fi 41 ( heroin dependent
group, HDG), & 30 H. ¥ 3% K # F, 4 5
61.48% , 1 5t NE LT HEAE i A A P 2K o e i
ERISES T
1.2 Jrik
1.2.1 i AR R BB A HDG 2 4% 1A % H
I K SIS 25, | H R 3 me/kg,
2/ H (R8I, T3 1), B H s 3 mg/kg,
BEST O d B, S O KA E 27 mg/kg, It
JEHEH B 8 IR T SR I I — IR, dERR L
LN 27 mg/kg, SCG 4% (R 4 H 1 4
HDG A4 7] i iy A BER K . NCG AIA Ao ik
i,
1.2.2  fEAHI%&  HDG 41 % SCG 414y 3 T4
10,1724 .31 .38 KHbt, (4354 HDG,,, HDG,; ,
HDG,,, HDG,,, HDG,, #1 SCG,,, SCG,,, SCG,,,
SCG,, ,SCG 2 ) FFH B ALFE 6 H ,NCG H Bk
At —H . BE AL, Z R EEREE, A
WAL, 4 pm JRIESEY) A
1.2.3 CD4 .CD8 F1 IL-2 BHYEAR ML AG I Shyissd
2k SABC 25, U)W KL I B /K , 25 i 10%
fig-H,0, 10 min, 1EH 1035 (1:50) =i T &4
20 min, 435 0% CD4 .CD8 A1 IL-2 $i Mg ,4 °C
R B SE AR 1gG(1:100)37 CHFR 20 min,
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SABC Z4%)(1:100)37 CH#E 20 min,DAB-H,0,
VR, FIACKS B Y A%, S B o ik
X RECR ] PBS 28w AR R B , AR b
B -
1.2.4 WEEAr BEHLZEEL HDG 4145 B i) 50 A
[F 1 SCG 4145 B 52V v 3 i ,NCG 41 3 fiF 40 £%
Vs BRIY) A BEHLIEE 5 AR, K R S
fiH CD4 BHE AN 28 S el 2k 2 e 0 2 5 vl AL
TP N =) S AR 0, o A T R N [ 2
/N, Z 2B WhETE ; CD8 BHPE 4 i 28 s 2H 21
flAfge a2 J5 T L G5 BN 7= ) S A 0 A
o, S T AR R ST N, 2004 T 8 SRR
AIZW KBS 5 IL-2 PR M40 50528 SO 7= ) 5
PR B kb SR AN URLIR A7 7E T4 i i s, B
PN Z oA F 1A 2RI s ar  2ih .
BioMias [E453 0T RS K M CD4 [ CD8 1 IL-2 B4
2 L PP 28 K A
1.3 Sl

B YR £ bR FRIR (2 x5) o W FH SPSS
11,5 B BT AR s EA T B P 2R T 25 0 HT, P <
0.05 RZEFAGIT#E X,

2 #R

2.1 —fRiEN

FESL G FE Y, SCG 241 A NCG 41 K U B
WLREIER, TH A, (R E B WY K
HDG 21 K BB 3 PR R0 2 1 3 14, 3R 10 RIT 1R
LR IR (i RARRE R . R IR 42 )5 3h
SR TG S R RE , DU R R R L K R L
BB, IR RS IRk B OO, S )
B TCI L, AR B I (e A — i, ik S R RS 24
30 min; 5 IR B BSATIRES R RIE ZY £,
BLET , PO A% Bl 3, TR B, ST TR R
S, AT FFEERT ]2 90 min,
2.2 CD4 CD8 il IL-2 ik

BT, SCG &4 NCG 20 A, K BLH 22
1 CDA BHM: 40 1 43 A7 B G g8 e €058 B TG I g 25
FCE T - A); HDG 4 KB H SEFMBEA M CD4 [H
P 4 L 5 o o T % DR AR BT[] ) S22 i 2>
HAepedetaim s (K 1 -B & 1-C), SCG 4%
R FVE 2 H CD8 PHAE A0 AL 20 A B G338 Y £ 5
5 NCG 2 Jo W & 22 51, HDG KB H SEZE I
CD8 [FH4 2 e 7 T 2 PRl S S Vs R R AR 4k, T



3 B SRR RO K LS 92 CD4 .CD8 Al IL-2 #35

eRfi 24 d IPECEBA WA, S s g A TSR (E KRG F AT WA K EE R E S
1-DJE1-E), 5 NCG 4 H#%,SCG 41 1.2 [H (P>0.05) (1 - F), 3% KK KR4 HE
P 200 0 ) AT B 38 S I 4 €255 B 44 JC B (B A8 Ak IL-2 PEMEATIE S (1 -G B 1 -H)

l!{’; 3] ’y- ' WS FES Sy , e
!(, ,/".‘:x'" uku:_‘ g “' 4 d “1"’ '.f:‘: § i ; | :
L0V A AN | ;'.-;..{g (/P TN
Ag. N7 :',: "-I‘/."‘, %) |

w2 LA s

- ~ 1 -

¥ ) ! J 1 ! a“l

g : VAN

.r A Ya W ; =y <
: .

A ~C Jy SCG,, HDG,, % HDG,, 2 CD4 FIFELINE, D ~ E 3 HDG,, % HDG 201
CD8 KB"‘%?}HH@;F ~H ﬂ‘j SCG}] \HDGW& HDG24 IL-2 BB'I‘%?EHH@
K1 %4 KEE%CD4 . CD8 L2 % & K K FH % 28 i, (SABC x 400)
Fig.1 The CD4, CD8 and IL-2 positive cells in gastric antrum of rats in each group
2.3 CD4.,CD8 1 1L-2 PHM:40 a4 i, 2R AGRIFE (P <0.05) s HDG 41 CD8 [

KB SERE CD4 . CD8 F11L-2 FHPEANER e PRAN I ECRE 7E i 1% R 5 1017 Ko B 2.
NCG 55 SCC HHZ MM ZRILGE I A R (P > 2l fE5 24 KIFTHRE (P <0.05) , b)a Bt A
0.05) . HDG Z CD4 Al IL-2 [HYEARMI Kb, Pigkes  HERAHA R E L (P <0.05), H
15 NCG SCG i ZEFA LGB X (P <0.05),  CD4/CD8 [HEWIE <1, WK 1.

LB RN [1] £18 S2E - 7949 o 290 i il 2> ) A 1)

F1 HFHUAREEZHE S CD4 CD8 IL-2 i1 20 fio 4k &
Tab.1 The number of CD4, CD8 and IL-2 positive cells in gastric antrum of rats in each group
FHPEAR % (% £5,n=6)

45! CDh4 P CD8 P IL-2 P
NCG 27.833 +1.581 1 18.333 +2.249 2 23.808 +1. 032
SCGy, 28.000 +1.328 4 0.769 18.389 +1.420 0 0.924 24.200 +1. 207 0.108
SCG,, 28.277+£1.673 5 0.434 18.444 £1.338 2 0. 849 24.133 £1. 125 0. 137
SCG,, 28.111 +2.323 5 0. 624 18.944 +1. 696 8 0.296 24.451 +1. 356 0. 136
SCG;, 28.333+1.495 1 0.378 18.278 +1.564 5 0.924 25.267 +3.452 0.077
SCGs4 28.167 +1.723 5 0. 557 19.00 +1.782 3 0.255 24.814 +2. 628 0. 058
HDG,, 25.111 +1.323 5 0.000 1 18.722 £1.673 5 0. 506 19.953 £1. 926 0.000 1
HDG, 22.833 £1.886 5 0. 002 19.833 £1.543 5 0. 061 15.758 +£3. 682 0.000 1
HDG,, 21.389 +2.033 2 0.000 1 25.667 £2.249 2 0.000 1 12.733 £0. 389 0.000 1
HDG;,, 17.167 £1.581 1 0.000 1 27.056 £1.474 2 0.000 1  10.067 02 £2.492 0.000 1
HDGy 13.611 £1.460 8 0. 000 1 28.611 £1.974 5 0. 000 1 7.516 £2.703 0.000 1
2.4 CD4 .CDS8 Fil IL-2 FHM4:40 V-3 K B 0.05) ; CD4 PH 4 40 Hd A1 TL-2 BH M- 248 A - 34 K B

CD4 \IL-2 FHPE 4R P 2 K BE(EA/E NCG AL {EAE HDG 21 Bl 5 ¥ 3% DRAR R I 5] 428 < 1 28 7 484
SCG #H A 7 L, ZR LG EE X (P> Jin,CD4 ZRA 58 X (P <0.05) 1 IL-2 22
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RIGHE X (P >0.05), HDG 2 CD8 FHPE4H
RIS 287 0 85 (L 06 185 DR 55 24 K Z J5 %88 NCG
HI SCG £ 41 #1 HDG1 \HDG2 41 i 3 F [, 2 5 H
ALt L (P<0.05), WE2,

AR

150 | oW ENCG

(1 .SCG]O
asce,,
Py ascGe,,
(1161 1) ESCG,,
mSCG,,
.HDC]()
@HDG,,
mHDG,
@HDG,,

gHDG,,

CDAPAYEANNE  CDSBAMENM TL-2FAME40E

D HARL M NCG,SCG K414 P <0.05
K2 f4kREEHEF CD4.CD8,
TL-2 P 20 0 T 34 A Z (B
Fig.2 The average gray degree of CD4
CD8 and IL-2 positive cells in gastric

antrum of rats in each group
3 itig

CD4 k20 FI CDS Wk 40 i 215 T LA
TEOE PR s S T, 1 1 B R P L
ZoJg2 7% CDA A T 400 R0 R WA,
CD8 Atttk T A R bR RS . 7E S o 25 o
T, CD8 " T 40 & 3E AT 1 T, 5 Sk B A
PiH AL s CDA T 40 i 5 A B3 B0 1A Y0 ke 88 A0 240 f
TR . P BEAH ELI R A AR, A
W29, Herp AT —J7 S S e R S A, BT
P BLR A"

IR % BT F- 200 J5 0 LIS i 2 9 A 410 o
PERIM o o T 3% DR A 0 R 55 40 R I %) . %
B, CD4 Ik 0 20 i i TF 6 T R AR, CD4/CDS 1 1
fl <1120 RSB AE R CDA Ik 20 MO K % 1
% TR AR 8 T 8 T D 20>, e 2 e £ A 0
WL PRI BRI CDA Jhk 0 40 U0 1 f 200 o ik
WD, 5 Yin 2 RGEARAT . CD8 k40 i %
YR8 e (05 T TE TR PR MOS0 A8 A R B S5, I
24 TR NIROR L , Sl Y (0 RTINS , Hf D00 7T R
5 CD8 bk E8 40 ML HA 1] T 40 35 4, ) 688
B SRR RS AT e, CDA/CD8 H AR 11 e ARG . 32
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= E B G B IR TR L AR SEu v W
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IO R NS , 5 Li HY 260 B3E M AT, %W CD4
Vo O 40 B /0, 77 A 400 L PR T T2 9 RE D O
5. T 1L-2 B Ak Ik 200 B 1 B8 0, T2 43000 14
YL, o CD4 20 i o 4 s R T R e
VA 3% DRS00 1], 5 8 I s 2 20 A 52 B ) 40
15, L T 0 PR M P 25 2 5 A2 0 14 L 2 T g T
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HEEXNARERERFNRFALR HO-1 RIERE
Ak

HORT, BEE, TRE, BAR

(BTPHEBE B0 YR HBTZE , 51 ST 550004)

[ ZE] B8: BFERHIR BRI AT (AFLD) /N BUIFALZ1 R i 21 R A AL EE-1 (HO-1) Feik K F K Ak
RS2 BT AN AFLD (AR VE R X rTRELHI . ik 40 H C57/6] /NERE ALY 20 S % R 2 i A 4
WEAE + HO-1 04130 (F2JENRIbk , ZnPPIX) 41 S BT NIAAA 3757 AFLD ZhHpE 0 JH2T O Y (o 1 4 0 g
SEAB O M 25 21/ B2 2095 B A8 Ak 5 RO HEE i A6z 3000 5 20 /) BRI 77 8 T 2 Ui ( ALT) |, 2 S 5L 5 i ( AST) |, Hr i
=HR(TG) , NAREEE(TC) & hiE 5 BEHR G W Rk (ELISA) I 25 21 /) BRUFF2H 2 Hhots S Ak M B AL G (SOD ) ¥ 4 Je 4%
Jot H AR (GSH) P9 8 (MDA ) /{8 it ; Western blot WAl 45 21 /N R 140 HO-1 BRI 3Rk, &R iRl
FFA BRI TR BAL B2 ) A + ZoPPIX 21 BH 8 8/, L3 H ALT AST TG K& TC & 5K (P <0.05) , iF 41
2 SOD {f M GSH % i T (P <0.05) ,MDA & HEFEIR (P <0.05) ; i 4: 4] HO-1 ik it = T % + Zn-
PPIX 2] RASAIL . 2538 Wksnl e AFLD, HALHI vl G855 FiR/NEUFIE HO-1 (3835 s MR DT S AL RE 1A
%

[RBEIR ] HEIiAT  WOREPE s W s AALRI e REALEE-1; IFohaEitse

[hE49ZES] R363.1; R575.5 [ CHERFRIEAEE] A [XEHS] 1000-2707(2015)03-0245-04

The Influence of Blueberry on Heme Oxygenase-1 Expression and
Antioxidant Ability of Mice with Alcoholic Fatty Liver Disease

HUANG Chao, REN Tingting, WANG Yuping, CHENG Mingliang
(Institute of Infectious Diseases, the Affiliated Hospital of Guiyang Medical college, Guiyang 550004, Guizhouw, China)

[ Abstract] Objective: To investigate the influence of blueberry on heme oxygenase-1 ( HO-1) and
antioxidant ability of mice with alcoholic fatty liver disease ( AFLD), and to explore the protective
effects of blueberry on AFLD and possible mechanism. Methods: Forty C57/6] mice were randomly
divided into control group,blueberry group,blueberry + ZnPPIX group and model group. AFLD model
was established by using NIAAA method, pathological changes in the hepatic tissues were detected by
oil red O staining, the orbital blood was taken to detect the levels of alanine aminotransferase ( ALT) ,
aspartate aminotransferase ( AST) ,triglyceride (TG) and total cholesterol (TC). The superoxide dis-
mutase (SOD) activity and glutathione ( GSH) levels, malondialdehyde ( MDA ) contents inliver tissue
were quantified by ELISA. The expression of HO-1 in liver tissue was detected by Western blot. Re-
sults; Compared with model group and blueberry + ZnPPIX group, lipid accumulation in liver tissue of
mice in blueberry group decreased, serum ALT, AST,TG and TC levels decreased (P <0.05). The
hepatic MDA content also decreased (P <0.05), while GSH contents, SOD activity and the HO-1

*[EGTH ] SMNARHTHOH H (No:D2010 - 7) 5 STMARHE T h 25 BUALIH (No: D2012 -7)
BB BR A BE 2012 AW AR

** @ E/EH E-mail ;mlcheng@ yeah. net.

2% R TR] 2015 =03 =19 4% H Rt dil - hitp : //www. enki. net/kems/detail/52. 5012. R. 20150319. 1006. 020. html
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levels increased (P <0.05). Conclusion: Blueberry can alleviate AFLD, the mechanism may relate

to raise the expression of HO-1 in mice, increase the antioxidant capacity.

[ Key words | fatty liver, alcoholic; blueberry; oxidative stress; heme oxygenase-1; liver function test

ST I 5 | 762 A9 8 AR T i oo 4R A 2
LA LA e 200 6 )5 A 2% )98 s T 0 A g 7
JIT- (alcoholic fatty liver disease, AFLD) 1] 3 %2 & Ji§
B, PR IR RNIAYT AFLD BAA 85
Jrag ), I 41 % 4 A -1 (heme oxygenase-1,
HO-1) X Z R i A R Ry VE R, © 8l
I RTAIF S B D7 8 AL el 1 1 e M S R 2 — L
R E S IAETE R MM BRSSPSR
T YRR, B I A BT AR TR T, BIPR
SRR S — B AR AR S i g A ST
AFLD Zh¥sias, L) HO-1 g5y d i, WA AE Wi %%
Je HO-1 $ifi]50) ( ZnPPIX) 30T /)N U ERE 15 70
TSI RES 15 458 5 PR AL 8 A5 & HO-1 EE %
KA, T AR /N B AFLD /Y1 F7E F S mT
REVE AL

1 A%

1.1 MRS

Wi (ORHR R ) 77 T BRIV B i A 2E 7 B il
—20 CORAE, o B B M B BB SR A8 5 FMA
DeCarli82 X B8 21 1] %}, 111 DeCarli 82 451 4 1r] 4}
(YL 75 %5 3% 9E 1) BE B £ A R A |5 F12598P,
F1258SP) ; ¥ S bk ( ZnPPIX) ¥ ( Sigma 24 7] )
AT R (GSH) il Bk %0 9% 3 M il f) & L 9 8
(MDA ) fiff 3¢ 2 78 2 #7370 6 L 6 Sk 1 ok b g
(SOD ) g Hp e 8 43 i ) (Bl AE ) s HO-1 1
PR Z e REHUR —HT (ABCAM) , *EHi e £ 5a BT
R Hi( B3R TR ) , GAPDH bt BBtk (R
DU LAEA P H AR A PR F]) s BCA 2 1 f ik
I ( Biomiga W) A FR A ] ) , ECL k2% & St
(ARA ) s WU 8RR 4R & 48 (OLYMPUS,
BX41) ,MSS 2 KEHR I (BioTec) , LKL ( AL
i 7S—AN#R), 1DYCZ-24DN #1) | =y sl I 250
Bl (sigma3K15); 4= 3 3 4 b 0 B AL ( H &
ADVIA2400 ) , Ho At 37035 F 2 #r4ti
1.2 ¥y sy

C57BL/6J e B (1 T 5% BH % 2% Bt 2 49 55 B v
£)40 H .8 ~10 JEI, AT (16 +2) g /)N B N
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PEMESR 2 J& BERLY 0 AT REAH (A 4H) , A4 (B
), WAF + ZnPPIX 4{(C 4) ,BEAI4 (D 4]) . &
HE NTAAA 351, %f BB 21 17 M DeCarli 82 Xif HA AR K},
AR 25 4 Im]WE DeCarli 82 451 73 1) %}, £ 57 AFLD £
Y AL /INER IS ™ At 4 BRI A5 7 R 4] PR X iz )
FIMf DeCarli82 falk} 10 d, B 417 1] M5 425 1 Ak 1)
[l AT AR R E 1S (1.5 mL/100 g) ;C 413 H
WA 75 E B 41, Rl A ZnPPIX %7 (10 mg/kg)
Z ST
1.3 WEIER

W10 d J5 , Z 4N RES K 24 b, FAbFE )
PIai 9 h, A 4IVE B REM (EH & = R x
20 pb) , AR ZAHEE 30% CBEA (HEE & =1k
Jid x20 pL) o 9 h J5 #5241/ BRURR B A 15t 53 Ak
Y., SRR MEE i 73 25 0L 975 60 00 48 T % i ( ALT) , 4%
R (AST) , H il =15 (TG) , H[E 5 (TC)
T BRI AT A I8 4 JF 4 28 T R P AT UK
PR WP AR A7 0 T £0 O g 0,46 ) T 25 2 15 iy
b, AR FHLU A GAEE G - 80 CHRfe, Hl Th
DR T8 P2 FG AR e (1) FFAL20H 8 R AL B B Ak il
(SOD) & A B H BK (GSH) K9 1% (MDA ) &
i, DA AU S E0RZE 450 nm P K AR 7 5 45
FLIG MR (OD {H) , AR A v il 26 28 203545
JFHL AR T8 bR o (2) FF4141 HO-1 FR 1 3R 35,
PL GAPDH ik /KRN S IR, AR IAE D
HO-1 T 1525 GAPDH Xif HA 25 K B 1 1 5% L
HER,
1.4 Siil2emik

FH N SPSS 19. 0 Geit- 4 4ab 2R, £k H
PR+ bR 22 (x 2 5) Fom , 2410 HUECR FH AL &
05 2553 , ALY O G N, T 22 5% B I R
HLSD ¥, 77 ZA55 14 00K ] Tamhane 325, P <
0.05 hEFAGIE L,

2 #R
2.1 /NRUFELSURI LR S e

B A 2155, B.C.D 2l 21 3 g 24 n] UL AR i 7K
Jifr S 210, g iR L T B | C 28 JHT- 200 Jif PN 40 €5 i 1 P
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Fig. 1

DT D 4L, B 2 A A K i S AR TR T C 4
2.2 3% ALT AST TG & TC

A B J¢ C4iiE ALT (AST TG . TC % &1k

B4/ BT S 2 O Ze € (1 x200)

Pathological changes of mice liver in each group detected by oil red O staining

T DA, ERAGI#E X (P<0.05);C 4 ALT,
AST.TG TC & W R & T B 41, ZRA LRI E
X(P<0.05), WE1,

1 &4/t ALT AST TG TC K F (x £5)
Tab.1 Serum ALT, AST, TG and TC levels in each group
40 3 n ALT(U/L) AST(U/L) TG ( mmol/L) TC( mmol/L)
A4l 10 52.42 +7.31" 118.75 £17.29" 1.46 +0.23" 1.71 £0.17"
B4l 10 82.52 £13.05" 157.23 £12.99" 1.93 +0.26" 2.17 £0.23"
CH 10 97.26 +8.68"® 191.98 £13.18" 2.29 £0.25"® 2.85+0.18"®
D4 10 126.44 £18.25% 228.06 +26.52% 2.81£0.23% 3.39+0.20%
D5 DY i, P<0.05;% 5 B4, P<0.05;% 5 A 4] H %, P <0.05
2.3 JiF4i4i SOD MDA (GSH
5 DAL, A B.CAJFHL P SOD {4 . | — HO-1(34.6 kDa)

GSH /KW @385 , MDA 7KF-B] A, 22 R 344
Gt 2R (P<0.05) ;5 B 4L, C 41 SOD i
P \GSH 7K F- B 8 FAIK , 11 MDA 7K B i 484 iy, 22
SR (P <0.05) . K2,
2 HHNRFFALF SOD iE k|
MDA % GSH & -F(x %)
Tab.2 Hepatic SOD activity, MDA and GSH

contents in mice liver in each group

4 SOD(U/mL) ~ MDA(mmol/L)  GSH(ng/L)
A4 10 30.54+1.97  0.87+0.14" 1.15+0.15""
BA 10 40.09+2.11"  1.38+0.12" 1.87+0.16""
C#H 10 35.33£2.63" 1.7820.13V]1.48 £0.13V®
D4 10 26.00+2.09 2.16%0.25  0.90£0.18

D 5D ,P<0.05;% 5 B4 L%, P <0.05

2.4 JiFHZH HO-1 dHE AR

B.D 2] HO-1 FEEFREH T A 41 C 455
PRSI AR (P <0.05) 5 B 4] HO-1 &R
T DY, ZERARIFE (P <0.05), LI
2,

- - o ’ GAPDH(37 kDa)

A4
0.9
0.8
0.7

[ 1)
i (1))
0.6 +
05 F
04
03+
02+
0.1 r
0 :

26)
A4l B4l CHA D4

B C4l DL

Transcriptional level of HO—1(GAPDH)

AL, P <0.05; ) 5 C L,
P<0.05; 5 D 4l [v#, P <0.05
H2 AANRF4ALF HO-1 & g kit
Fig.2 The levels of HO-1 in mice liver in each group
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i) En,2012 AR 3B R 1 % 330
DN A SR AN [ L A VIE N2 AN
fR R, o 4 BRAE T BB 5. 9% , Horb DB A 1
FHRBET- B Eb Bl 5 172, T AFLD 2 38 K 1 9
T e B AR |, 5 BB A B A I o KR RRAIG
PRSI & A . CREAE T IE A 4 2 st Bl Bt
(ADH) kifA i) Z B4R fE R 58 (MEOS ) LA K i
A A Y o R A U A3 A R T T LA
T AR 44 L PR 3 M 4 (ROS ) R4 S 225
A B ROS Fil4E B B 568 ik SOD A1 GSH 454t
AL R BRAE I, - B i ) g st S Ak
T 20 B 2 R AR Dy e ZE L, 51 A - A B AR 5 A
P, HETMT 4 B 9 AFLD™ . HO-1 2 41 Jifd ek (4 il
E IR M 21 AR BIHSE R L CO S Fe®
T AEL4R 2 28 I 43 25000 B (0 R A IR 2, — 3%
YHAEILIIRE  Fe’ niE SN NZE B E
B, D B AR B S AR AR N . T —
J71H HO-1 7= A= iy CO JUJ 38 4o 417 i 240 i (2 3 P450
ZEL fEALTE P RS AL W5 %= /b 2 it A A
R . AL B, HO-L B ST A L
W5 AFLD kA4 kIR EH R . A
OB FR Y 20 b F B SCTR A B, HO-1 B AR Sk 47
PEE EFARN

W AF TR K P A AT 1, 8 WHO/FAD
G R AR IR =z — " TSk AR Y
PrAEAL PURAEFHRN T 45 Sl A A D i 1
BB ATTE . A PR 7E Fi 1 19 sh 49 52 36 i 5 vh ik
ST WA R RE NS T B S LR BT A fL BE ) %) CCL,
5| A 22 R B A B B AR P .
WERERE L AFLD 19 kA2 ke LI T g 5 i 4 o &
PTG T 0 R T R R R R HO-1 28 1 0 2 8 0 ik
WAL G

ARSI 5 NIAAA 35 I i 1/ AFLD
LRI PO RS s 22 N RV VAN R EAR S N )
REFE AR BRI & B, 5 R4/ BRUTF 4L UG 107 T AR B
BT 17 ALT AST TG\ TC W] @ AK T4
BRI (P <0.05) , $#En iR RE S BT LB 5 i
(O AR A3 , Wk FEF 2L 2P RS B A TR . 55— T
BT 4 A AR TR 2 1T 2H 41 MDA K R (P <
0.05) .SOD j& 1 fx GSH /K334 in(P <0.05) . T
MDA J&: iig Ji it 48 Ak (9 287 10, B A% S ik i 41 41
T4 B ik e A i T 2 A0 R A R R T
4 rh GSH F1 SOD 1) & 5 A ik 1 HE S e i Wkt
FALD IR o $2 7 B AF RE 8 1 SR MLAAR I T 4
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fefie 1, 02> < BEAR W 51 A 1 ATk R A 4
Western blot £ 1A 7w BRI, HO-1 Y8 &k
T IER A (P <0.05) , R U] 4 20 i b T8 A0
ARASHE, HO-1 23 R ¥k 238 b Tt #4541 HO-1
Tk TR (P <0.05) , $&/R #E A% AFLD 7y
PRAPPERIFTBE 5 B HO-1 8 1 4 23k iF 1 42
HURRIPTAAALBE 1A o ARTFFEE— 2l i 4
HO-1 41| 7] ZoPPIX + 5 2E 40 B AL/ N, 7E0E B
WEREM R B HO-1 23K, WA L4514 B /N
SRR BT TR AR A g6 b S 3T B AL FR A i 22 1k
ZEHLE SR WA + ZnPPIX 41/ BUM AT Y @ RS i bt
VE L B 5 P8 A5 B S MDA & 4t B W & T i 45
H(P<0.05) , M fFLHLH HO-1 # H 73k .SOD
TGP GSH &R T 4e 4l (P <0.05) , i — 2k
SETEAEXT AFLD R4 VE ] 5 4204 HO-1 (1)
FEIRAAL TR A HL A ST AR T S5 K

ZE L RTIR, A X AFLD HAT B4 i IR 3 4E
FH,EHLH AT e 5155 HO-1 @3k, S ik my
LA fE 1A O, A% AFLD {3 1E F R A
BLIA it — 22 BT

4 BEHE
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[ E] 8o TSN P R RGP Bk 5 AT SR RS AR 0. J7ik: DABON St IX 4o vk
BRI B i U S8 PR T 5 I 20 v SR A ) 9 1 B i M R bR, S 30 3 IR B A B SR )5, SR T Chelex-100 1975 3%
PRHGH LN DNA, Bt ARUSZJRUA 16S rDNA R57 5[4, BEAT 3R & AR ek U 0 (PCR) |, BUIE M R MG P oK 95 068
PCR YA T 34T , WU U N AR SRR IR 1 00 . S5 5% I RISR AL B 165 bk dupk i, 83 BRIRAT 4L
Hi37 583 B NSRRI S 3 Bon A 47 BREATE, BHTEAR N 56. 6%  £5iE: B Bl d bk 5 AR St
A AT Dt DX ol A

5 SRR AL 16S tDNA; R AFEEA RN 3 S

[R$A ] Bwh, pnE
[hE 49 ZKE] R382.211 [SEERIREE] A [XEHHS] 1000-2707(2015)03-0249-04

Investigation on Symbiosis of Mycoplasma hominis in Trichomonas
vaginalis in Some Areas of Guizhou Province

KUANG Guirong', YI Fengyun®, YANG Yujian', CHENG Qihui', WANG Lijuan' , WU Jiahong’
(1. Department of Obstetrics and Gynecology, Anshun City peoples Hospital, Anshun 561000, Guizhou, China;
2. Editorial Department, Chinese Journal of Parasitology and Parasitic Diseases, Shanghai 200025, China;
3. Department of Parasitology, Guiyang Medical College, Guiyang 550004, Guizhow, China)

[ Abstract] Objective: To investigate the symbiosis of Mycoplasma hominis in Trichomonas vaginalis
in Guizhou Province. Methods; The clinical strains of T. wvaginalis were collected from the hospitals
and family planning service stations in Guiyang city and Anshun city. After pure culture in lab, the ge-
nome DNA of 7. wvaginalis was extracted by Chelex-100, and 16S rDNA fragment of M. hominis was
amplified by PCR with the specific primers. Agarose gel electrophoresis analysis was conducted and the
symbiosis of M. hominis in T. vaginalis was observed. Results: A total of 165 strains were collected
from the hospitals and family planning service stations, and 83 clinical strains attained pure culture, of
which 47 strains were detected positively for M. hominis. The positive rate was 56. 6% . Conclusions :
The symbiosis of M. hominis in T. vaginalis is prevalent in Guizhou province.

[ Key words ] Trichomonas vaginalis; Mycoplasma hominis; 16S rDNA; polymerase chain reaction;

symbiosis

RBH 18 3% W ( Trichomonas vaginalis ) 23§ 4 1F 1.7 A2 Aol gett o AT S A ( Mycoplasma hom-

N PRAE B AR GE R SR AL, BET S A B B L dnis ) S — 7 DL A 75 A2 T AR 900 DR 3 1 A4 9 3 )
s SR S R AT AR RS R E TR IO, AR BRAE A O B X ARG B S AR

g L YEHIE R ) — D E R, 2R EFAE

W, AR AN R B, NS AR I AN U] BB i

FUESTH SN A KIEETH [ BRI (2005) 14 5 ] 5 ZiliRHE[2012]36 55 StPHE2ABe 10 ghik 4
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RVEH IR T AFLIE I RAE , 38 AT ECFE AR
i O AR LA B A s R A o SN B A
B S AR RERS 1E N 6 i HL 20 B A A 0 O ik
FrAmE A SRR E I LR G AR, XA L A ]
PRAPNIY SR 32 1 B AL AN 25 1 167 25
SMIRBEISZ0 o 2000 4 1 J] ~2012 4R 9 J R
RATMEBE AL (PCR) AR RS 5 M 0l X ) B
18 B HLIG PR R P 18 T S DA A ARG, 49
AT AR SN TR 3 M X T8 R 3 R S AR Y
AR DL

1 R 5H%

1.1 BT B R I & 7

138 B0 HUR B 5 BH T 8 7 BE B . 42 T
DX N PR B8 2 ot 324 3 2 P 9 1 6 T s i
Ho TRHREAMT MHHHSEMEREENIEES
PRI BN G HUAER (R F&H R 200 U/mL,
FEREZ 200 U/mL) 2 10% /N4 IE 1 R 1 15 57
e, RO A5 18R IV 6 S AT B R
37 CHEFR 24 h 5, WO FR 48 1 IS B A4 10 ~
20 plL, 76 G T WA JE & A T AR an o [
PE, AR S RE SR 3 AR, WA N BAE , KA e 258 AN
NPT, 48 h FAL A, B 3 ke I mL B
B R B W 42 0 3| Luria-Bertani B F55& (LB 8553
£5),37 CHRG SR 24 h 27 R B, IR
K AR TG Gy, BIEBZAE s B el %, I T e
S
1.2 F 200 A s

R L2 e 2R R R 3 AN BRI 1 W 1
W H 22 [ Amresco 2y ], dNTPs il Tag DNA R &
A B AR AR (0% ) A RA W Bis i A
Z&[E Promega /N ], Chelex-100 Ity H 3& [ BIO-RAD
/I IS O S i B3 i U A EE s o VT P B
(DYY2C) At st/ — A T 77 it , BEIE A% 73 By

A5 NFEE GE A FE =
1.3 Ji
1.3.1 DNA #5" % RH chelex-100 [ J5 1=,

Hr LA AT HURE IR 2= XA NI, 75 1M 20 4R

B E RS T B BER ] 1 % 107/ mL B R R

W12 000 r/minfZ.0r 5 min J5ISCERTH R HUAS] 1.5 mlL

EP &, JIIA 200 WL 5% Chelex-100 F1 10 L

20 o/L HHEE K, IR 1R 2,55 CHEF 45 min, i

KB H 8 ~ 10 min, 7K 2 min, ZFE T 12 000 r/min
250

B0 3 min, EIFRIY DNAH SR I DNA 28525
G EETH AT INH BE ISR EE 5, —20 CORAE
1.3.2  ARISZJFE{RAY 16S rRNA JEF 2 BESCHR
[6 ] Bt 1 NSS4 16S rRNA BEPH 371 11y
rerEs Y, iS5/ -CAATGGCTAATGCCG-
GATACGC-3', T #i#51 %~ 5'-GGTACCGTCAGTC-
CGCAAT-3', F B R/ 334 bp, A Z AR
DNA 50 ng ,10 x PCRbuffer 2.5 pL,MgCl, (2. 5 mmol/L)
3 wL,dNTPs(2.5 mmol/L) 2 plL,Taq DNA E & i
1.25 U, |F RS9 (25 pmol/L) 4% 1 pL, BARFH
25 pLo W44 4:95 C 10 min, 95 C 15 s,
60 °C 1 min 72 °C 30 s 35 MEH,72 C 5 min, =
W2 1. 5% S Ne BB IEA T F vk o, IR TE LR &
g g

2 #FR

ARSI MR EE B 165 R H I B i HUIG R 73 B
B, IR BIAEER IR TADITS A 83 bR, k24l hs
FEEH R ILIE 1o X IRFNAERE IR 83 Bk kAT
NESZJEAR PCR OGN, 25 2R /s A 47 #RI3 B ik
TEZ2 330 bp L4734 Ry Sk =4y (181 2) |, Ui W]
X AT B AR 9 N SR BE A, BE AR R
56.6% (47/83) .

A1
Fig. 1

BT PR R IR 1R (40 %)

Trophozoite of Trichomonas vaginalis
3 i

1975 4F, Nielsen'" 5 izt F 2 folc i WL ¢ 211 B
B IFRINE 37 6 J8 B FH 3B B % B K B Wi
WA ZIRIRAATE, DB F B 1 R IBHIE Bk
HUG AT SRR 3 K R o Rappelli 255 (R4
YU e IR N S AR B JER e T S i AR JRk
{1 15308 3 R, T 0 o 98 PR A B e 14 3 B



33 E AR

S TR 73 3t DX B T8 0 AR S N RS AR A i 2

M 1 2 3 45

6 7 8 9 10 11 12 13 14 1516 17 18 19 20 21 22 23 C

M 2y 100 bp DNA #5597 ,1 -23 2 23 0 AR 92 5, C S BITE X B
B2 PCR &l P& 0 &l R 2 B Ak A B SR K
Fig.2  Detection of M. hominis in clinical strains of T. vaginalis by PCR

AR S SO A B8 S SR AN R . T A A
7138 2 B AT N\ T8 S S 14 B 7 ol T o
SR ARG R I L R a0, ELBIE 1 5 40 i b i
TS Al AT g [ T B s, AT ESE T 3%
WS 27 A 2R I B SRR 2 (AL A X R
T R A 2 S 8 7, G PR 23 53 31 4 35 RkBI3H
B H P A 33 BRI A AR SRR, B R R
94.3% , FHIX PRI W it B —Fhim M4
AT Aok D S5 48 43 b X 43 85 31 1 83 Ak 8
37 Hh HRURR A TR S S AR A A SR A 47 B  B
P, B2 56. 6% |, 33— 25 Al Xiao 25 HIE 1Y
M N 3 X 43 B 0 B 28 ok B3 T i G ) 3
14 R AT S SR R HOB B R 50% 45 5 L
FRHEIE ,AEA T X1 B8 AR 2100 K0S M K 2 B S
M 30 B IE B e Bk PG 25 Bk LS TR A
B (83.33% ) , 107 p b IX. 41 #9932 6 37 e e
HRGN 34 Bk B G2 R (82, 9% ) M HAIE T
PO X 160 FiAS: 61 bk FH 4 (38. 1% ) 1 FIigk
JM 4 U 1 A8 B A R B B 0 B 12
38.0% (76/200) fy%5 . W AT 37 JEU ik 5 ] i
Bl R A B IR 22 50, A, BB B aY
R AT S JEAR Y A T L A 46 4R i PR 1 22
i, FEW T S JEL AR A T o 5 i o i
EREE AR R IV PR 1 A 1 K BB E B
UG A B — O SRR RN, R E G L
RIS T2, AR 0 T o D T 26 036 97 3K
Heo YT, TP ML S BIE B R A b2
PR A KRIBF SR AR D, ARG — 25 A B 2
AN (L4 20 7 TG 1 i3 PR SR 119 56 2R I G

XE AR, 03 SR A O 2

4 SE3W

[1] World Health Organization. Global prevalence and inci-
dence of selected curable sexually transmitted infections
overview and estimates[ M]. Geneva, Switzerland : WHO,
2001 .27 -29.

[2] Vancini RG, Pereira-Neves A, Borojevic R, et al.
Trichomonas vaginalis harboring Mycoplasma hominis in-
creases cytopathogenicity in vitro[ J]. Eur J Clin Microbi-
ol Infect Dis, 2008 (4) :259 —267.

[3] Dessi D, Delogu G, Emonte E, et al. Long-term survival
and intracellular replication of Mycoplasma hominis in
Trichomonas vaginalis cells: potential role of the protozoon
in transmitting bacterial infection [ J ]. Infect Immun,
2005(2) ;1180 — 1186.

(4] sRmedle, THER, BEHERR, 6. 01| DX B3E B 3 R A
NS5 AR PCRAGIN LY. pUI 34y, 2009(6) 874
-876.

[5] Mayta H,Gilman RH,Calderon MM, et al. 18S ribosomal
DNA-based PCR for diagnosis of Trichonomas vaginalis
[J]. J Clin Microbiol, 2000(7) :2683 —2687.

[6] van der schee C,Sluiters HJ,van der Meijden WI, et al.
Host and pathogen interaction during vaginal infection by
Trichonomas vaginalis and Mycoplasma hominis or Ure-
aplasma urealyticum [ J ]. J Microbiol Methods, 2001
(1).61-67.

[7] Nielsen MH. The ultrastructure of Trichomonas vaginalis
Donné before and after transfer from vaginal secretions to
Diamond$ medium[ J]. Acta Path Microbiol Scand, 1975

251



pet

M=

Bt 2% 40 %

(6):581 —589

[8] Rappelli P,Addis MF,Carta F,et al. Mycoplasma hominis
parasitism of Trichomonas vaginalis [ J]. Lancet, 1998
(9136) :1286.

[9] Xiao JC,Xie LF,Fang SL,et al. Symbiosis of Mycoplasma
hominis in Trichomonas vaginalis may link metronidazole
resistance in vitro[ J |. Parasitol Res, 2006 (1) :123 —
130.

(10 XA , TS, i 5. 9938 B e 55 A0 3 S A3
XK AW [T]. EY R TR AR
A%, 2011(4) :800 -803.

(UL R AR, X3, £4L, %6, BIE B g 5 NS At
A AP33 PR A S [ ] v e S A ) o A
A&, 2013(11) :979 -981,996.

(E4% 244 )

(12 BL0 a8, RAK, BUBL, 5. 5D AFETEE R
MR T E KRR SR ] A5 5 T s
Z, 2007(23) ;821 - 823.

[13]Yin D, Mufson RA, Wang R, et al. Fas-mediated cell
death promoted by opioids [ J]. Nature, 1999 (397) .
218.

[14]RA&AMy, 2R, KRHE, 5. SO2 fif A= ¥yxf CSTBL/
6 /NGUITIIE T 20 1A CD4 " /CD8 " ByZmi [J]. A28
IR, 2010(5) 351 - 355,

[15]Li HY, Zhang R, Cui CL, et al. Damage of splenic T

(B33 248 W)

[11] Louvet A, Teixeira CF, Chobert MN, et al. Cannabinoid
CB2 receptors protect against alcoholic liver disease by
regulating Kupffer cell polarization in mice[ J ]. Hepatolo-
gy, 2011(4) .1217 - 1226.

[ 12 ]Munoz S J, Chanez Cardenas ME. A review on hemeoxy-
genase-2 ; focus on cellular protection andoxygen response

[J]. Oxid Med Cell Longev, 2014(14) ;167 —192.

252

CI2] S, Bhihs. ARSI A= 5 B 18 6 3 o i
MR 25 1 i) SC AR [T ). o [ 9 A sy 55 9 A U 2%
&, 2012(3):210 -213.

(I3 JUERMs , EMLE, R, 55, AT SRR X il
Wil T B B OB R [T ] BRI A
PR, 2013(6) 1461 —464.

[14 ] Fiori PL, Diaz N, Cocco AR, et al. Association of
Trichomonas vaginalis with its symbiont Mycoplasma hom-
inis synergistically upregulates the in vitro proinflammato-

1y response of human monocytes[ J]. Sex Transm Infect,

2013(6) 1449 - 54.
(2014-12-28 Wik ,2015-02-20 & [a])
PR RE S R X 4B

lymphocyte proliferation and differentiation and its nor-

malization by electroacupuncture in morphine-dependent

mice mode [ J]. Evid Based Complement Alternat Med,

2011(2011) :424092.

[16] Ahn G,Park E,Lee WW,et al. Enzymatic extract from

Ecklonia cava induces the activation of lymphocytes by

IL-2 production through the classical NF-«kB pathway[ J].
Marine Biotechnology, 2011(13) :66 —73.

(2015-01-07 Wk ,2015-02-23 f&[0])

PR RESE; JOURE: H %

[ 13 ] Manganaris GA ,Goulas V. Berry antioxidants ; small fruits
providing large benefits[ J . J Sci Food Agric, 2014(5) .
825 - 833.
(14 FH, FRISE 5k 50 . AR S e T 1 K BB 4
ALRE SRz 1], FRE, 2012(9) :633 —635.
(2015-01-04 WiefE ,2015-02-17 &A1)
HOCHEE . RES; PO %



% 1 5 A 2y \)
%381?} f ;] . M E ¥ K F # Vol.40 No.3
JOURNAL OF GUIYANG MEDICAL COLLEGE 5015.3
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RRI, # @, HED"

SEMAERIERE SRR, SN S 550002)

(8 ZE] BY: B0 = RGBT/ BRI R B I8, 77 5% R MEE R WIFR/NEL 50 FL, BEALSY M FA
PEXT RRL (A B R K ) BHME % HR A (PRSI ) A1 = B TR b s Rl 4L, 23505 0. 01 mL/g A BEEKE S,
40 mg/ kg FBETENCIE 1 5,400 mg/kg(1/81D,,) .800 mg/kg (1/4LD,,) .1 600 mg/kg (1/2LDy,) = 5 &1
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Effects of Melamine on Semen Quality in Male Mice

XIA Fenggiong, HUANG Jian, YANG Guozhen
( Department of Clinical Laboratory, Orthopedic Hospital of Guizhou Province, Guiyang 550004, Guizhou, China)

[ Abstract] Objective: To study the effects of melamine on semen quality of male mice. Methods:
Fifty male Kunming mice were randomly divided into saline negative control group, positive control
group, low, medium, high doses of melamine groups with 10 mice in each group, and mice in each
group were given 0. 01 ml/g physiological saline, 40 mg/kg cyclophosphamide, 400, 800, 1 600 mg/
kg melamine respectively. Thirty-five days after the first administration, mice were sacrificed. Organ
coefficients of testes and epididymides were calculated, and the sperm number, sperm motility and
sperm deformity were observed under optical microscope. Results: Organ coefficients of testes and epi-
didymides in the three melamine groups were decreased, and there were statistical differences in organ
coefficients of testes between middle, high doses of melamine groups and negative control group( P <
0.01) and in organ coefficients of epididymides between high dose group and negative control group( P
<0.05). Sperm number and motility decreased, and sperm deformity increased in the three melamine
groups, compared with the negative control group, there were statistical difference (P <0.05 or P <
0.01 ). Conclusions: Melamine has certain toxic effects on germ cells of male mice.

[ Key words ] mice; melamine; organ coefficient; sperm count; sperm quality
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Establishment of Pregnant Mice Infection Model with Prugniaud
Strain of Toxoplasma gondii

CHENG Shuqiang, WANG Zhengrong
(Department of Clinical Laboratory Medicine, the Affiliated Hospital of Guiyang Medical College, Guiyang 550004, Guizhow, China)

[ Abstract] Objective: To establish a suitable pregnant mice infection model with Prugniaud ( PRU)
strain of Toxoplasma gondii. Methods; ICR mice were randomly divided into early-pregnancy infection
group , late-pregnancy infection group and the control group, and mices of each infection group were
divided into 3 groups and were orally infected with 10, 20 and 40 PRU strain cysts respectively, con-
trol group was given normal saline instead. Adverse pregnancy outcomes and litter amount were ob-
served. Results: When infected with 10 PRU strain cysts, mortality of early-pregnancy mice was
36.6% , and vaginal bleeding, abortion, premature phenomena appeared, the incidence of adverse
pregnancy outcomes reached to 85. 71% , there were significant differences compared with control
group (P <0.05). Mortality of early-pregnancy mice was 50% and 100% respectively when infected
with 20 cyst and 40 cyst. The morbidity of mice in late-pregnancy infection group was low, and litter a-
mount reduced, but compared with the control group, there was no significant difference (P >0.05).
Conclusions: Pregnant mice infection model is established with 10 PRU strain cysts of Toxoplasma
gondii, which lays the foundation for the further study of reproductive toxicity of PRU strain.

[ Key words ] toxoplasmosis, animal; infection; models,animal; mice, inbred ICR; pregnancy
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Fig. 1

Clinical manifestation of normal mice and early-pregnancy infection mice
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Fig.2 Adverse pregnancy outcomes of early-pregnancy infection mice
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The Effect of Implementation of National Essential Drugs System
on Drug Taking Behavior of Grassroots Medical Institutions

WANG Yun, SONG Shenchao
( Department of Preventive Medicine, School of Public Health, Guiyang Medical College, Guiyang 550004 , Guizhou, China)

[ Abstract] Objective: To explore the effect of implementation of national essential drugs system on
drug taking behavior of grassroots medical institutions. Methods: A total of 220 grass-roots medical in-
stitutions run by government were randomly selected from 15 samples of pilot county (city, district) of
national essential drugs system in Guizhou province, and the outpatient prescription sampling survey
was conducted before implementation (2009 ) and after implementation (2010) , which involved com-
parison of the number of drugs in a single prescription, the proportion of antibiotics, the proportion of
hormone , the proportion of injection, the variety of national essential drugs and the amount of prescrip-
tion. Results: The number of drug varieties in a single prescription of 2010 and the number of pre-
scription of more than 5 drug combinations in a single prescription of 2010 were lower than those of
2009, which showed statistical differences (P <0.05). The number of national essential drugs in a
single prescription of 2010 was significantly higher than that of 2009 (P <0.05). The proportion of
antibiotics prescription, the proportion of antibiotics prescription of more than 3 drug combinations and
the average number of antibiotics in a single prescription of 2010 were significantly lower than those of

2009 (P <0.05). The proportion of single antibiotics prescription of 2010 was significantly higher

*MEVEH E-mail :393309916@ qq. com
2% R IE] 2015 =03 =19 4% H it dil - hitp . //www. enki. net/kems/ detail /52. 5012. R. 20150319. 1024. 031. html
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than that of 2009 (P <0.05). There was no significant difference in the proportion of antibiotics pre-

scription of 2 drug combinations, the proportion of hormone and injection prescription and the amount

of prescription between 2010 and 2009. Conclusion: The implementation of national essential drugs

system brings in some changes in drug taking behavior of grassroots medical institutions, including in-

creased use of national essential drugs and decreased abuse of antibiotics. But the amount of single

prescription is not obviously decreased.

[ Key words ] national essential drugs system; grassroots medical institutions; structure of prescrip-

tion; prescription, drugs; expenses,drugs
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2.1 HAIFO

B2 IR A AT SR 20 el T 194
ST RBEA 1 AL XRS5 P i 23 142 5KkAE
77 (2009 4E 11 566 7K 2010 4F 11 576 5K) .
2.2 KbJr 2 h s R BORISEAS 25 ) (T 1 L
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Tab.1 Comparison of drug varieties and the use
of essential drugs between 2009 and 2010
Hikab Ty
B 2y 5 Fil "
I 2 it A , o FEARZYIEL
oy O
(5K,%)

2009 3.83 3852(33.3) 2.07
2010 3.75 3680(31.8) 2.60
WG Z=-2.357 7 =6.045 Z= -6.497
P 0.018 0.014 0. 000

2.3 Byt Ir ot

2010 AEPLEE 25 W) Ak Ty e TR 245 ) =Bk e
Ph Ak T b A5 B - ¥ g 5K AL Ty TR 25 ) BRI T
2009 4F, 22 A G EE L (' =5.349, P =
0.021;y" =4.363,P =0.035;Z = —3.248 P =
0.001) ; BN HLEA 254 Ak 7 il T 2009 4F, 22 57
G X () =6.133,P =0.013) ; 5L 254
TERFHAL T B 2009 AEAR EE 25 R TES TR L
(x’ =2.466,P =0.116), W32,
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Tab.2 The analysis of antibiotics prescription in 2009 and 2010

- PURAZSAL  RIARTH Y A CBITE A AR R kAT (TR 2y
T (%) AT % (% ) AT % (% ) 2RI (% ) PR (R
2009 7535(65.15) 5 104(67.74) 2 007(26.64) 424(5.63) 0.97
2010 7373(63.70)  5133(69.62) 1 882(25.53) 358(4.86) 0.87
Kiggeitit x' =5.349 X =6.133 X =2.466 X =4.363 Z=-3.248
P 0. 021 0.013 0. 116 0.035 0. 001

2.4 FE BRSO
2009 AEEERANTT TESTRAL TS e 2010 4R
P, 2 57 RGHF L (Y =2. 621, P =0. 1053
=1.375,P=0.241) , WF3,
#3 2009 £ 52010 £ &5
5 AL 7 5 R UL
Tab.3 Comparison of the use of hormone and

injection prescription between 2009 and 2010

BEA T TR T
E l\ Alé\”
R TR (5, %) (5,% )
2009 11 566 1659(14.3) 3 747(32.4)
2010 11 576 1575(13.6)  3834(33.1)

2.5 St ALY B R A A T A A

2009 AEFHIRT) 11 566 5Kk 4L 7 b, Bk ab J7 B
1= 5% R 847,30 JT, AR TR A 0. 10 JT, F-# 4k
J5 % 21. 40 5T, R0 15,005 J6. 2010 4EH
By 11 576 5K 4k J7 v, Bk Ak Oy B 3R A
500. 00 Jo, % 2% H 2 0. 10 Jg, ¥y b Jr 2% H
21.34 55, BN 15. 05 I8, B4R i 24 S T 4
PR L (Z = -0.878,P =0.380) , HLJEEITHI
4 2009 4 2010 440 J5 Fe LA 20 Jolh F i £,
20 JELLFAb 7 H 4], 2009 4E 5 63. 2% | fiii 2010 4F
17 62.9% . FEZEIFHLET 1240 J5 100 J6 K& L
g KA T B ], 2010 4F R 1. 19% , BEAIK T
2009 4, L34,

&4 2009 5 2010 4077 &
Tab.4  Comparison of distributions of the amount

of prescription between 2009 and 2010

Qb7 (5K, % )
AL 2009 4 2010 4
<20 7314 63.2 7283 62.9
20 - 2 764 23.9 2792 24. 1
40 - 964 8.3 883 7.6
60 — 302 2.6 359 3.1
80 — 99 0.9 146 1.3
>100 123 1.1 113 1.0
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Survey on Nutrition Status of Junior High School Students
in Rural Area of Guiyang

FENG Guangxia', WANG Shimin®, JIA Peiru', TANG Yanming’, WU Ning*

(1. School of Stomatology, Guiyang Medical College, Guiyang 550004, Guizhow, China; 2. School of Clinical Medicine,
Guiyang Medical College, Guiyang 550004, Guizhou, China; 3. School of Public Health, Guiyang Medical College
Guiyang 550004, Guizhouw, China; 4. Laboratory of Chemistry and Biochemistry, Guiyang
Medical College, Guiyang 550004, Guizhow, China)

[ Abstract ] Objective: To investigate the dietary conditions and nutrition status of junior high school
students in rural area of Guiyang. Methods: Adopting 24 Hours Dietary Recall to reflect the dietary
condition in 542 junior high school students in rural area of Guiyang; combined with individual height,
weight, and Rohrer index to evaluate their nutrition status. Results: The daily intakes of these
students were widely insufficient concerning energy, protein. Intakes concerning calcium, riboflavin,
Vitamin A were strikingly insufficient ;the proportion of fat energizes are low, and that of carbohydrate
was high, which led to high rate of malnutrition. Emaciation rate among boys was 14% , while girls

37% . Conclusions: Nutrition intakes among junior high school students in rural area of Guiyang are

far from enough, and nutrition condition of students is substandard.

[ Key words ] diet surveys; nutritional status; rural population; students
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Tab.1 Daily intakes of energy and nutrient of junior high school students in rural area of Guiyang
- F (298 N) Z(244 N)
ERE - -

AT DRIs AT DRIs

fie & (keal) 2 168.24 £685.25(75% ) 2 900 2 231.54 £764.06(93% ) 2 400
EH(g) 60.61 £28.79(71% )" 85 47.62 £22.43(60% ) 80
JEI (g) 25.18 +14.69 23.56 +15.41
WKL E Y (2) 403.7 +183.4 457.78 £206. 12
B2 (mg) 1.07 £0.73(71%) 1.5 0.73 £0.37(61% ) 1.2
#% (mg) 0.62+0.23(41%) 1.5 0.54 +0.25(45% ) 1.2
JE ViR (mg) 18.24 £9.08(122% ) 15 12.47 +4.69(104% ) 12
4% A(peRE) 243.89 +187.84(30% ) 800 141.39 +125.84(20% ) 700
#HiHE % C(mg) 68.11 +58.71(68% )" 100 38.40 +24.20(38% ) 100
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Zn(mg) 11.31 +4.98(60% )" 19 8.80 £3.25(57%) 15.5
Se(mg) 30.81 +16.21(62% ) 50 27.69 +16.03(55% ) 50

T H AP BO SEBR AR SRR I E A 1L, S A AT, P <0.05, P <0.01
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Tab.2  Energy supply ratio of three major nutrients of

junior high school students in rural area of Guiyang

. : EHRRULREL (%)

AE TR R A "
B(298 N) (244 N) HERHERELL

HAR 11.92 +6.50Y  9.46 +5.70 10 ~ 15

(Bl 11.35+6.70 10.28 +6.40 25 ~30

Wkib a4 76.73 £20.34 80.26 +18.04 55 ~65

W E 42 M e, P <0. 05
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Tab.4  Nutrition condition of junior high school
students in rural area of Guiyang
P R (n,% )
AREAERE ERE i B R
HEEIE 24(8% ) PT72(24% ) P 155(52% )42(14% )" 6(2% )
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FERBERAMAIES TNF-B G252A EF B HE X EM R

=1 L2
SEAR, thE L
(L DT B E R 1R, W 2 518000; 2. RYITT {A4hfffdpe 1R, T 48/ 518000)

[ =] B89 HIEIRSEE T (TNF-B) G252A FE I8 75T 55 P IS A &L H 1R . 773%: 80 il
JE R AL B 2 1 Y SFE (Ems ) 38 Ems 41,80 51 [7] 8 75 SR FH I BB R HERR '8 N I S5 (S0 0E I (R iAo oy
Ko REZH, BB 2 4 i SR PR B ok 1 e BB A 22 A5 1 3R 5 Wi S 7 ( PCR-REFLP) 7 AR kil TNF-B G252A 3
PRI Fr 5 PR A%, IR 328 ( ELISA) TR0 52 L35 TNF-B (055 &, 40T 5 PO S (V0 55 TNFB G252A FE R 2 [ 1Y
KFR, &R Ems 4% TNF-B R X B4 (P <0.05) , H Ems 41 i3 4 TNF-B #) &t 5 EMT fy
SR IEAESE (r=0.8532) ;Ems 110 A/A JE N G/A FERITRUAF R B 3 T IR 4, 2 R A Gt 3 (P
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The Relationship between Endometriosis and TNF-B G252A Gene

YU Hongbiao', YAO Jilong’
(1. Department of Gynecology , Luohu hospital of Shenzhen, Shenzhen 518000 ,Guangdong, China; 2. Department of
Gynecology, Maternal and Child Health Hospital of Shenzhen, Shenzhen 518000, Guangdong, China)

[ Abstract] Objective: To investigate the role of TNF-B G252A gene in pathogenesis of endometriosis
(Ems). Methods: Eighty Ems patients diagnosed by laparoscopy and histopathologic examination
served as Ems group and 80 healthy women served as control group. PCR-RFLP was used to detect
gene frequency of TNF-B G252A gene, and ELISA was applied to check the serum content of TNF-f3.
The relationship of Ems and TNF-B G252A gene was analyzed. Result: The serum level of TNF-@ in
Ems group was higher than that in control group (P <0.05), and the serum level of TNF-B in Ems
group was positively associated with EMT period. A/A and G/A genotypic frequencies in Ems group
were significantly higher than those in control group. The risk of Ems of A/A genotype was 3.5 times
of G/G genotype. Conclusions: The serum level of TNF-f in Ems patients is positively associated with
EMT period, and A/A genotype is the risk genotype of Ems.

[ Key words] endometriosis; gene, TNF-B G252A; gene frequency; relevance; susceptibility; angio-

genesis
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ALUE T NUZ SN B B K AR, AT AR RSk I S o 5 A B, 7 5 A A S A
FURG I B, KR 10% ~15% " Ems & Ems K4 KB EEIFY, MRIRILH T B
HA W B IR REE, BE M E AR B ERRE  (TNF-B) AR T 407 4 ik 135 2, 2L 37
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fil; 21 ~ 40 %, F-1(30.15 £ 5.25) %, W&
e Be 4 T BHERR Ems (19385 #% 15 2 80 il 4 Sy % ARt
41,22 ~ 41 %, F4(30.17 £5.20) ¥ . 32K
BB MS KR, K E L AL, P Z i
FERETERI A, 22 R RS 2E R L (P >0.05) . HE
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Tab.1 The levels of TNF-f in Ems
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Fig. 1  Electrophorersis results of PCR

product of TNF-B G252 gene
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An Experimental Study on Survival Quality of
Subdermal Vascular Network Flap

MIAO Yulu', LIANG Jie’®
(1. The Third Section of Surgery, the Second Peoples Hospital of Longgang District, Shenzhen 518112, Guangdong, China; 2. Department
gery P P nggang ngaong P
of Plastic Surgery, the First Affiliated Hospital of Guangdong Medical College, Zhanjiang 524023 , Guangdong, China)

[ Abstract] Objective: To investigate the survival quality of subdermal vascular net flap. Methods:
Ten pigs were selected to design and make 40 subdermal vascular net skin flaps ( experimental group )
and 40 traditional skin flaps (control group) both on bodies of these pigs. In 8 days after the opera-
tion, the survival lengths and areas of the flaps on both sides of pigs were compared and the survival
quality of flaps of the two group was compared by gross observation and histological test. Results; In 8
days after operation, the average survival length and area of flaps in experimental group were longer
and larger than those of flaps in control group , and the differences were statistically significant (P <
0.05). Flaps in both groups showed good survival quality, the flaps near the pedicle were clear and
collagen fibers were arranged in an orderly manner. In 2 days after operation, in both experimental
group and control group, epidermal cell degeneration, and necrosis happened in the middle and far-
end from pedicle. Three middle and far-end flaps survived and 35 necrosed in experimental group,
while 38 middle and far-end flaps in control group necrosed. Conclusion: Subdermal vascular net flap
near the pedicle exhibit good survival quality, but middle and far-end flaps are unstable.

[ Key words | surgical flaps; graft survival; swine
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Tab.1 Gross observation of flaps on 2 sides of pig after the operation
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Tab.2 Histological sections of skin flaps on 2 sides of pig after the operation ( HE staining)

W (RS e XL
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TE:A NSRS 2 d St s, B X BREAARSS 2 d Bkt ; C R SE iR T 6 d w6 K 5
D RIS 6 d ST i K A
Bl FEAFEHEMEEAREARFHE(HE, x100)
Fig. 1 Histological sections of flaps after the operation ( HE staining)
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Tab.3  Survival situation of skin flaps on 2 3 'LTJ'"[@

sides of pig in 8 d after the operation
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Comparative Study of Clinical and Pathological Characteristics
of Breast Cancer of Young and Senior Patients

ZHANG Xin, YANG Haisong, MAO Dahua, DENG Yinglei
( Department of Breast Surgery, the Affiliated Hospital of Guiyang Medical College, Guiyang 550004, Guizhow, China)

[ Abstract] Objective: To investigate the clinical and pathological characteristics of breast cancer be-
tween young ( <35 years old) and senior ( =65 years old) patients and expressions of ER, PR and
HER-2. Methods: The clinical and pathological characteristics of 57 young patients and 56 senior pa-
tients were compared, and the expressions of ER \PR and Her-2 were detected by means of immunohis-
tochemical Envision. Results; The young patients group exhibited longer diameter of tumor, the rates
of lymph node metastasis and multicentric breast cancer were higher than senior group, and the positive
expression rates of ER and PR were lower than senior group, differences were statistically significant
(P <0.05) ; concerning pathological type of both groups and expression rate of HER-2, differences
had no statistical significance (P >0.05). Conclusions: Breast cancer in young patients are more in-
vasive, faster and have higher malignant than senior patients.

[ Key words ] breast neoplasms; carcinoma; young people; senior; disease attributes; receptor, es-

trogen ; receptor, progestin; receptor, epidermal growth factor
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The Curative Effect of Single Visit Root Canal Therapy in Elderly
Chronic Periapical Inflammation of Anterior Teeth

GONG Dan', TAO Jie', YAN Yudong®, LIU Yanjie’
(1. Department of Stomatology, the Fourth Hospital of Qinhuangdao City, Qinhuangdao 066000, Hebei, China;
2. Department of Stomatology, Harbor Hospital of Qinhuangdao City, Qinhuangdao 066000, Hebei, China;
3. Department of Pathology, Guiyang Medical College, Guizhou 550004, Guiyang, China)

[ Abstract] Objective: To observe the curative effect of single visit root canal therapy in the elderly
chronic periapical inflammation of anterior teeth. Methods: Anterior teeth with chronic apical peri-
odontitis of 80 elderly patients, 40 cases were given one time root canal therapy (group S), 40 cases
were treated with traditional multiple root canal therapy (group M), the incidence of dental pain,
white blood cell counts, C-reaction protein ( CRP) levels in the two groups were observed (after the
first operation in group M) in 24h and 7 days after operation, and clinical efficacy was assessed after 1
year. Results; No significant difference was found in the incidence of dental pain, white blood cell
count, CRP levels in 24h and 7 days after operation and clinical efficacy between the two groups (P >
0.05). Conclusions: One visit root canal therapy has equivalent efficacy with multiple root canal ther-
apy in the treatment of elderly chronic apical periodontitis of anterior teeth, and is worth the clinical
promotion.

[ Key words ] elderly; chronic periapical periodontitis; root canal therapy, single method, multiple

method ; white blood cell count; C reactive protein

*LEERIUE JE K A AR AR (No:82160417) 5 SUMARHITHA 4G [ BFHS LG 52(2012)006 5]
*EEMEE E-mail :553013022@ qq. com
P25 R TE] 2015 =03 =19 4% H Rt dil - hitp : //www. enki. net/kems/detail/52. 5012. R. 20150319. 0949. 013. html

277



M OB

40 %

TR PERRIR R LA S A TR B 41 4R S
PEZR & T R WA M2 Ao . AT AR
SEME MR R 1 £ BRI U5k, HACR Ry, B
REWFARABEILE R BATTRCR X e T2
IR IO SE BRI T IR R 22— B P
KRB —UGE IR AR I IR TE IR T 1%
PEARIR AR EN TR o R T HOR— AR
T RIS AR B 18 PEARZR 7 R, Xt 40 4]
R A M PEAR ISR B AR R R — UOE VBRI T R
097, I SRS 2 UG IR T 7RG A T LR,
E =R/

1 #REFE

1.1 s

2010 4F 1 H ~2013 4F 1 H 5211 80 {18
RRREAE R ,60 ~75 %5, FH(68 +3) %, 5
46 N, 2tk 34 N, B AR B EL— UL F AR A
B B XS TE R B 5 R ROV AR AT X O A
ANARAR TG A W ARRBARE <3 mm TG A JE -
BB RS s AR A AR5 AN, R
T ARAER YT, JO 5 AR A TR YT 1 4 B M 5 I
I AR 22 R 2 Y. TERE R
SR BEHL A — YRR AR YT 4L (— ik dl)
FUER LW ERREIRITH (ZUGEA) , B4 4 40
Bl . —URAEH 61 ~74 % P (67 +3)
4,826 N, k14 N ZUGEAEE 60 ~75 %,
(68 £3) 2, 20 N, Lotk 20 A AL SR A AT
A A EE A5 SR R L8R, 22 RIS T X
(P>0.05),
1.2 #kt

FHE (RH) ME KM R HAZRH),
FIAFEWELE K B8 (HA MAND) SRR 5T
BB S 3M) , BEERAEK 11T (BT R4S 72
HR (), 4 B 3h M ER/HT A ( H AR Sysmex) ,
GOLSITE 5 85 1 43 B A S B4 1t C- 5 17 25 [
I R (BRI
1.3 ik

AL B T X FE B, 200 5 I, BB, P ok
i AR RS, ISt O SR AR A TR B, KR
15" ~40™K R (], A S 3R B TAERKE, &
A 1 RES, B 3% H,0, F10.9% NaCl 58
BT . — YRR LIRS W% o8 iU AT, A G
AR TAREE , B FC ARUEf AR T 8, AR

278

FESEGR N 2 BRI AR WLV 2 e M) s ik SE AR AR, X
R IR S BECE E  BRRR KT T 8RR SO
B SRR K A TEIH . 22 0RIE AR 9145 52 B
Ja b, FHICH AR TR, £ A FC MEREAT
AR T EI ] AMECH AL BE 565 7 R A ARG A
TGO, 45 TR 2y, 12y 3 s A TG A SEE
AR, JGHA 2 I, A KOG KR 8 R AT R K A
FEI, A S —KEM A
1.4 UGS

XA IGTTI (2L N — IR R)
24 h RIS T RBEATPR AL KA WBC U
13 C-F i F (CRP) Al 5 677 —4F 5 WAk T
o PIREAL -0 FIore, I AR B A
SIS AR AT EEAL B, I 20 B X
W FIRE B A S | BE2G W67 G i, T 9%
ST ELREAT R b il o PR bR 2 2 SR 4y
N0 ~ M2 (e g i R BT ) o S RCPPA -
AR B 1) A SEAER I PRAG AL IS BRI JA 5 4K
(PADVER IS X L5F Fr 85 R AT B2 5 o
S ARIED (1) 3, 28 J6 A S ae Ik, o e & 52
MR IE R, X i PALOY T ~ T55(2) %
e, A A SEREAR A7 P A (2 238, 1L 2 g
RIWKIE X 2 Fr PAL I ~ IV 2%, # ki WBC
B LGS CRP AN REAEFHBKIML 2 mL, >R Sys-
mex 4 SR ACRI WBC 315, B He ik
IEDE CRP(GOLSITE FiE & AT o
L5 Siteik

FIFH SAS 9. 3 XS Ba b AT AL B, 3 DR
K% ) Fom , Wi HLBORFH x° R, THEC7 R
R IUEIH £ AREZE (=) FoR, I ELBCR LA
KI5 220007, P <0.05 NEFAGI RN

2 #R

PIEHARER YT AR G 8 950 & B 28 \WBC 3
B e CRP K Bz 1 4E S5 PAL PELR L5897 SN
A E R TG E (P >0.05) WK1 ~4,

3 e

18 PEAR IS SRR ARAE TNl T A R it
I A7, KR AR Jo] ] 2 200 2 B L A8 M R S
IO, FB g S A 2 2 S TE BRI A R 1)
IR AR JE 4143 B 32 B A 3 i 3 2 W AR B &



334 B OPME BRI EMRR R — IR IR T AR BT RO
F1 WAMTRUERRKREFEFAREAFE LR (n=40)
Tab.1 The incidence of dental pain of elderly patients with chronic apical periodontitis in
anterior teeth in the two groups after treatment
. ARJGFRIH (n,% )
s 251 Z P
e A 0% 1 2 1% 2
24 h s 21(52.5) 12(30.0) 5(12.5) 2(5.0)
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7d — Kk 35(87.5) 3(7.5) 2(5.0) 0(0.0)
LW 34(85.0) 3(7.5) 3(7.5) 0(0.0) ~0.3378 0733
x2 WAMNTRERAREFEF ARG PAIFE
Tab.2 PAI assessment of elderly patients with chronic apical periodontitis in anterior teeth
in the two groups after treatment
PAT $FZ% (n,% )
5 Z P
i 1% 1% 2 V% v
— R 40 14(35.0) 24(60.0) 1(2.5) 1(2.5) 0(0.0)
2R 40 17(42.5) 20(50.0) 2(5.0) 1(2.5) 0(0.0) 0.480 8 0.6307
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Tab.3  Curative effect of elderly patients with
chronic apical periodontitis in anterior teeth

in the two groups in lyear after treatment
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Tab.4 WBC count and CRP levels of elderly patients with chronic apical periodontitis in

anterior teeth in the two groups after treatment
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[%ﬁiﬂ] M35 MR A Bl ARk G

[HEDES] R192.3 [ XEAFRIRAD] A [XET|LRS] 1000-2707(2015)03-0281-02

The Effect of Blood Component Transfusion Training
on Rational Clinical Use of Plasma

REN Min"?*, DING Xianping'
(1. College of Life Science, Sichuan University, Chengdu 610064, Sichuan, China; 2. Clinical Laboratory, the First
Affiliated Hospital of Guiyang Traditional Chinese Medicine College, Guiyang 550001, Guizhow, China)

[ Abstract ] Objective; To discuss the method to improve rational use rate of plasma through all-round
blood component transfusion training. Methods: The cases of clinical blood component transfusion
from February, 2012 to March, 2013 were selected and investigated. After all-round blood component
transfusion training for clinician under the requirements of " the technical specifications of clinical blood
transfusion" and " the management measures of blood for clinical use in medical institutions" issued by
the ministry of health, the rational usage of blood component was analyzed and compared before and af-
ter training. Results: Before training, in terms of the rate of irrational use of blood components, the
highest was plasma, followed by platelets and cryoprecipitate. After training, the rate of rational use
increased from 47. 92% to 84. 56% and the difference was statistically significant ( P < 0.05).
Conclusion; The blood component transfusion training can obviously improve the rate of rational use of
plasma.

[ Key words ] plasma; blood component transfusion; training; rationalization; normalization
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Bt 2% 40 %

1 XN&5F%

1.1 X

JEAF 2012 43 A ~2013 4F2 H s RETE LT
S Er et pK 6 0fiL 3% (fresh frozen plasma, FFP) 3
UK IS (frozen plasma, FP) 47 ML /M 1@ 1T
UE S5 25 P I Y0 S A9 (e P S RS BBl 32 (] %ot
PRE T IRy v e A 4 BRS040 1 6 30
T3 EE RS M AR AT R, A A B IS 20
J3 R BRASE IS O
1.2 SRS

BAANBEI R -k Z B ADTE T ARG IR E
T RE R AT R i IR A 8 1 2h RE A . AR
BRI B K 2] 0E S R B i A
TERZ 55 AN A BT A AR B ME SR
BRI ) LT AN RS B T SR A T L 0 2B
T, 2B R FRPFP 45 BRAGFE1 A0 . 200 mL
A LB I i A AT AT — Fh I 7 240 1 UL T A
PIHLR ML/ MREE 10 U B3 105 5 1 3% 4 1T 10
WRTE  MRAEFZ (% ) = [ FFP 5 FP B %

%2 ¥V HF WG K (FP Fn FFP) 6 5

(U)/ B s 58 (U) | x 100%
1.3 ity ik

Wik A SPSS 17. 0 B TG00 b7, 3t
BOPORER IR (% ) Fom, I LLBCR I x° K,
P <0. 05} 254 Geit =278 o

2 #R

BN AT A 3 I B A AS 5 B FH 2%, 1l %
I, O ML/ DLTE, ILER 1, B3Il G I
A TS 3l B5 I AT 47, 92% Ft 5 2 84. 56%
EZRAZRIFE X (P<0.05) , L% 2,

F 1 FIFHEF I RA A E T g R E R

Tab. 1

The rate of irrational use of blood

components before training

HEMB AR AR ERAEGI(%) AEHEERH(%)
R 3986 U 42.98 9.63
kA 3806.5U 41.04 52.09
/MR 994 U 10.72 23.36
BUTTE 488 U 5.26 14.92
At 9274.5 U 100 100

Tab.2 Comparison of usage of plasma( FP and FFP) before and after training

AEE(U) A (U) iy
415 ait)
a b c d e f g h i j k %
Bl Eg 392 978 208 64 113 69 386 454 386 313.5 443 3806.5 47.92
Bl g 597 1689 436 175 164 113 98 119.5 96.5 142.5 123 3753.5 84.56

VE a BRI 5B Z A9 58, b S I A AR A B 1L D RERRLAT , ¢ S ik i i 4 ) BE L Eh RE R A, d O 1T IR BL R
REGY) it e O I AR CE A, € O LR R IR P SR8 5 ¢ DR T AR ER 1 UAE FIR FEE SR h OB FE M AC 1 R LA
e Jy 5 A HEGT TG By 1k UG kO 5 LD A IR T (AL .

3 e

o PR IS 2 B0 S A ISk Y R e
o BRAY LIRS, A TR Y H B9 FRE 1% 3 U p0 Y 7
R BE AL B M RRR AR A 1 RR  if
IR B P B BN BRI R R = A ST
IR N AR Ao 05 10 Ty R B 5, R I 5 )
BRI RERERT, IR B2 i, i i o
115 111 A N R A R 8

AT A B, B U AS B B A9 s ot I 2
AIASG PR 38 F 8, 34 52..09% , A4 Pl 1
SRR R E SR VA IEMREE FAE A SR
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T AP EL A F A R T O
A8, B PRI PR B AR A 58 4 4% 1M
TR T T8 IR | A B I 4 THURS: £ | G I 3% i i
EIE , $5 AR 22 5 A 0 B G 36 41 45 S B 3L
T PR i Il RS I AR RV ) B AT o AR X
BB, 2013 4F 2 Fig B T AR 3 Clfe R B i 2 A B
) BRI LRI DA FH LA B i ) %o I A = A 3
ARG, 3 7 2 4 W PR A 07 R0 A0 R 25 A o
P g A T VIR A B A B
i FR 5 VI FT Y 47. 92% 48 T 5 84.56% , R A
PRAE A 52.09% T [ 2 15. 44% [, B3I )5 B
A5 B S8 SR8, 10 B 3 e I DA 5 A R 4 5 )1 e
e I 2 ) B 8 (F#% 287 R)
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i

7

[ =] 889 PRI RTNIMIA (CSF-FCM) 762 27 420k EL 8 (NHL) s bl 28 22 45 (CNS) 32 {2192
WrFITHUS . T3k 18 il NHL 136 8, I ( CSF) SR CSF-FCM IR # ¥ 41 M 2% ( CSF-C) Jr ik Aa il
LA A 7 G Fh AR Bl 22 R 48 (CNS ) 52 BRI BHPER [ B R S0 28 1 1) AP % LI R 4080 B e IR 2L R It =l
(LDH) | [E FRff5 46 % (1PD) W45 RBEAIRZS PS PO M SCIR IR K C R, 4558 CSF-FCM ;U NHL 283
CNS ZAZ 2 Wi PR R & F CSF-C, Z R A 41t # 8 XL (P =0.045) ; L[N R 4 45 5 s CSF-FCM 76 £
NHLCNS 52 B G 2580 [H M 5 4R B ek & LDH 47 96 (P =0. 039 .,0.001 }% 0.009) . £if: NHL 2 K CNS
At CSF-FCM ey 3= kil 1 F & S A M2 A s

[ REIR ] EEA SRR, PR RS AR M ; g

[FESES] rR33.4 [ XEkFRIREE] A [XELHS] 1000-2707(2015)03-0283-05

The Values of CSF Flow Cytometry in Detecting CNS Involvement
in the Non-Hodgkins Lymphomas

CHEN Mengxiang, HUANG Yunhong, HU Yunfei, SHEN Miaomiao, HUANG Depei
( Department of Oncology, Guizhou Cancer Hospital, Guiyang 550004 , Guizhow, China)

[ Abstract] Objective: To evaluate the value of diagnosis and prognosis with cerebrospinal fluid flow
cytometry ( CSF - FCM) in non-hodgkins lymphoma (NHL) of the central nervous system (CNS) in-
vaded. Methods: CSF-FCM and CSF cytology were employed to detect cerebrospinal fluid ( CSF) of
18 NHL patients of initial treatment, positive rate of central nervous system ( CNS) involvement detec-
ted by the two methods were compared, at the same time, the correlation among clinical factors such as
patients” gender, age, clinical stage, B symptoms, lactate dehydrogenase (LDH) , international prog-
nostic index (IPI) score, PS score of physical state was observed. Results: The diagnostic positive
rate of CSF-FCM in detecting NHL patients with CNS invaded was higher than that of CSF-C, the
difference was statistically significant (P =0.045). Single factor analysis showed that immune pheno-
types of NHL which CNS invaded detected by CSF-FCM was correlated to age, B symptoms and LDH
(P=0.039, 0.001 and 0.009). Conclusions; CSF-FCM immune phenotypic detection is superior to
the conventional cytology when CNS involvement in NHL.

[ Key words ] non-Hodgkins lymphoma; central nervous system; cerebrospinal fluid; flow cytometry;

cytology
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b ¥ iR 40 %

120 H X # 22 R 45 ( central nervous system,
CNS) fdF 2 A5 4 Wk 298 (non-hodgkin, s lympho-
ma , NHL) J& —F /™ 5 £ b 28 A= A i Mg 1697
HORA A, WG 22, W00 %8 78 I A b A
NHL J& =40 CNS, % NHL (397 F1#Us A5 0
NEE, HAETZ2K NHL 5 CNS 2 Rk &
TEALFE NN AR 20 il 22 6 25 ( cerebrospinal fluid cytol-
ogy, CSF-C) I fixi A W i =X 240 i R ( cerebrospinal
fluid flow cytometry, CSF-FCM ) , H:tf FCM & 8 4%
)z B I U O 3 I AR SR 112 W R S
H T RBE B A U CSF-FCM 545 CSF-C
PR £ 7 VA TEAR TN NHL f8 2% CNS 32 215 4
AOPEBRE R o 2R, i R AGE I NHL rp X fi 282 22 42
% FAFOLIR AR

1 #RETE

1.1 %%

AR Wk EL 9 B 2012 4E 3 J] ~ 2013 4E 3 ]
NHL 835 18 1], Bt 13 1], 2ok 5 ], 4808 7 ~ 74
2 LAY 49 & o A HIRE B34 2k B A B 4G A
ML HLAN 2 9 NHL, BEAE TR N 7 52, 2
HH 2012 4F NCCN 55, [FJ I 2=/ B DL 2002
— (1) ALy I Bk 4t Ff bk 2988 (lymphoblal-
stic lymphoma, LBL) | Burkitt J#f = %8 ( burkitt lym-
phoma , BL) 45 5 A= 28 PRI LR 5 (2) i 78 3R S s
2 SR CELI RIS | R A0 i v B R AR AU i B
7 B ok % % (human immunodeficiency Virus,
HIV) 53§ NHL; (3) 47 =2 55052 RANFLIR
it S (lactic dehydrogenase , LDH) J|- 5, 45 b 2%
HXR=2 PMREZERKNR; (4) L3 NHL, £
SEALHE LBL BL | [] 745 K 240 B bk T2 983 LA S 9k 78 K B
MBI 5 (5) HRBRH A J5T R T 250 1 482 B
PASORS RS R
1.2 i

IO E WP ) AR 0 i R 23 3 Zh R A
( performance status, PS) 343 B JiE bk . LDH /K-
BRI 5 $8 4% ( international prognostic index , IPI) 3
SrAEIRIRBERE, B CSF-C 1 CSF-FCM 46 il i 25
CSF Hr A 11 4 i S 35 38 AL, bE 38R ol 3 A
NHL & 34X 2 B2 Wiy BAPESR, S A P Fh Oy ik 5
SR AR G R B REAR B IMTE LDH 45 AH 3¢ i
REE P

Fi A AL E AT IE 2RI R CSF, B 8

284

i) CSF 432 2 4y, B3 2 ~3 mL, 43 5| i] 3+ CSF-C
J% CSF-FCM #i#¥, (1) CSF-C  Hifef CSF $RAs,
2 000 r/min 0> 5 min, F F1EW . %A CSF JlIE
WA, B T4 CkFETR IR, AR T, CSF-C
Yefa K A - ¥ - Wi ( May-Grunwald-Giemsa,
MGG) Yefip: Jei Fulgg . (2) CSF-FCM ]
AN B, R TR AR R e 0, I3 SR
R I 20 WL DL Hi A sl [7 28 %k B (4%
1. CD45, CD20, CD22, CD10, CD5., CD19; 4 2.
CD45,CD2 ., CD3, CD4 ., CD38, CD8 , CD15, CD13
CD117, CD33., CD14; 4§ 3. CD45, CD16, CD64 .
CD11b, CD34 ., HLA-DR, CD45 ., Kappa, Lambda
CD19 .CD45 .FCM7 ,CD13 . CD23 ; 4t A J% [7] 5 %o I
Y5k B T2 [ Becton-Dickinson A H] ) ., i fif CSF
PRAI B0, 1 000 v/ min 5 min, 3F B, 7ERIK
B 17 CSF A4, TR A e < 1 % 10°/miL,
H80 wL B0 )5 CSF ARA, 3l A 3 S 4%
i 28 T R A 21U (PerCP-CYS. 5 |
FITC .PE ,APC .PE-CY7 .APC-CY7) ., RS )G =&
WG F 15 min, FAIA 1 mL PBS JB 2], fik #
1 000 r/min 5 min B0, & B, VR 2 K. 2041
A 200 L PBS F LA, {# ] Becton-Dickin-
son 2\ 7] FACSDiva Version 6. 1. 2 A4 34720 ¥ o
(3) FHMEFRE  CSF-C #a I & X%T CSF 4 i i 2
2WF5E, CSF vk HL9R 41 Jifd 72 12 I8 1) P — ] S 4K
f5" . CSF-FCM 4 ¥ 3 B [ 44 W 45 £ WHO
(2008 ) ML R EL 95 7326 4th Edition #£177328, 12
P LA i 5 Y FCM. 45 53 7 0 FCM. B
CSF AR I, FCM ARG 3] 5 1 e 684 5 CSF IR
MBI CSF, FCM 535 #5284 L i & 141 4
L ZIE 240 B L A5
1.3 Giteeirik

DU RS TR ™ R B A R 7 32 14 A
P ; CSF-FCM A BH 1= 55 1 DR AH 56 XU PR 3R 1Y) 0%
] Logistic 1] 5 73 8 5 W9 Ff A6z £ 75 32 — BovE
kappa i Ji; P <0.05 W EFHGEIT¥E L. &
SPSS 19. 0 GEit #4534

2 #R

2.1 CNSZZffFu

CSF-C 5 CSF-FCM #:1l] NHL g% CNS 52 2
R RO B 500 0 BIFN S 1], 218 B350 531
%50 1 27.8% , CSF-FCM 2Kt NHL % CNS %
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FRHHER ST CSF-C, 2R AR # R (P =
0.045) . NHL B #4E# <60 % Ann Arbor II-IV
W1 A B JEIR S LDH J} 5t , CSF-FCM {); F CSF-
CC,P {E 43 513 0.042 0. 041 0. 021 ,0. 029, I, %
L,

k1 WHFTESEROAEREZRIER(n)

Tab.1 Clinical data of the patients
detected by the two methods
i P 2 N CSF-C CSF-FCM ‘P
+ - + - (fisher”)
PESI
5 13 0 13 4 9 0.096
B’g 5 0 5 1 4 1.000
R
=60 % 3 0 3 0 3
<60 % 15 0 15 5 10 0.042
Ann-Arbor 438
[ ~1 4 0 4 4
m-~WN 14 0 14 9 0.041
PS ¥4
0~174% 12 0 12 9 0.217
=2/ 6 0 6 4 0.455
B AEAR
A 7 0 7 5 2 0.021
T 11 0 11 0 11
LDH
IEH 9 0 9 0 9
T 9 0 9 5 4 0.029
i)
B 2] I o 11 29 0.476
T 2 70 7 3 4 0192
J R R
ok 0 0 10 4 6 0.087
4ioh 8 0 8 17 1.000
IPI P43
0~2 13 0 13 4 9 0.09
3~5 5 0 5 4 1.000

2.2 NHL #3#% CSF-FCM %%

CSF-FCM Al MR 5 4R 56, -4 (24 +
16)% (1t = —2.255,P =0.039), 7 54 B sk
(x* =10.879,P =0.001) }% LDH J}#& (y* =6.923,
P=0.009)F X, W3k 2, ARAppIZ CSF-C i
PR AR WBHPEAE A, BT AN REHE BT FCM. )2 4 ift 2%
PR 07 AR 12 B NHL {240 CNS I — 2P 1)
W& FE . CSF-FCM Al FHA % 5 6 855, 245 &
PRI S 4 Bh A 4, BB NHL {2 4L CNS (1 2
B, 1 5k 48 2 Lotk (ZEZLIR VR IE K B 41 itk B2

) I L - AL 7 % 5 4% bk S B0 Ak E2
), UL 1 - B2 flEE T2 W CNS Z )52 ~3
HWBET,

%2 FCM 5 R B & [ )3 247
Tab.2 The regression analysis of

FCM with clinical factors

CSF-FCM
Il R R % e o
e 0. 648 0. 209
RIS 0.039 -2.255
Ann Arbor 4331 0. 160 1.978
PS ¥4 0.710 0.138
B ek 0. 001 10. 879
LDH 0. 009 6.923
2t e Sk U5 0. 255 1.298
IPI $43 0. 648 0.209
JRUR A (45 Y RIZE A1) 0. 196 1.675

3 g

CNS R AL e Al 78 25 4 ik L i ™ I R, 5
SEURET: T BRI R & A CNS
ZRBEPR AW A 2.4 ~44 AP K
CNS ALY NHL 825, g 6 2 12347 53R 7 i
JE PR b 2] 75 52 54k NHL {270 CNS [ 12

TR 25262 5 2 2L 2 50, CSF-C 4
i e — 7 M4 S, #5200 v B A, DUJAR X
FARUERA I 45 11 A ZH 18 iy CSF frAs i, 4
CSF-C #5854 2 BLPHPERE AR, T CSF-FCM 46 45 %
BLS BBAERT 0], 7T LA & CSF-C 46 25 1 R BR
P, RO Z . H R FREA B A, i A REXT CSF-
FCM J% CSF-C Wi ffi i £ 75 112 I NHL {24 CNS
HEAFPEM

UTE S KA A LA X I, e e B HO0 4%
Ptk L 2 W AN A B WA PeE EVEH . Hegde
U 2 R FREE S B A T iR 2 MR 2510 %
{8, FCM A K00 A 17 B0 I 487 A M 4 i, 78 CSF
S AR 0. 2% WEATE R AG Y. FCM 4y
FHURR, ARG 1 S O BT B 2R, TR SR S B 4
FEAS o5 bk 200 2 % 0. 01% , A4 18 {3y CSF
FrA A G W FCM BHAE Ry 27. 8% , i fe 48 45
il A AE % BB I 19 CNS 3242 B REAS By 2
1], T 3% Wi 9] E 5 28 CSF-C Kt 94 WL 53 | CSF-
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20120802CJF-1 20120802CJF-1

SSC—A(x 1.000)
50 100 150200 250

102 10 10* 10°

10° 10> 10° 10*
CD45 PerCP-Cy5-5-A CD19 APC-Cy7-A
Tube: 1
Population #Events  %Parent %Total
Al Events 10.000 #1000
~ Pl 1.120 12 12
@r 262 24 26

A: bk, 48%, WIS ZEFUIRIRIERBIK R, IR AUl M A AT ILP2 2 CD10+

LA, AW Lambda+ . Kappa—f 5 og B Bibk 2
PLl: A BRAS AT Rk B 20

P2: FIKCDI10+. CD19+, CD20+. CD22+(Bitk L4
P3:. FikLambda+. Kappa—ﬂ@iﬁﬁémﬁaéﬁﬂﬂﬂ

20120903YSQ-CONTROLLI

0 200 250
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SSC-A (x 1.000)
100

50

e

N e ) B i R A
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S
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< <
— ~ 2 l;\ I
> &) e
I e hi =
o &= ISP =
= =35 == é
b o o & <
_— Sl L U
Lt R M K 10° 10°10° 10° 107 10°10¢ 10°

Kappa FITC-A Kappa FITC-A Lambda PE-A | ambda PE-A

#Events
4

Population

|

YoParent
28.6

% Total
0.1

CD19+, CD20+, CD22+HYBilk

Tube: CONTROLI

Population #Events YoParent  PTotal
Il All Events 10.000 H#iH# 100.0
-l Pl 203 2.0 2.
I P2 8.718 87.2 87.2
=1 Q1 53 0.5 0.5
=02 62 0.6 0.6
=X} 9.844 98.4 98.4
B Q4 41 0.4 0.4

B: Bk, 7%, #i2 kR R, AR T DR A, (AR 87.2%, EELFKIECD2, CD5,

CD3. CD4, CD8. CD38,
P1: AR L AR

P2 JFE4h4iie, FERKIACD2, CD5, CD3, CD4, CD8, CD38

H 1
Fig. 1

FCM JESE 2 CNS (RAL ) 34 70 3 Fi2 W CNS 52
22 ~3 AT, SxXmkiE —&%" " A4
CSF-FCM £ Wi FA1: % &5 F CSF-C K2, 7] I, CSF-
FCM eI NHLCNS (R AL B2 W7 B M 8 L 4 ifg 2
15, EAE Ty R CSF [ 725 , BEXT 4t Jfd 2 i ] ¢ 45
P IR 25 T A 7S

ARG 1 172 B Ak T ik B R
S Ik 9% R L, £ CSF-FCM 4% #5 3iF 52 CNS %%
12, J5 41 240 B o7 R IO P /Y 87. 2% , FEE K Gk
CD2 .CD5 .CD3 .CD4 .CD8 .CD38, 4275 T 4Lk
T8 1) K B 4 LRk B 9% . R L, CSF-FCM £ #x g
$&78 NHL thXsZ {2 50 B 35 T 40 f R I, il R iR
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NHL & # CSF-FCM [ % i 8 i A
CSF-FCM results of two NHL patients

SR EEIE AR S .

S5 R BRTER I NHL {242 CNS i}, CSF-FCM
AT e R TG A7, AR <60 % |
Ann Arbor M-IVH.7& B iEIR & LDH F & F %,
PRl AR R A v, 0 e BEVRSE CNS 4241, 17 CSF-
C R KB UIIESE 1) NHL J5 1], /A7 CSF-FCM
Kt , il fE SE 28 Zp AR BUZ W i als
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RS s AR R S B ALY Y BRI SR FL S R B ROR R & A R S A AT L. SR BT 12 ~T78 4

H 4 FAAFFR 100% ,3 )& AT GRS (4. 6% ) 7 FESEFRIR N [ ~ 11K RN (87.7% ) J 1
FEE RN (46. 1% ) ST FERERIR M RIAA T ~ T EBREI0H (86.4% ) . 1 ~ 11 BN ALIE KV (88. 1% ) I

I ~ MR A (74. 6% ) s 75 RABORILR 57 51(88% ) s A& 8 #(12% ) . &5ik: 1 ~ IFLIE R ETT

PRAF ARG 5B BT r s € , BRI RN W] LA 32 1897 4R IE FLB i B R R 1T

[ RSR ] SLIR AR s ORyT i BN s Ab2pyr il i MR R5L; BUs

[RESES] R737.9 [ XEERIREE] A [XEHS] 1000-2707(2015)03-0288-03

Application of Adjuvant Chemoradiation in Breast Cancer with
Stage I ~ II after Breast Conservative Surgery

LUO Daiqin, RAN Li, CHANG Jianying, HONG Wei, SU Huiqin, LI Fenghu, LI Jiehui
( Department of Breast and Gynecologic Oncology , Guizhou Cancer Hospital, Guiyang 550004, Guizhou, China)

[ Abstract] Objective: To observe the effect of adjuvant chemoradiation in breast cancer with stage [
~ Il after breast conservative surgery ( BCS). Methods: Sixty-five patients of breast cancer ( [ ~
Il ) received treatment of breast conservative surgery and the combination chemotherapy of anthracy-
cline or taxane were adopted in postoperative therapy. The intensity modulated radiotherapy ( IMRT')
was used for the whole breast irradiation in adjuvant radiotherapy. The toxicity and side reactions,
breast cosmetic result, local recurrence, distant metastasis and overall survival situation were ob-
served. Results: After follow-up of 12 to 78 months, it was observed that 4-year survival rate was
100% , of which 3 cases appeared distant metastasis (3/65, 4.6% ). In radiotherapy the major acute
toxicity and side reactions were | ~ Il degree skin reactions (87.7% ) and | degree myelo suppres-
sion (46.1% ). The main side effects of chemotherapy were | ~II degree myelo suppression (86.4% ),
I ~ II degree gastrointestinal reactions (88.1% ) and Il ~ Il degree hair loss (74.6% ). In breast cos-
metic result, 57 cases were excellent, accounting for 88% . 8 cases were unsatisfactory, accounting for
12% . Conclusions: The curative effect is certain for I ~ I stage breast cancer treated with BCS plus
adjuvant chemoradiation. The toxic and side effects are mild and the breast cosmetic result is satisfac-
tory.

[ Key words ] breast cancer; radiotherapy, computer-assisted; chemotherapy,assisted; breast conser-

vative surgery; prognosis
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FUBRSE S Lo DL R R, B LR I2A
KPR R BB XS SRR TR K, T ~ 1T
WFLIE AR ZL TR (BCS) B W H R4/ v 1
Bt o FUIE BCS il Bl Ay 1o 1~ 11 7L
JIRIEE AT T 1 2T B, 5 R AR A A R 1Y
W BORSS T 3L IR IR e 8, 3R i 1 3L
BEAEIE T . AR 65 B 1 ~ I IFLIRE
TP S A AT DR LT AR il B A 1 S8 i R
IR R S A T R R

1 AR5

L1 IR

2007 4F 1 A ~2012 4F 10 H 2 BEAG £ ] 5
W T~ I LR 0 1 8 o 1k
B 65 Bl 16 ~74 %P1 (46 = 1) &5 4145 25
1, 45 2217 40 il 5 1393 34 5] (52.3% ) , 11 4] 31 45
(47.7% ) s Bl Jgg (5 F 200 37 451l , A 28 )5 b B 5%
BR 42 5], SN T 2BR 3 B, N _ERER 16 B, R R IR
44 A AT R E I TR, ARG U4 I
65 1l , A7y T 65 1], #% it 2005 4 St Gallen 231845
B, AIT 59 il Ay 45 S AR R 2 I Bl 1
FENMIBIRIT , NI UEATT S50 B
1.2 F

T 75 SR IR BT 3R + PR I M sl 2 ol
RIK A IR N7 512 DU MB8T5 SR Ak)T 4 ~ 6 Ji
W1, ATy 45 AR SR FH IR 58 07 AT 4 3L s TR A

555, LIRS 50. 4 Gy R[N & %260. 2 Gy,
¢ CTC3. O FRifEPEAN 1T 75 8l )N, 4% RTOG A3ifE
PN TRERI RN . IR A I TARE 2 4E
3AAEE VR, UGEFEERE 1 IR, &
H ARG AR (L5 ROV ) M JEH B
B4 B AR S BT FL 5 g 2R (MRI) K5
75, BRI AT o FL e RO AR .
A, BRI FL 3k KT 5 BEAH 25 <2 em SME
SR JC A & 22 5 ANRIE H L JCIRIR BT S EL by
ARSI TS TG 22 50 B R R IE 5 B, XX
FUXFR FEL Sk ZKOF 5 B A 22 <3 em SN SEA
TEH /N T 2 S R R DU 2
MCFL B R %R 7L Sk KO = A 2 2 ~
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2 #R

2.1 EMIRENE SO

Oy ER AR RIS T~ I B2 S
(87.7% ) Je T FEABEM ] (46. 1% ) ; A7 T2
RIS RBN T~ 1A fEim il (86.4% ) I ~
I 32 98 A3 F i (88.1%) K I ~ I JEE Jid
(74.6% ) , FEWLA 1o

&1 FUBE R ILARJE Bk LT o 3 B RN

Tab.1 Toxic and side effects about chemoradiation therapy after breast conservative surgery
e TR (n, % ) 7RIV (n, % )
KA
0 I 1l 1 0 I I Il \Y

HHEH 3(47.7)  30(46.1) 4(6.2) 0(0.0) 0(0.0) 0(0.0) 22(37.2)  29(49.1) 7( 11.9) 1(1.7)
B % 6(100) 0(0.0) 0(0.0) 0(0.0) 0(0.0) - - - - -
B RS 0(0.0)  22(33.8) 35(53.8) 6(9.2) 2(3.1) - - - - -
THALIE R - - - - 3(5.1)  14(23.7) 38(64.4) 4(6.8) 0(0.0)
i % - - - - 0(0.0)  15(25.4) 18(30.5) 26(44.1) 0(0.0)

T - RS b

2.2 FLERARCR TOR AT ] S A AR
YA R e a3 H I BE L A ROR AT
I RARERIA ST B, & 88% s AN EH 8 B, i
12% . FfV5 12 ~78 A~ H P ALEE VI FE] D 41. 1 4>
HBEVSIMIIEA 3 Bl i Bl b 5642, 2 fil7EIR )T
LERUR S 21 22 DA RAEEHRE 1 RGOS
5 32 AR AR RS R A5 Fe A% . BV

AR FE Ny 4. 6% , BEVT IR TR T 84, B
WAL R 100% 5 BET 1 18] B A 18 0 R 8 52
K SRRy 100% .

3 it

SRR PR UL R B, 2 T Lotk
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The Curative Effect of Donepezil Combined with Nimodipine
in the Treatment of Vascular Dementia

WANG Lu, FU Rong, ZHAO Jing, LI Chang, PENG Zhongyong
( Department of Neurology, the Second Peoples Hospital of Guiyang City, Guiyang 550000, Guizhow, China)

[ Abstract ] Objective: To observe the clinical curative effect of donepezil combined with nimodipine
in the treatment of vascular dementia. Methods: Sixty patients with vascular dementia were randomly
divided into observation group ( donepezil combined with nimodipine) and control group (single done-
pezil group) , the patients in control group were given oral donepezil (5mg/d) every night before going
to sleep; based on the treatment of control group, the patients in observation group was treated with ni-
modipine tablets 30 mg tid for 8 weeks, all the subjects were followed up every 4 weeks. Mini mental
state examination (MMSE) , the clinical dementia rating scale (CDR) and daily living scale ( ADL)
were used to evaluate the curative effect. Results; MMSE, CDR and ADL scores in the observation
group were significantly improved after treatment ( P <0. 01, P <0.05, P <0.01). MMSE, CDR
scores in the control group were significantly improved after treatment (P < 0.01, P <0.05), ADL
score was decreased after treatment in control group, but the difference was not statistically significant
(P>0.05). There was no serious adverse reaction in both the two groups. Conclusions: The thera-
peutic effect of donepezil combined with nimodipine in the treatment of vascular dementia is better than
single use of donepezil hydrochloride.

[ Key words] dementia, vascular; syndrome; donepezil; nimodipine; mini mental state examination

M PERI R (vascular dementia, VD) 288 4 FRZEGAE, B2 BRIES 2 A7 AR S AY, I [
Flv g 1fiL %% 9% ( cerebrovascular diserse, CVD) flr E [ K VD W ARMR AR R &S T EE, KE

P25 R TE] 2015 =03 =19 4% H Rt dil - hitp : //www. enki. net/kems/detail/52. 5012. R. 20150319. 0958. 016. html
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LT MEEH Xf B 2H
n 30 30
HYE(n) 17 18
W (Z) 71.8 £6.4 73.2+5.9
SHE W (4F) 6.4+4.3 6.9+5.1
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TATE 50T AR B 36 4], ASA 232 T ~ T4, ML AT IRAL (A 41) (RIS 2F R4 (B 41) A7 EFERRE
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M, EZFAGEI2EE (P <0.05) T, B &1 C 41441 SBP . DBP & HR BELF A 41,BIS{RF A B Widl, 5%
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Effect of Dexmedetomidine on the Hemodynamic and BIS during
Anesthetic Induction with Sevoflurane and Tracheal Intubation

XIAN Shuyue, ZHOU Miaomiao, MA Min, WANG Chengyao
( Department of Anesthesiology, Zhongnan Hospital of Wuhan University, Wuhan 430071, Hubei, China)

[ Abstract ] Objective: To observe the effect of dexmedetomidine on the hemodynamic and BIS during
anesthetic induction with sevoflurane and tracheal intubation. Methods: Thirty-six American Society of
Anesthesiology ( ASA) physical status I and II patients, undergoing selective otorhinolaryngologic oper-
ation under general anesthesia were randomly divided into three groups. Group A received saline solu-
tion 15 minutes before anesthetic induction and fentanyl 2 pg/kg during induction; Group B received
saline solution 15 minutes before anesthetic induction and fentanyl 4 pg/kg during induction; Group C
received dexmedetomidine at an initial dose of 1. 0 wg/kg 15 minutes before anesthetic induction and
fentanyl 2 pg/kg during induction. Patients of the three groups all received tidal breathing induction
with sevoflurane. The hemodynamic parameters: systolic blood pressure (SBP), diastolic blood pres-
sure( DBP) , heart rate( HR) and BIS were recorded at four time points: the moment before the use of
saline solution or dexmedetomidine (T,), the moment before sevoflurane induction( T, ), the moment
before intubation(T,) and the moment after intubation( T, ). Results; Compared with T,, SBP and HR
of Group C at T, were significantly lower than those of Group A and Group B (P <0.05); SBP of
Group C was siginificantly higher than that of Group A and Group B at T, (P <0.05); At T,, SBP,
DBP and HR of Group C were significantly lower than those of Group A (P <0.05) while BIS of

FEEEIE ] RBUR A ERMIFE AR Z0MITH (No:2042014kf0188 )
*OMAEVE#F E-mail:my - 307@ 163. com
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Group C was lower than that of Group A and Group B (P <0.05). Conclusion: Dexmedetomidine

can reduce BIS value and make the hemodynamic stable during the induction with sevoflurane and tra-

cheal intubation.

[ Key words ] dexmedetomidine; sevoflurane; bispectral index; hemodynamic; intubation ,intra tracheal
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H,EZFAEGIFEL(P<0.05), T, Bg5 T,
Bf i bbdss, A 415 B 41 [ 3 %) SBP DBP HR  BIS
i F AR, C 4B H L SBP 5 BIS & 2 5K, 22
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Tab.1 Comparison of BIS, SBP, DBP and HR among the three groups
a1 BIS SBP (mmHg) DBP (mmHg) HR (X/min)

T, T, T, T, T, T, T, T, T, T, T, T, T, T, T, T,

95.3+ 96.0+ 43.4+ 46.9+ 126+ 127+ 86+ 148+ 69+ 68 54 77z 65+ 69+ 64+ 87z
A4 L6 1.3® 5907303 94 23 1503 313 13 4 11D (590 15 u® 90 @3
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L2 1L9® 518 9™ 18 16 20® 36 11 12 9™ 6@ 9 8% 1n® 13®
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T8 39 62" 88 16 18 151" 15 10 12 13 10 13 8 8 8

W SN T, WA R, P<0.05;% ST, IS, P <0.05; 5 C 4 —m & ke, P <0. 05

PRI 50038 14 728 A ) i 3% L 2% 0 Mg 14 7K SF- S A
— B AT SRFERRE R — R R ALY | e AR
(9 o, B EIRRZ AR BESI A, a2 HE E R
FAEAN GRS R, 7 A B IS S 425K
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FrEkb e A SEHERRE I, RE IR 31 B A AR Y LI
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FEWKAE 5, (B I O R L 3E IR, 5 Kunisawa
SRS R — 5. C 4L R SR L
R L L 5 0 ARG B DN, WL RR S T AT 40 T
1 g/ kg G 77 42t A7 SR E REAS (oL R E IR A BR
P 4 e O AR LU Bl ) A S AR

BIS a] F 5 7 S i 00 KMl 14 BRI 2, BIS {H
LS BRI B AT R — S B
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MR EE R bR o AR AT AT ST C 4l
BIS {H i 3 FEAR (P <0.05) o i UV HH )5 C 4
BIS {HJCW] A2k, A ZH R B 21 BIS {H 546 & i 7+
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[ ZE] BEY: HEHOB T WO & ML B F AT RCR BN . 5% AR R AR 245 69 70 {31 25 15 26
AL A R RRLL AN T B4, P Y332 5 B2 iR YT , T B R 29 iR Y7 () 38 al i AT 5 R 25 &0 BT 15 B
PR DUR RN AR 2R (HAMD ) P74 R AR 16 il B B i 3R (SWLS) 1%43, - W8 7 il i ML, 43 AT
PR T 757 100 AR A AR 28 ALV R DL R R A R2 R . ZE R 2 3T 5 JRUE , T4l HAMD P43 iy (24. 14
+£8.08) /0 FREZE(12.91 £4.27) 4y, SXTHRAL L, 2 7 A Gil 24 X (P <0.01) ; T4l SWLS #¥£43H (15. 88
+4.27) MRS 20 (26. 15 £2.95) 43, SXTELL LR, 22 A G2 B L (P <0.01) 3697 )5 T B4l P34 e 1 2
FFIKIE S5 F R (21. 08 + 14. 38) mmHg F1(12. 88 +8.77) mmHg, xﬂﬁéﬂ%@uﬁmﬁr&ﬁ%&ﬁ%wwz 42+
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Effect of Antihypertensive Drugs Combined with Psychological
Intervention on the Blood Pressure, Depressive Emotion
and Life Satisfaction of Hypertension Patients

ZHANG Shilei', WANG Dong”, QUAN Wei’
(1. Mental Health Education and Consultation Center, Chargan University, Xian 710021, Shaanxi, China;
2. Drug and Equipment Section, The 15th Hospital of PLA , Wusu 833000, Xinjiang, China;
3. Mental Health Center of Xian City, Xian 710061, Shaanxi, China)

[ Abstract] Objective: To explore the effects of antihypertensive drugs combined with psychological
intervention on the blood pressure, depressive emotion and life satisfaction in hypertension patients.
Methods; Among 235 patients with essential hypertension, 70 depressed patients were selected by
Hamilton Depression Scale( HAMD) and The Satisfaction with Life Scale (SWLS) , and randomly di-
vided into psychological intervention group (n =34, receivng routine treatment and comprehensive psy-
chotherapy for five weeks ) and control group (n =36, routine treatment alone ). The blood pressure,
depressive emotion and life satisfaction were compared between intervention group and control group.
Results: In five weeks after treatment, the depression symptoms and the level of satisfaction were sig-
nificantly improved in psychological intervention group. The HAMD score dropped from 24. 14 + 8. 08
to 12.91 +4.27 while the score in control group was 22.55 +8.51(P <0.01) ;The SWLS score rose
to 26. 15 +£2.95 from 15. 88 +4.27 while the score in control group was 17.52 £3.95(P <0.01).
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The mean systolic blood pressure (SBP) and diastolic blood pressure ( DBP) decreased by (21.08 +
14.38) and (12.88 £8.77) mmHg in psychological intervention group, while in control group the
SBP and DBP were decreased by (2.42 +8.92) and (2.31 +8.17) mmHg respectively. Conclu-

sion: Comprehensive psychotherapy combined with antihypertensive drugs can effectively control the

blood pressure, alleviate depressive emotion and improve life satisfaction in hypertensive patients.

[ Key words | psychotherapy; intervention studies; hypertensive disease; depression; life satisfaction
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1.2 i
1.2.1 PFETH  (1)HAMD £ 8/ KR L A
HONHIERG  H AR GRS | R IR R i 246 B 7
KA TR 324 M EH, R0 ~4 4315
PRI A5 R B B, B <8 g, T
PHRREAR 5 B3 > 8 43, WA MAERAEAR ; 3 20 77,
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s TS 7RI 4T X BRA, P 2H 744 [
P, ZZ A i (P <0.01) . WAk 1,
*1 WAghEEETHRTANE
HAMD F 4~
Tab.1 HAMD scores of hypertensive patients before

and after psychological intervention

SWLS Z3(E 4234 0, A5 3 3 SR A B 0T #a s 1
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Tab.2 SWLS scores of hypertensive patients

before and after psychological intervention

HAMD 43 (43)
ZH 5 - t P
TRYTHI BT
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P >0.05 <0.01
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Tab.3 The mean systolic blood pressure and diastolic blood pressure of hypertensive

patients before and after psychological intervention

s Wi KR
ATl ] z WTH e P
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CERF =B % B in I 12 14 PR 2 X A K = 1 A
EHARY R FA1E AL

MEM, TLE, TR

CECORTI AR BE R FPIARL, WAL B3 441400)

[ Z] B89 MBI A5 BA Y7 X8 kB SE VR 5 2 PN 8] (AECOPD ) #8367 CUR Fi
ERBLE . 7% 96 ] AECOPD 835, B J X FRZH (n = 46) FIMLEEAL (n =50) , XF BRZH 457 COPD ¥ #ilif
97 WA TE  FLR T LA A L S e e R iR YT, LR BB 7 1T 5 0035 9 B (MDA) (4 e | ik 48
1LY ( GSH-PX) & i M S AL W B AL T (SOD ) 35 /K, Al B LB I 41 AECOPD f8 35 iR 7 1l J5 5k A R
(RV)/fifi &8 (TLC) |1 A I fifi 1% 4 (forced expiratory volume, FEVI) 84k, R : HIRJTATILEL, 167G P
AECOPD f£3% MDA RV/TLC B &A% (P <0.05) ,GSH-PX . SOD 35K LA K FEVI Bl @ 15 (P <0.05) , HR
AN IS bR A I B P A T X BRAL (P <0.05) . 45i8: LWl Bea iR Frimad il 40 B i, 4815 GSH-PX |
SOD 23K 45115 SR AL N SR N, T s AECOPD S8 fifi T fig

[RBER ] ZBERE R A 5 AALRI; 1 PEBHSEVER SO I T s MohRe; P9 LA ; 2k
H R E ALY T

[E9HEE] R563.1 [SCHEERIRAE] A [XEHHS] 1000-2707(2015)03-0301-03

Treatment Efficacy of Fluimucil in Adjuvant Treatment of Acute
Exacerbation of Chronic Obstructive Pulmonary Disease and
the Effects on Oxidative Stress, Pulmonary Function

HONG Kefu, WANG Shiguo, DENG Aihua
( Department of Respiratory, Peoples Hospital of Yicheng City, Yicheng 441400, Hubei, China)

[ Abstract] Objective: To investigate the curative effects of fluimucil in treating acute exacerbation of
chronic obstructive pulmonary disease (AECOPD) and its mechanism. Methods: A total of 96 AECO-
PD patients were randomly divided into control group (n =46) and observation group (n =50), the
patients in control group were given routine COPD therapy, on the basis of treatment in control group,
patients in observation group were treated with fluimucil, the levels of malondialdehyde (MDA) , glu-
tathione peroxidase ( GSH-PX) and superoxide dismutase (SOD) were detected before and after treat-
ment. Residual volume (RV) / total lung capacity (TLC) and forced expiratory volume in 1 second
(FEV1) were compared in the two groups before and after treatment. Results: MDA levels and RV/
TLC of the two groups were decreased significantly after treatment (P <0.05), GSH-PX, SOD levles
and FEVI1 were increased significantly after treatment (P <0.05) ; and the improvement of the indexes
in observation group was more obvious than that control group (P <0.05). Conclusion: Fluimucil
can inhibit oxygen free radicals, increase GSH-PX and SOD expression levels and regulate of oxidative
stress reaction, thus improve lung function in patients with AECOPD.

[ Key words | acetylecysteine tablets; oxidative stress; acute exacerbation of chronic obstructive pul-

< .“ aQ ; © £} 3 ; s .( ; Q 3 1Q aQ ; P 3 3 aQ
monary disease; pulmonary function; malondialdehyde; superoxide dismutase; glutathione peroxidase
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A8k B ZE 1 i 5 56 ( COPD)) LA I B /< 3 3%
B A e PRAAE , 3 DR T 5 2 2 PN T, o B %
W AR L L B R 2 S R, P A
SEemEFR M . COPD Zi i = 5 ( AECO-
PD) AT 5 I AR IR 5 5 g 508 oy 45 7% i O
RAE W RT3 Y L ARG R B, I AR
L RTIR REAE COPD % A ] Ak e B %
TERS . BB AR A (R ERNE ) T2 N Bk
kSR (NAC) 25 fk 2 1 43 # 8, NAC i 5% [ fig i
J5U GSH A&, & BA 16 PR GSH., DT fi 2 it
GSH ik /K-, Ml 4 = R B B AR AR A7 o AR
FEX 50 5] AECOPD 8 %% 7  HLIG YT B HE Rl 1 4
LAZ BB F AT, WEQAYT G B A AL %
DL BT RE AR AR R A AL, B T

1 H{HRITTIE

1.1 ook

2012 4E 3 H ~2014 45 H AR 96 5] AE-
COPD i3, & Befe B Ze D o b, f8 3 45 8 s
Ao SRHBENLIT 2353 X B RIS 4, X
M2 46 5], 55 22 5], £z 24 5], 45 ~76 %, V-1
(65.5+8.7) % , 2knE A1 ~5 d, FIfFmi
JE 12 ] G 0o 15 1) PR 6 ] O AR 12
i W€ 2H 50 4], 55 25 5], 2 25 4], 44 ~83 % -
¥1(65.8 £8.6) %, S ME L 2 ~5d, G HAE &
I 13 451 Fefac i 12 1) BEDRYE O 4] oA SR 10
5 P AL I R — e R L 22 S i it 2 B X

(P>0.05),
L2 3Ay7JTik
Xt BREA 25 T Sk SRR B 7 2 P4 R PUSSR

7, 2.0 g/ U RER 2 U, WK AU 5 KA 1% 0. 2 o/
WGHR 2 UG R RN (U34S 50 pg #l
PIERFE R 100 pg) WA, BEK 2 U IR N HE
a7 80 g WA, % 8 h — K% COPD # RHLIGYT,
[Fi] Fof e Sl AR B S e diiln] 4k C S HAb A A
251, WEEAAE COPD 5 HLIGY T BLhl 4 DL S BE
JDEEIR i 600 mg, B 1 YU, IB9T 15 d,
L3 WEAESR

CRIRYTHT G AECOPD (835 3RS i (RV) /Jifi
B (TLC) (1 #0717 £ (forced expiratory vol-
ume, FEV1)  AECOPD 5 #3497 i 1t R s
JEERDK I S mL, >R FARACES e 2Rk i 208 Ak
it A2 LG 61 4 1 I E 1T MDA (GSH-PX 5
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M SOD iy (R &3 W A M U s AE o
B o
L4 Geilink

KR 1 SPSS 13. 0 #AFGEHH b, T BB
PA(w +5) R, 4L FEBOR T ¢ K, THECSORELA n
(%) 3, B ELBCR T K, P <0.05 2
SR E N9 8

2 #R

2.1 MDA GSH-PX & &% SOD 1% 5

IRYTHT, B4l AECOPD i3 Ifil & MDA (SOD |
GSH-PX [1#2, 22 R gt 27 L (P >0.05) ,i/)7
&, P4l AECOPD % MDA &A%, 1 SOD . GSH-
PX i, WSS 2H 3 145 A A8 Ak i B2 K T % R4
(P<0.05), i1,

&1 T4 AECOPD [ % 457 1 /& MDA |
SOD .GSH-PX [ % (x £5)
Tab.1 Comparison of MDA, GSH-PX and SOD
expression levels of AECOPD patients between

the two groups before and after treatment

4% Bt MDA(mmol/L)  SOD(U/L)  GSH-PX(ng/L)
VB JGITHT 8.16 £2.14  65.47£10.63  140.39 +32. 09

BTG 5.48 £2.861%79.58 +8. 68" 2167. 43 +41. 58V
SHHRZL V497G 8.13 £2.15  65.41 +£10.49  140.33 +32. 01

HIFIE 6.33£2.94" 70.28 £8.49" 150. 02 +40. 63"
O 55 EIATT T, P <0. 053 5% IR 2[Rl i B L4, P
<0.05

2.2 RV/TLC.FEVI1 [iliZREFE bR

IRJTRT, W2 RV/TLC FEVI LA, 22 5
TG L (P >0.05) ;{7 )5, RV/TLC FEVI
S5 S BEFEAR Y I, ELL 2 A T ) A
TR (P <0.05) , W2,

&2 WAHBYHE RV/TLC FEVI
SR S ACET))
Tab.2 Comparison of RV/TLC and FEV1 of
AECOPD patients between the two groups

before and after treatment

SH 51 i ] RV/TLC FEV1(%)

WMELH JRIFET 56.71 =11.19 50.63 £11.13
WIFE  44.09 £7.010®  65.77 +8.74"®

SHEEZH  JBYTHT 56.72 £10.21 50.21 +11.52
BIFE 51.69 +7.05% 54.71 +8. 11V

O 5 ELHIBT T, P <0. 053 5% IR 2[Rl i) B L4, P
<0.05
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hFAM92A1 7 A\ & s¥E 4 Ae A~ B B HA R tH By 3R 1%

¥
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(LE B2y e SR R0 0T, Wit 3 4420005 2. WAL EE 2520 Bk, #4E 42 442000)

[ ZE] By 55 hFAMO2AT 7 A\ E 5 HeLa 40 6 8 BB AR (0 2535 25 50 ik 3 UHE 35 Hela 40
i, O P L L k65 HeLa 40 M) 45 A0 T G130, M i i e A 1 WUREL IR 15 [ A6 T S G2 8, Bk Ail 2% BELIT 12 [l
LT MY, 187 P 540 ARG ) 45k , 137 ] RT-PCR. J7 246 hFAMO2 AT 75 A2 35U HeLa 403 A [7] J41
SRR IR KT o 3R U SO I 40 ) 5 AR AR G102k 77. 5% S 1K 85. 5% G2 {1k 61.9% M
14 44% ; FAMO2AL JEPRI 754 W15 555  IRAFME XS 5, LA S WIFS ik Ik . 4518 FAMO2A1 L[ 7 HeLa 4ii I A
I JE S AR G R A R 25 5

[ R$EIR ] P FEsi; ws g Hm

[HESZEE] R737.33 [ XakFRIEAD ] A [ ZEHES] 1000-2707(2015)03-0304-03

Expression of hFAM92A1 in Different Cell Cycle Time Phases
of Human Cervical Carcinoma HeLa Cells

FANG Juan', WANG Jun', GONG Jian', WANG Yan', RUAN Xuzhi’
(Institute of Basic Medicine, Hubei Medical College, Shiyan 442000, Hubei,China; 2. Division of Science and
Technology, Hubei Medical College, Shiyan 442000, Hubei, China)

[ Abstract] Objective: To investigate the expression differences of hFAM92A1 in different cell cycle
time phases of Hel.a cells of human cervical carcinoma. Methods: Hel.a cells were conventionally cul-
tured and synchronized in G1 phase using serum starvation, synchronized in G2 and S phase using
double thymidine blocking, synchronized in M phase using colchicine blocking, and synchronizing effi-
ciency was tested by flow cytometry. RT-PCR method was adopted to detect the expression of
hFAM92A1 in different cell cycle phases of HeLa cells. Results: Flow cytometry instrument detected
cell synchronization efficiency as follows; G1 phase 77.5% , S phase 85.5% , G2 phase 61.9% ,M
phase 44% . FAM92A1 genes were expressed in each period but with differences, the highest expres-
sion was in S phase. Conclusions: FAM92A1 gene of Hela cell expression in different cycle phases
exhibit notable differences.

[ Key words ] genes; cervix uteri; carcinoma; cell cycle

240 L 0 i i 5 SR AR ML AN — U 22y
HETREN T — U 220 2B A E S i e i
M AMIRE T2 2 AR, A 2 DR,
—AE GL/S WP ki, o5 — A& G2/M JWi5e 4
S AR R s s S BRI K . I, B
SRR S DR f e 4 e S B0 80 42 o ey £ FR T 9
IR A AL O B 2N 2 . FAMO2ATL JEP 2

*[FEaTE #1022 B )5 314255 H (No:2012ZRQDJ09)
*HAEVEE E-mail ; ranxuzhi@ 163. com

FERTHIBFE R B — LT Al R SE
TENZFIE # ALGVRE 41 80 b Tz 2350, T fE
Z AR o R SR ST Y S R e A
FEGUR — A B A SRR U A
20 L T T R B R AR A A S B 58 A B
hFAMO2 A1 78 N\ 35 Hela 41 AN [l J& i AH Y
FIRFESE, WWTTE hFAMO2AT FE [H 1) A= W) =4 1 fiE
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hFAMO2 AT 75 N 35 240 M AN [+ J SU3 s A 19 2k

BT S o
1 RS

L1 MRS

NE B HeLa 41 bk th A % R 47, DMEM K}
FrAE R4S A Gibeo 23], i Jl 15 WEAZ T Bk
JKALZE W H Sigma /37, Trizol g H Invitrogin, RT-
PCR 51 Wyh A T8 W, w5 50 & A - Pro-
mega , 240 J5 RGN 1250) G B LR AR MR R K
AIRAF Frifiildna CO, BiIe i RIS A&
UL (Eppendorf ) | 8] # & % 58 (3 ) . PCR X
(Eppendorf) \%)65E i PCR AL (ABI) , Y =04 i A
(FAC Scalibur) , 24N 66 EL(UV-3802)
1.2 Hela Zf0% 3% K [m 24k

i 10% Jif 4 M i) DMEM B 5% 3%, 5%
CO2 Bt G 3%, A0M0 4% & 90% I, 3R )] 6 AL
M, SO B KA T e g, GL 34 g ]
AR I MUEYVER A J7 ¥, 21 40 1 %5 & 3k 80% I,
ol e M B SR AL IR 42 h J U G Bi4af. S
S0 200 ) 205 A SR Pt g o W A U BEL BT V2% , 4 i
JEIK 80% I, A E AU EE N 2 mmol /1L i i 15 1
BRI RE SR LG FR16 h, 5 23R4k, PBS Uk 2 3,
Bl 10% Jifi 4 L5 1) DMEM 1 3% 4k, 5% CO,
IR B SR O b, FEAINA S R D 2 mmol/ L. Jiig
JIRRIERZ Y ) 1 IR AL B 97 16 h, F Ze B R 2k, PBS
PE2 4 10% i 4 1035 1) DMEM 35 5% 58, 5%
CO, F AP 3% 6 h 4R S W40 ; G2 4 i [w]
AR T 6 i I A% R BEL BT i, 76 55 — IR BT
UG HEFR O h W G2 AN, M I 4 ffd [s) 25 1k k%
FHRKIKALZR BB , 200 i fil 15 2 3% 80% I, 46 il Bk
IKANRLWSE N mg/LRYHEFRIE, 5% CO, K3R48
HIEFR T b E YR MBI
1.3 2400 5 40 R AP A A A

e S A 4N 75% HIVK 2,15 5 mL 4 C
[FEE 1377 ,1 000 v/min B.0> 5 min 3+ 3, 0 PBS ¥k
%,1 000 v/min & .05 min, 3 F W, il 100 wL
RNaseA 37 °C /K 30 min, i1 400 L AL P& (PI)
Yua iR AT, 4 °C 3630 min, FH 37 2 40 ARG ) []
HARRCE
1.4 45 RNA (425

WA 3] 1) 25 403 40 233 i 500 L Trizol Y 58
Iy AN, W E B G RNA B9 EP & v, i A
100 pL S5, EIEFHE3 min,4 °C 12 000 r/min B

O 15 min , IR B, INASFIARB R SN B, R B %
% 15 s, = iE#HE 10 min,4 °C 12 000 r/min & . >
10 min, 3% 3%, AT 75% £ F#E 800 pL,4 C
7 500 r/min &0 5 min, 7 _EH, T8 5 min, JIIA
JC RNA fiff7K 20 wL, Bt 1 L RNA #2218 1: 50 (1 [b
WA P22 A0 736G BE ARG I Ay F1 Ay HOMHL,
XF S RNA Y BE AT € 0007, 2 T I - 80 C
(e
1.5 RT-PCR

WS )25 AR 1 254 JRT IR B A 8 4, DAAS AU
kb3 HeLa 411 fifd % B, LL GAPDH N2, kil
HeLa 4fiffil ff FAM92A1 [ 351k, %8 Promega i
s U A5 A B 1 000 ngRNA A6l , &
PRFIR 20 wL, 308558 4544:,70 °C 5 min,42 °C 1 h,
95 °C 5 min, —20 CA#fF; RT-PCR, ¥ L b i % 5%
PRI RE 10 A5 )5 B2 L o AR, S S AR A
25 wL, B A4 95 C 2 min FiARPE:,95 °C 15 s,
55 °C 225,72 °C 20 5,72 °C 5 min,36 1§, G
WEEEIRE T 1255347 o

2 #HR

2.1 4 RNA 4lifif

A3 EE AR U e S B 45 AR, G A fH
H0.245, Ayy/ A HEIE A 1.915S # Ay, {H K
0.320, Ayy/As HEAE F7 2.01; G2 ] Ay, {H N
0. 224, A/ Angy HUAE 7 1. 95 ;M 1 A, {4 0. 106,
A260/A280 Hﬁﬁj@ 1. 96o %/ﬁ%%{%ﬂﬁiﬁ? 5 5\18
S28 S AN, H 18 S FN28 S KEELH R 1:2,
FW T RNA 2l EAR &, BRI 2 T — b S 2
Ko W T,

DL 2 000 1 2 3 4 5

T : DL2000 S 4RiES -5 2 HEY) K/ 2 000 bp 1 000 bp
750 bp 500 bp.250 bp,Hela ZHfifl 1 =5 435K 1E %,
G1.S.G2 M %&-B}4H
B 1 Hela % i & RNA & ik [

Fig.1 Electrophoresis of total RNA of
Hel.a cells in each phase
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Bt 2% 40 %

2.2 HelLa 4[R2 AL3CR K

HeLa 20l 25 3[R0 A0 I , 200 20 M AU AG:
Gl W[ B L3 N 77.5% , S WA B Ak 50 % Ny
85.5% ,G2 WI[F) LAk R 61.9% , M IR 51k 5%
RN 44%
2.3 FAM92Al ik

RT-PCR %53 /8 FAMO2 A1 ity 3¢ 34 Fiti 40 fits 74
AR R AR A T AFTE 22 57, DL S Ik i due i (0
K2),

bpLiooo1r 2 3 4 5 6 7 8 9 10

1 ~5 Jyxf i M ) (G2 9] .S 1] & G1 1] HeLa #fifffd
FAM92A1 [) ik, 6 ~10 %t M 1 G2 1,

S &% G1 1 HeLa ZiJfih GAPDH A 235k
K12 Hela % 1 [5] & #] A1
FAMO2A1 # [ 89 & &

Fig.2 FAM92A1 gene expression of HeLa

cells in different phases
3 Wit

FAMO2 A1 BLPRE i I A B — B 2L, 5
A A5 G R BV R IR 8 A K IR A 4 2R R
AYUhE R, S SR A H R
AR RN

YHARLIE R 3 2 G A oA S R AR L
IR S , 20 R 1 i 2 S X — W BRI 2R
filo VAT AR 7 R S B A 7 )
X DNA A4 38 755 #0230 A 52 e 40 ] 493 55 2R
1, VI 22 5 PR A 2308 32 S 40 M R A il 2 o R4
290 e J S0 P A2 o PR 590 00 L ] 300 8 1 AR e DB
Ji# ( CDK,, cyclin dependent kinase ) , ‘& 5 A [n) f) 41
HeL AR R I Fh A5, VR R T A0 A A
] ESP A, DR 26 A R RSB A A . T O AR R Bl 2
R BLRY Z2 Fofr 240 I J) 99 2 AR R 0 o 2
( CKI,cyclin dependent kinase inhibitor) , B8 fI ¥ T
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BEAANERBENZFERIIMIBEEERARKB LR
T2 T HE B =2 M
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[ ZE] BE: HTEANAEKME (thGH) X 3 4E Mg s 8% 8 1 S K S iE I RE RS20 . 77 3% - 98 4l
SRS M RE BEALY 3 B A RN BRATL , % BRZH 45 T4 HERG B SRTRYT WU AL e X IR AR YT 2 il 45 7
thGH JA97 , WA H AR 2 LB B 1RY 7RG I R KR g As ik . 853 : 1BI7 T, M4LRE Mg AEA .
LS T R P DA B I T 5 Ak B M LA 22 R RS (P > 0..05) IR YT JE SR AL 8 3% 3 TR IT R (P <
0.01) , X BRZH TCRH AR AL (P > 0. 05) s 33Y7 J5 WA 8 38 = X IR, 2 R il 248 L (P <0.01) 53RY7HT,
PILHL A I3 1gA \1gG . IgM .CD3 ,CD4 .CD8 % CD4/CD8 A2 F IS4 L (P >0.05) ,iAI7 5 LS4 TgA |
IgG IgM .CD3 J% CD4/CD8 ¥ {52 1 T94I7 1, 4 FRZH A TgA IgG  IgM &% 1 &5 | 1fif CD3 .CD4 CD4/CD8 g % [%
K, 2R H G (P <0.01) 507 I AR 41 1A 1gG 1gM CD3 (CD4 % CD4/CD8 ¥ & 3 i 4 R4, 22
SFEGAT L (P <0.01) . 8538 thGH F B4 M 4G IR Y7 AR A2 F DL 5 & s, IR RES #2
CD3 .CD4 J& CD4/CD8 /K-, i f 3 LI i ik o

[ R ] A ERKME; BAFEATE; MEAEN; BEA; MAMNIE; R GskEnRd%k
[hE9ZES] Res5 [ XEktRIEAE] A [ XEZHS] 1000-2707(2015)03-0307-03

The Influence of Recombinant Human Growth Hormone on Protein Anabolism
and the Immunologic Function in Elderly Thoracic Trauma Patients

HE Peng', ZHOU Qingshan’
(1. Central Hospital of Xiaogan City, Xiaogan 432000, Hubei, China; 2. People’ s Hospital of
Wuhan University, Wuhan 430060, Hubet, China)

[ Abstract] Objective: To discuss the influence of recombinant human growth hormone (thGH) on
protein anabolism and immunologic function in elderly thoracic trauma patients. Methods: A total of
98 elderly thoracic trauma patients were randomly divided into observation group and control group.
Observation group were treated with standard enteral nutrition plus thGH, and control group were trea-
ted with standard enteral nutrition alone. The serum protein levels and immunologic function before and
after treatment were compared between the two groups. Results: Before treatment, there was no signif-
icant difference of serum albumin level, prealbumin level and serum transferrin level between the two
groups (P >0.05). After treatment the levels of serum albumin, prealbumin and serum transferrin in
observation group were significantly higher than their counterparts before treatment (P <0.01), while
in control group there was no significant difference (P >0.05). After treatment the level of serum al-
bumin, prealbumin and serum transferrin in observation group was significantly higher than their coun-
terparts in control group (P <0.01). Before treatment, there was no significant difference in the levels
of IgA, IgG, IgM, CD3, CD4, CD8, CD4/CD8 between the two groups (P >0.05). After treatment
the levels of IgA | IgG, IgM, CD3, CD8, CD4/CDS in observation group were significantly higher than
their counterparts before treatment (P <0.01). After treatment, the levels of IgA, IgG, IgM in con-
trol group were significantly increased (P <0.01), while the levels of CD3, CD4, CD4/CD8 were

“fETEE E-mail :344274205@ qq. com
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significantly decreased (P <0.01). Conclusions;: RhGH can effectively promote protein synthesis,

reduce the protein decomposition rate, increase the immunoglobulin synthesis and secretion, increase

the levels of T lymphocyte subsets and improve immune function in the treatment of the elderly thoracic

trauma patients.

[ Key words] human growth hormone; recombinant proteins; serum albumin; the elderly; thoracic

surgery ; immunity ; immunoglobulin

RS A E RGENREH BLBGR , 8 H
B LRE S L2 RRAG, PR L P ) ] A [ A U s
BRI 57 A RAEMT M, 2 B S T, S
BORWAR s Ay, ™ o 5 T 3 i R B PN AR A 1 i
98 JANTK TR BT R8I PRI X S W 12 1) R A 4 55 ™
FH KA . B A K B3 (recombinant hu-
man growth hormone ,thGH) FE#EAE HEHLIARTE 1 it
A A2 2 785 75 0 B B W AR R Y R TR
P thGH X 2248 Jig 51475 5635 8 1 s L S LA
B SEDIRERIREM , XF 49 {51 8 AF M S 05 - vh-
GH #47 TIBY7

1 #ZPETE

L1 —JB5eh

2012 4E 7 H ~2013 4 6 H I SMEHIGE g )
1 98 Bil, 4k 69 1], Lotk 29 i, 4 54 ~ 76
% FH1(65.6 £9.3) B A4 48 i, 48 Bk A
36 1], =S B v £ 10 1, F Tk 0 4 405 1B B I
H2~8 M, FE (4.2 £2.8) M G IR LB &
35 0, AT Mg s P X5 1. BIr A A R A 2 0™
FL il RE R A , 0™ E T B , JCHE I AT &
MR RGBT o BT A B A A R 8 0T B
BERLY 73 g WU 45 %) HRAL, W A8 a1 ) AR
Wy AN AT ROE RS T L
WEAE A S0 2507 22 5 LG 2 (P >0.05) , H.
ATk
1.2 H

Xt R8T bRl N B IR0 . AniEl N E
FIRITIT I R AR BE ) i N8 SR (TG 4L it A
Wi 254 BRZA w1 24 05 H20010284 ) , 38 H 5
40g/L M 39 ¢/ L ka1 123 o/ L R LT 4E
15 g/L ZFh4EH: 2 300 o/L #i 4 180 kI/L, &
TR AR R R 45 T 105 K/ (kg - d) ,fif
FSEBI AR 2 50 B B AE 24 h NS T . AL A
Xt HRZH IR 7 2 A AL L A 12 U/7D By vhGH Bz
ESAT .8 d IR
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TRIT AT SR YT — )T G R AR P A R S I
ik atn., ARSI LY R NV T A P O A R
HHE, oy B ) TgA (TgG IgM, T bk I 20 i 7 A
CD3.CD4 .CDS8
1.4 SiteFrik

BeH i F SPSS 13. 0 it 3 (43 A , 15 BE Rk
R IR £ b 2E (x 2 5) TR, IFEAR BB LR
FH ¢ K3, THECRORER T3 (%) 01 , HUBCR TG
55,P <0.05 AEFAGLIFE L,

2 #FR

2.1 IfiFHEAKF

YT RTPTALRRE M A A L3 AT A E A &
LS FEBRAE R A, 22 S OG22 T S (P >
0.05) , WG YT Ja 24 8.5 & THaIT R, 27 A
Gt (P <0.01) ; X MZH AR AN (P >
0.05) ;3697 Jo WA A 3% v T IR AL, E R A 4
AR (P <0.01), AT,

x1 WAXFRIMIEEBTHE
1 E & A FAE (v £s,n=49)

Tab.1 Comparison of protein levels before
and after treatment in the two groups
1L & A ERAgl] EpEE]
K (g/L) WA WA X IR Pkl
MEAEE 34221 34.5:24 352£24 38.8+2207

ISR 236.1+50.2 235.7 £49.9 237.3 +53.2 287.6 +52. 1@
MEEYEN 22206 21£0.8 2105 25+070®
W EHAGIBITHTELE, P <0.01; 55X IRA1IRIT S HAK
P<0.01

2.2 HREYIRe AL

PIZH BB 6 9T 1T IgA | IgG | IgM | CD3 | CD4
CD8 .CD4/CD8 b4, 2R ¥ L H it B L (P>
0.05) ., MEZHIAEIT G TgA 1gG IgM  CD3  CD4/
CD8 4 5.2 2 TIRYT A, X FR AN TgA [ IgG \IgM &
F = TIRYFHEI, 1M CD3,CD4 ,CD4/CD8 Ul I % %
K, 2R A SITFE L (P <0.01) ;3897 5 WA




33 il W85 EA AR RGN B AR M M B B S e S RE Y52

# 1A 1eG . IgM . CD3 ,CD4 . CD4/CD8 ¥ i % 75 F
YR, Z R AR (P <0.01), W2,

®2 WHEFM MG B BTG IR TR
Tab.2 Comparison of immune function indexes

before and after treatment between the two groups
HsE T RE RITH BTE

b7 X IR WEA gl WEA
IeA(g/L) 1942030 1.92£0.31 2.11£0.32"3.41 £0.33"®
IeG(g/L) 8.84+2.19 882221 9.14+2.21" 13.8+2.23®
IeM(g/L) 1.23+0.54 1.22+0.53 1.31+0.56'" 1.91 £0.55"

CD3(%) 66.1+3.4 65.5+3.2 60.9+3.1" 71.3+2.90®
C4(%) 42.122.0 42.4£1.9 34223 41.6+2.1?
CD8(%) 263+1.6 262+1.7 257+14 254+l5

CD4/CD8 1.64+0.58 1.62+0.61 1.42+0.56" 1.74 £0.59 "

O G5ARMIBITFRTEL RS, P <0.01; 5% 414697 )5 H ik,
P <0.01

3 itig

B AT ARG, HLAR 2 B LA AR &
IR AR R OV . B AR,
RN E B BTG G D, 1 52 B i S
BTN , R N AR B A T L
JR R o A 5 A R UL DA AR 0 A
A e UV LG 9% 55 B3RS, R L
K IR PAY P YR B 43 A B g I L S B0 e
VN 48 J2 Ao JE 1 e, S A IR ML ATLISE [0, 38 o
FRHLAERE " > o A I SIMG7 H 3 T 10 38 9
HT THLAX TR 5 1) ) P B R AT, LA £
3, S BRI ZE AL T 5 e R 1 S T
B, thGH 7EREA AR HE 2R (1R A B, A 42 iF
BRI AR o ANUEYE tThGH A2 1E SR
FARJGEBEE A BTGB, W% R A5, 48 &
LA S R e The ARk el D m sl Y
Xif 49 il HE SR thGH YR TT (ULER2H) 1 49 1] (&
FHIIRIT (6 IR 85 R 8RR AL A&
SR AS ISR E iR A= h 3 2N S i=pig
P 3 (P <0.01) , {H 0 BRAL R LA 2 A5 1k,
HIARI7 e WS4 2 5 TRTIRZE (P <0.01) , K W]
rhGH REIS I 7 88 3 IR A . X AR 3T
RETR A S s Sy WY L35 S UK A 6 0 2 B2 f 4%
M3 e BR R H (1gA 1gG  1gM) (ShJA I T 9 EL 41
J37 7 (CD3 ,CD4 ,CD8 ,CD4/CD8 ) 22100 | 75 %
BA LTI RERE W A WS T, R TgA TgG  IgM
CD3 ,CD4 ,CD8 4§ 4y # [1 J2 40 X 45 R o

WMELH K thGH 19 {5 T, 1697 5 TgA | IgG | IgM |
CD3 .CD4/CD8 ¥l &4 75 (P <0.01) , 1fij %t HR £
R thGH JR Y7, 2% MG G AL TgA [ TgG
IgM f 2538 B (P <0.01) , 1fii CD3,CD4 ,CD4/CD8
BEREAT(P <0.01), HIAY7IE WAL 1gA | 1sG
IgM .CD3 .CD4 ,CD4/CD8 ¥ i % & TXf BZH (P <
0.01) . BidE/R rhGH REA R = B HLIA Sz 1)
fiE, 5 [ A DB SR A5 AL

25 LA ThGH T 4R M SN 16T AR AR
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CD4/CD8 7K, MU A HLIR S I RE
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[ ZE] By Hi sl 3 shom e AR 42 £ sh bk )2 BB 1 BRI TT 77 OB . 77 3%: Mg e 8%
TRIT Y 18 BRI A B 4E T B RO G AR A ) 3 ikl )2 8 3 AR 2 2 ik N BB AL AR B, S B IR 1 B kA
9 S0 A LR PR [FIR S, 5 B4 T B2 2 S KR IE AR ,4 4147 Wheat R ,9 f4iI4T Bentall A 5 Wi£% 3 FhFARIVIHYT
BOR L I0SE 3 HBRE T ARG 220 EE AN AR (LVDA) 2020 4050 (LVER) | 835 B J5 BT 1 4R, 1]
SEARJEIET R NI RRE R AENE DL . &% 3 ARE ARG BIFE T2 1S DI REA 4, JET- 2R 5. 56% ;11 filiR
WA 61, 1% ;R Hj 3 453 LVEF Wi, 22 R G #E X (P=0.269,F =1.421), LVDd 2 %A G it
HE N (P<0.001,F =8.464) ; K J5 M itk 4E 5 LVDd \LVEF 2H [a] b4, Z R 8% 2 X (P >0.05) ;{H4H
WA G K BEVTEAE 5 ARAT R, LVDd 22 A Gt it"# 3  (P <0.05) 1 LVEF 22 % 423 L (P >0.05) ;R
J5 17 PITEIE R E G 4 BT SE , AR H 23. 53% , 22 KT STRE AL B | SR M A5 2 S8 A ok A . 4548
R F. 21 3 Bl OGS 42 19 3 ke 2 58 38N PR ELAC I 0 B B A A 295 SR e 1 15 2 19 AR =X A 20008 v i s
TRITRCR

[RBIR ] bk EhBoREAL; AR5 Mm% ERRIEA; Wheat A; Bentall &
[FESES] Re54.2 [ XHERFRIEEE] A [ XEZHS] 1000-2707(2015)03-0310-03

Clinical Treatment of Aortic Dissection Characterized
by Pure Aortic Regurgitation

LIU Ping
( Department of Internal Medicine, Traditional Chinese Medicine Hospital of Fangshan District, Beijing 102488, China)

[ Abstract] Objective: To investigate the clinical treatment and the curative effect of aortic dissection
characterized by pure aortic insufficiency. Methods: Eighty cases of aortic dissection characterized by
pure aortic insufficiency were selected, surgical approach was chosen based on the degree of aortic inti-
mal tear, sinus destruction conditions and past medical history, 5 underwent aortic valvuloplasty alone
4 Wheat routine operation, 9 Bentall routine operation. The curative effects were observed, left ven-
tricular end diastolic diameter (LVDd) and left ventricular ejection fraction (LVEF) were detected
The patients were followed up for half year to observe the mortality and complications. Results: One
patient died of chronic renal insufficiency, the mortality was 5.56% ; 11 cases cured, accounted for
61.1% . No statistical difference was found in preoperative LVEF values among the three groups (P =
0.269,F =1.421) , while LVDd values among the three groups before surgery were statistically differ-
ent (P <0.001,F =8.464). Six months after the surgery, LVDd and LVEF values among the three
group swere not statistically different (P >0.05) , there were statistical differences in LVDd values be-
fore and after treatment in each group (P <0.05), while LVEF values had no statistical difference
(P>0.05). Four cases in 17 survival patients had complications, accounted for 23. 53% , after
symptomatic treatment, symptoms were relieved or improved. Conclusions; Choosing surgical approach

based on patient history and supplementary examination results can effectively improve the therapeutic

2% R IE] 2015 =03 =19 4% H it dil - hitp . //www. enki. net/kems/ detail /52. 5012. R. 20150319. 1008. 021. html
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effect aortic dissection characterized by pure aortic insufficiency.

[ Key words ] aortic dissection; aortic insufficiency; left ventricular ejection fraction; aortic valvulo-

plasty; Wheat routine surgery; Bentall routine surgery
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Tab.1 LVDd and LVEF of three kinds of aortic dissection before and after treatment
Bl n — 2 — Ll
ARHI NE Rifi 5> 4 ARHI NE Rifi 72 4F

M RIEA 5 48.57 £5.48 42.84 +5.19  43.47 £6.41° 62.92£7.46  64.75 +6.47 66.48 £6.71
Bentall 4  58.44+6.37'"  47.73 £4.54%  48.46 +5.42 61.44 £6.73  58.64+7.94  59.49 +7.67
Wheat 9 55.67 +5.49V® 46.61 +5.78  46.89 +7.49% 62.48 +7.43  61.03+5.94  62.17 £6.16
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The Effect of Remifentanil Combined with Sevoflurane on
Pediatric Anesthesia Emergence Delirium

ZHOU Haidong
( Department of Anesthesiology, Central Hospital of Erdos City, Erdos 017000, Inner Mongolia, China)

[ Abstract] Objective: To explore the effect of remifentanil combined with sevoflurane on pediatric
anesthesia emergence delirium (PAED). Methods: Sixty children of tonsillectomy, aged 4 to 7 years
old and grade ASA I, were randomly divided into experimental group (remifentanil plus sevoflurane
eroup) and control group (sevoflurane group) , 30 cases in each group. The operation time, the anes-
thesia recovery time and the agitation scores in two groups were recorded. Results; The agitation ca-
ses, agitation proportion and the cases whose agitation time was more than 15 min in remifentanil plus
sevoflurane group was significantly less than the counterparts in control group( P <0.05) ; There was
no significant difference in operation time and anesthesia recovery time for two groups (P >0.05).
Conclusion: The anesthesia method of remifentanil combined with sevoflurane is better than sevoflu-
rane anesthesia in children tonsillectomy surgery.

[ Key words ] remifentanil ; sevoflurane; children; anesthesia; recovery period; agitation
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Tab.1 Comparison of general data
in two groups of children

EE 2 SN Xt B ZH
(3 /1) (19/11) (18/12)
T (2) 5.4+1.5 5.7+1.2
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IR [R] (min) 14.6 £5. 1 15.7+£5.4
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i oy RIEE - LR be L1 8 LER S e B sh
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Tab.2 Comparison of recovery and agitation

in two groups of children after anesthesia
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bt ] S 1S i
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O 5L L, P <0.05

3 i

BB 5l R i FE L 4 BRI R B — Foh
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Tab. 1

Comparison of general condition of students

in medical group and non-medical group

2.2 XhEEAE AN SCRFRE AR

TEWE ) B2 RN AR B2 2 B U R A 477
IF, P 2H 2 A 2 R A 1 A AR AR - DB
FESS BT AR B AR A A A AR HE T 1Y
TR, B 2 e R AR B e BT (0] 2 L )
mFARE R, E R A G EE (P <0.01), I
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2.3 XIS ASCIRER A IA TR

BB PR 2 N SCURFR R I (0 0 B I, PR 20
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1645,82.7% ) W] & 5 T 4 B %% 2 (109/147,
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Rk 2.4 bl R N S5 R AN SE B b AR
i 1150(69.6) 99(65.1) 1.287 0.257 T A R e e T 2 A S I RS
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ig lﬁzﬁglﬁig 0376 030 it LRI A i B AR e 25
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Tab.2  Cognition of students to medical humanities course pattern
fa] eI =il EH7=4i) X P
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AR EY: TR EEW Ll HAR FE 877(53.9)  63(42.6) 14.914 0. 002
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Tab.3  Cognition and evaluation of students to medical humanities courses
] A B JEBEFA X P
e el B2 N SR L Y 32
2 1 147(69.7) 98(66.7) 11.965 0. 008
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& 319(19.4) 38(25.7)
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SRR AN SCER RIS SR PR 2 N SORG M A YT £
SRR R, PRl A R H AT AR B PR A
SCIRFEVEHT B R, TA O A 287 19 EL ) B 2 v T
ARBE 24, [A) X 22 R F B PR 2 A SRR A PP e
G TARBR AR AR XA R BB AL HATIF LAY
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Cranial CT and MRI features of the patient with cerebral paragonimiasis
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Fig.2 Histopathological results of the verrucous scrofuloderma patient
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