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Wnt/B-catenin FESBHEER/ETLEUNXE"

BEML, AW, THEE, H

(SEPHEEEBE AR B2 U0F ., SEM BEFH 550004 )

[ KEIR] Wat; B-catenin; (59155 4L
[FESES] R730.26 [ XEAFRIZAS] A

Wt 3 P & —F JEUs 3L 1A, 1982 4 Nusse 251"
78 /N L K995 7% ( mouse mammary tumor virus,
MMTV) 55/ B FL AR i F v A 3 T Wine kA
1 TIZ AL 0 KA MMTV (14 A (insertion ) ,
PRI i 44 4 Int-1, 5 AF58 & B Int-1 KRR 5
1973 4F Sharma #% 38 1% 5 W /) JC 7 3 K] Wingless
(wg) g [ P53 DY, B8] 0GR W 2 5 JF PR Ol Wnt 4k
P2 1B ANKE R B S AE S IEA 19 4 Wat
SR A R Wt 2 118 T4
W AR 55 AR 7 5 X, Wot {55
B iR AR W] 0 O W 2% 42 M Wit/ B-catenin ik 42
(canonical Wnt/B-catenin signal pathway ) Fl17F 22 i
i) Wnt {E 5 & 182 ( noncanonical Wnt signal path-
way ) , J5 & X AHE Wnt-F- [ 40 fd b P4 3442 ( the pla-
nar cell polarity, PCP, El Wnt/ PCP 3&4%) Fll Wnt-
Ca’ 2!, Wnt {5 538 % 2 5 8 75 40 e i 14
B Ak AT R AR B WL S A L R B R
TR UESE . Wt {5538 #% 1Y 52 5 5 B0 I
[N R e e A T A B A s e e i
KERED].

A SR HFTA B EL A #E 1) Wit/ B-catenin
fF 5 AR A5 5 P B A RS
YL ROFE I — TR 2250 .

1 25 Wnt/B-catenin 5 SEKHE
EZESHF
Wnt/B-catenin {5 5 il B 3= 2ty 40 i &1 A+

Wt 25 .7 W5 B 1t 3 1 32 AR 7 F (Frizzled
Fzd) K% E IR E HAH 5 5/6 (low density lipo-

B, KEX, # =, % K

[ XE4H =] 1000-2707(2015)04-0325-05

protein-related proteins5/6 , LRP5/6) . #( L& H ( di-
sheveled, Dvl/Dsh) | ¥ JF & B 34 i 3B ( glycogen
synhase kinase-38, GSK-3B) .25 IRse ik B A H
(‘adenomatous polyposis coli, APC) 14K [ ( Axin) |
i 2 180 1 (CK1) | B-3% #R R H ( B-catenin) S 4%
PG S T 40 i PR/ 96k B2 38 5 R F ( TCF/
LEF) Z(5 50 T4 .
L1 itk Wnt

Wit £ 2 H Wt J5 PR G i 1) — 288 43 0 B A
HH L KEZY 350 ~400 NIRRT HESh Py itk
At FE e, Wit 25 197 91 vh 2 SR 0t B A 3R
PRAG o B A OC MEAR w09 B0 2 I W3 Al
Wnt3a Wnt5a Fl WntSh Wnt7a F1 Wnt7b 22 [6] [
225 AR 400 ACAFERT L R, i, N2 TR] /N B
Wnt [ A B 22 51,

Wnt 2 HBERT 5 3 77 240 i 0 532 IR 45 G R 15
B AR R, ] 5 40 4R M i B S IR 2 5
PRSI AE A o AN[FAY Wt 25 1 BE AT A 46 [F)
FE T, A0 R A AN [R] R 80, 33 o &2 2/ T — 5 T
ARESE A5l Wt 25 I LEAN [ A [ 41 2L 200 Jif
R HA —ERE R, 5 — 7S Wt 8 H @
o 85 G AN 6] 1 4 S v 2 AT R S MR AE A
x
1.2 3 Wnt {59132k

Fzd G5 Wit 25 RS A2 14, Je— 28
52T W AN R R 5 A 1, H AR B FL S
ARG 10 DRIV B Fad SZAKT] I3 R & — B
2 e S iR & 4B 45 44 38, ( cysteine-tich ligand-binding
domain, CRD) ¥ il A1 IX. | - B8R e 255 2 DX R i ot PN
R ALY 3 ANy o Horf CRD 2 Fzd 5 Wit S HAH

ST H T ER QARSI H (45 81360116 ) ; UM A RHET AR FE DS A [ No: ByRME 1 55(2012)2163 5]

A EMEE E-mail ; smjtyf@ 126. com

P25 H R TR] 2015 =04 =20 2% H fidbudil - hitp : //www. enki. net/kems/ detail/52. 5012. R. 20150420. 1834. 006. html
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pet

M=

Bt 2% 40 %

S RYFRAL, CRD DX s 52 i 1R 5k ik Y A8 25 5 3L
Fzd 5 Wot AHEAEARR RS . Wnt HEH5 Fud
ZAREE G R THE S AN, I HXME & H —
EFESTME . H Wit 254 Fod Z 4R J5 Q04 )3 sh i N
{591 i B H H M ATE2E

i —2Z Ay LRPS/6 7' LRPS/6 Jg: B 5
BRAR L, A 3 AMRSF X, 43390y i A0 IX 3% B A
KHT (epidermal growth factor, EGF) B4 @ 41| 1
K% & I8 3 H 2 & (low-density lipoprotein-recep-
tor, LDLR) F A 741 85 B IX LA MM X, LRPS/
6 J& Wnt FiEIMSESZ 14, XS S 2 ML) Wit 3272 80002
WAL, L AR 5 2 IS PN 445 # 0Ks BEL Y Wne /&5
LRP5 /6 MufhX W] 45 G Wnt 85 [ F1 Fzd 52 40 B
YEFIKE Wt {55 MHIAME ABEBIN
1.3 L& (disheveled, Dvl/Dsh)

Dvl/Dsh J& Wn/B-catenin il %15 5 M Z &%
BN, T AAAE TAUAZE 240 A i
b, 670 DR EFRIRILA Y, & —FhikE T,
22 G IR IN E LRI 5y 5% Wnt 55 0 1T Bl
BRAL , WEIRALH) Dvl/ Dsh & L BN A0 A [R] b
[ Dvl/Dsh J A 29 v R AN s ok [ 9 bU 35
B, Dvl/Dsh 8 3 A~ i 2 DR SF 1Y 25 04 Sal o BT
Wt {55 JF 01 : N s DIX 25493, rh[a] PDZ
SEFIR I C v DEP S5k, 3% 3 N5 ITE Dvl/
Dsh i 45 {5 5 5 A AR D BE : Dvl fEidd &
(1) N 3 DIX Z5#4938F1 PDZ 5 DEP 2 [a] {1 —&B 4%
FF91Y Axin A1 B AEH]; PDZ 2584587 5 Fad 1 C
Ui —MORF I SXV G5 H A ELAE T ; DEP 45 4y 3802
SRS 0555 1, DEP 2548 405 — > PH 25 #4458,
W PH S5 S oRE
1.4 B-catenin [¥f# 2 5Y)

B-catenin AR A2 5 1A 32 2 R I 5 -3 B
(glycogen synthase kinase-33, GSK-3B) .4k i iR J&
B A K & X 72 9 (adenomatous polyposis coli,
APC) | Axin &3 18 1 ( casein kinase 1, CK1)
S,

GSK3B J& 22 MR/ 71 R TR 5 U , 7716 T Bt
AHEZEYAL S, CSK3B " 22 H &M AR Th
REAO I, A5 A I B PR Rk 01 S 4 il B
s iy AR GSK3B 7E B-catenin filf 35 &
AR SCHAE T, L E IR R BERR 1L B-cate-
nin N 3 (1) 22 R/ 75 AR J5 i AT 9z R - B il
PO R3EARE , NTATIR 5 B-catenin Y20 AN &5 5 |
SERLRITRE Y,
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APC ZE 15 A5 APC . APC-1/2 \H-APC .D-
APC E-APC ZE[RI1UY) . fe it e B HLAFAE 8 ¥ i
MIEE BN APC, BAT 2 844 DNEIEIR, 7y THE 2
3300 kD', APC ZE 1A 24 S REIX AR, Horp gk
PRARAE 13 fe B-catenin 4545 37 i 76 P ) X S8, B-
catenin EELEAHALT 1020 ~1 169 fi s HMRZ
[ 3 A 15 NREBERE R B, WAMA NS G
FT 1342 ~2 075 i FEERAR I Z 0], 1% XA &
74> 20 NIRRT B, A5 G A3 GSK-3B 1
Mo APC HE— D EZEMINAE (L B-catenin B
BEERAL , AT AT I A B-catenin JKF-, X B-cate-
nin F2 3] 57T HVEH

PAEh A ) [ 7 (axis inhibitor, Axin) 3 [ &
1997 4F Zeng %511 \—FhFR H Fused fy) K58 /1N B
GEAR ZHE R v B 43 B v R BRI S AXIN 2R Y
B Axin 25 2 R R R BT R AR ) 40
Y1, Hat KB Axin WA 2 A5, Axin (Axinl)
FHEFEY) Axil (Axin like) , Axin A5 Wnt {5
ST RGBS S RER - EREE 0
REXH, I N R34 & APC (9 RGS 454 X &
R i 2 A (protein phosphatase 2A , PP2A) 454
XI5 . CKI %5 4 X I, . GSK3B 454 X 35 . LRP 454
X35, . B-catenin 45 & X5, . Dvl 25 & X 35, Axin B A%
FEREM XIS, Axin DUSCSRE HIEATE Wit
fE S5 SamaRE MR . it C REE
IR AR Axin P8 B-catenin Fr s, Axin
AR T C R, B & REZS & GSK-3B F1 B-
catenin , N GE T JH L B-catenin 7K -,

CKI1 J2—F)" 2 70 A T I EERE 2 AR /Y FLA%
A=Wy i 22 E R I R TR AR N, T FLsh B
CKI A 7 ARG : a Byl y2.v3.8 Fll &0
CKI ZHEM G A M 5 Axin /EHT, 16 7] H
FEBERR 1L Dvl,

1.5 - catenin

catenin 73 F o . B.8 3 A, Hi B-catenin
& CTNNBI J& K 7= A (1 R /N Ay 88kD i) —Fh 22 1)
RERE )00, T [E 40 1 A4E )7 ¢ Walt Birchmeier F*
1980 1 —Fh R 70 115 S K B o B-catenin [
781 NEIETRA AL, & 12 4~ Armadillo (arm) &
XM N AR A C R om g Al . H 12 > Ar-
madi | lo(arm) #4 X W) 36 4> o-42 e 7E =5 [H]
B v FRL S — > BRI ) R 5 Y, 3 el AR e
ZEME S5 B E H A APC  Axin Tcf /Lef %561
FErpiEE EEAE M. B-catenin (Y N 3 130 &



4 1 OB Wnt/B-catenin 55054 H2FELHIC R

FEFRALN,, & & Ser/Thr FRIL  ¥5Hi| % B-catenin 1]
FaE Mk, C w100 A~ 3R 20 A, I8 7 1 I 4 3
e . B-catenin FE7ET 3 AN Y W41 M
DX« 200 B R0 3 S e A i s A L o A M A% . B-
catenin 7E 20 il vh BAG RCEAE AT — &l 55 40
JEE A5G 1 cadherin AHELAE AT, 25 41 il 6] 26
BF, R A AR RN RS 3 75 — A R JRAE D 22 3 Wnt {5
Sl b i R E B AR AN A K
R T4 2
1.6 ZWNFEFEF (T cell factor/lymphoid enhan-
cer factor, Tef/Lef)

Tef/ Lef 25 /&7 5147 57 1) DNA 2558 1, 16
Wnt 28 JiL B0 I IR AL B-cat AT Wnt 42
FEH )G 3 T3R8, Tef /Lef AT M\ 3 AN7KF- 00
Wnt $EEELH . WIHRKF AR RN A% (I MMP-7) |
B s (A0 c-mye) FIE 0l # 5 & (40
VEGFE) s IR K-V AL HE 50 i (U c-mye HYFEEEA
p21) KoE MfF 5@ g (40 VEGF (1) 32 14 % 28 R i
BERRZE) 5 55 3 KP4 & & 1] {5 50 g Y Ak A
(4 VEGF 5[] DSCR1) o CLUESHEALH) Wt £
S RAA 20 ZRNEEIED | G H 20 g A A 4
KRS DA 5 R K AR A AR, HAN R
AT RS AR VR AN I ) BE FE AN 34k o

2 Wnt/ B-catenin (S SF SHIERTIE

MWA Wnt {550, U5t N GSK3B APC | Axin
5 B-catenin JE W[5 #5514, GSK3B Xif-catenin [
22 IR AN I R 5K HE W TR AL, Wi R 1L 1Y B-catenin
i TR (B-TrCP) R R [ &2 R-E H IR
fifto 4 Wnt {55 AF7ERS, Wnt 5 40}l K18 52K Fad
L2 14 LRPS/6 454, Bl Dsh, 30 (1) Dsh i i
SEAE Axin EREAR 525 (KRR, GSK3B ANREXS B-
catenin BEERAK, , B-catenin 5 [ fiff 1 75 M 5T P SR 4,
4 B-catenin FURF|—E R, ML FE 7 =AY,
55 Tof /Lef 254 T RS S A2 A 0K, 72 T 0T 40 i
JAE H DL (eyclin D1) | c-Mye 55485 [N (4 3%

7
3 Wnt/B-catenin {55 SHFT
B-catenin J&Z5 ML Wnt {555 38 B 19 25007 R -,

TEZH L A PR 7K Y52 6 il 2 1 S 065 70 e e 2 1 6
F14 2 1) s B ) 1Y

Wnt 2\ Fzd Z 14 Dsh/Dvl [y 32353 i ml BH
Wr B-catenin BEFRILFIVZ R AL, 51 B-catenin 7E ]
JT N AR BT A0 A%, (0 451245 5 a8 g B
I, WO IA N & Wit/ B-catenin {5 5 %% F iR 12 (1 1E
PEJETTF, LRPS /6 VE R Z 1A S 5 T X — .
Dsh/Dvl X} B-catenin 5200, & T i of Wnt | JjF
{5 SARIBATE M, HA B e P S G A — AR
25 B- catenin BYARAL

Wnt 25 50 053 06 30 4 il 52 (A DG
(secreted frizzled-related proten , sFRP) , WIF-1
Cerbrus Fll Dickkopf £ Wnt {5 5 #7% , T g
K B- catenin JKF-, HH] Wnt {55 (1915 18 , KHIBT
Wnt {55, BB & Wt {5538 e i) 7R 3
T, sFRP ZJi& . WIF-1 il Cerbrus i i B £ 455
Wnt WITBUEHS Fz ZRZ G YIES-& B Mk
LRSIV ; Dickkopf ZXEIH T 45 Wt Z {4
SE LRPS/6 M Wit {55 % 558 5 107 B-
catenin [ &K A APC  GSK3B . CK1 £ i b1
Xt Wnt/ Beatenin 3 XNAHJE Y /EH ., APC 7E Wnt
5 BERE A2 A 3 GSK3B X B-catenin [ i
FRALAE L, fd B-catenin [Ef# , ] Wt {55, 3]
AEAEE Axin FYREAE , T3 B-catenin [REREE X Wnt
& S AL A AR [ AT, X 26 H A2
WA XA [l P B F]— A B A R ZH 2L K B R
o GSK3B Fil CK1 W3 i< fifi A [ i 4 b iR 1k
RIER A o FELILR) Wn t {5 5 g
GSK3B Mt 15 M 7l i 32 3] Dsh (19345, CK1 F
GSK3B AJ fff LRP6 I iy PPPSPxS ik 17,
GSK3B 1t Wnt {5518 % Hh il i3 W iR k. LRP6 W5
Axin, 2T MRS A VR, DT IE [ 9 425 , T £ 22
Wnt {5 5 #% 7, GSK3B 0] AR L B-catenin [fij
KA B-catenin E2 17 [a] P45 45 . Dsh B0 Axin &2
APl geks CK1 448 55 3 40 Mo i F B R LRP6
NI T[] 9 42 B-catenin; 55 — 75 11, CK1 REHF B-
catenin [ Serd5 Wi R 1k, B B T APC. Axin,
GSK3B .CK1 FEff S S ARRIE L, st CKL Ay
1] P VR

4 Wnt/B-catenin {5 5B 5 E 4
#H

W52 4 B, Wit/ B-catenin {55538 B H)#E 5
E S U EAE S E R MRS SR
4.1 Wnt/B-catenin {5 5 i 5 B £F 4ifk
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M OB

Bt 2% 40 %

TN BB By R 48 25 FL R (unilateral ureteral
obstruction UUQ) %Y 1, MMP-7 . FN , Twist , c-myc
SER A Wt/ B-catenin {5558 AL SE R 97 T %
ik, HARGERE 5 B IIE B-catenin 1) & £ FE %5 D) AH
Ko MgET Wnt LT DKKL FI sFRPA JE K35
I ) RE T s D IE B-catenin (145 4 15 D8R
BELFAEALRRL ™ . He W 461 47 UUO 3h75 9250
5RO, R IR S B0 AL Wit/ B-catenin i
PEITE T 20 B-catenin B 5 T F e #E 5L K &
ik, T DKK1 BHIKHG YT 5 REA il i o e Ji 2 1 37T
o 878 Wit/ B-catenin {553 i FEOE 25 e
1) ST Ak 120 25 2 Rl 3 IS P /N
AR BN, mRER N B-catenin 7E I T
HI R RIEAE-  HERENE E R AN B o-SMA
FikIG g E-cadherin 8 I #5K T FESE EMT Rk
B, PR E BT BRI 1 Wit/ B-catenin {5 5 iR 12
Z 5T BN EMT o F2 . [Rl0fto A OF5 R 7E b
IR AR /RN B A ] DKK #] Wt/
B-catenin {5538 B 145 P AT LABH 1E P K2 40 i 1w JUL
JSCET At A 5% A, DT A 28 B /N IR AL A 5 1 O
LFAEAL KA, Sha Hao %51 5 ach #y B 2 B
INEE TR A AR 5% Y B-catenin 2 /K pDelB-cat 33
Fik B-catenin, 45 R PR, 5 4L 23 3 pcDNA3 A
He, ik #3519 B-catenin T E( E-cadherin mRNA |
JEFN E-cadherin 8 [ KK HLE , [F A5 S FN f
snail mRNA [ g %3k, UESE B-catenin {5 518 1%
TP B LT dEAbn A vh K453 VR .
4.2 Wnt/B-catenin {55 1% 5 T £F4ifb

JT B AR 40 0 (hepatic stellate cell, HSC) f 751k
SEIFLF 4L TE A 0 RS, Xiong 2612 % % BE
IHALIRY HSC 2535 Wnt-5a BY& 0 & & T 1 1Y
[ty HSC. Myung 55" PRA1 B 3% A HSC 1) B 37 3%
N ASNEE Wnt3a 5, TCF/LEF §% 5% 15 ¥ 2
SR, T A ERD o-SMA 255k EFF, B0 Wn/B-
catenin {55 518 i 11 J5 2 HSC 154k 2 5 T - 4t
THITE e B2 %5 TCF e S A (R ik
$i pcDNA-dn-TCF 5% L K BUH B AR 40 il bk HSC-T6
BHLIT . Wit/ B-catenin {5 538 # , 25 R 1% fL Y HSC
PB4 Wit/ B-catenin {5530 B 2 15 T £F
AEALRY KR o WA 22 TR VAR A A1 S 30 v ik 5 22 B
RIS T B-catenin XK M ] HSC
3 Ak , FE T T £ A e 2R B
4.3 Wnt/B-catenin {55 5 i £F 44k

Ve M i 41 44k 2 (idiopathic pulmonary fibro-
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sis IPF) J&—f i 5 UL 0 il £F 4k Ak, 5 H B IR
“H ity 2 2l e il PR S B A B, HE TPF g il
o Wnt2, WntSa, Fzd7 1 10 253 R 3t 32365 it
Hh, B W58 # A1 RT-PCR J7 i 6 I & B8 Wt
Wnt7b, Wntl0b,¥zd2 Fzd3, B-catenin LA & LEF 1 7£
5 VT 21 A S5 8 it v ) 2Rk B S I I e T OE
WP BB, $2% Wnt/B-catenin £ 5 T IPF Jifi £F 4
st e
4.4 Wnt {55588 50N 41k

Wnt 5B 1 1 (WISP-1) &2 Wt
{55 8 B% B-catenin 7K - 1Y I ¥, .0 WL BE J5
WISP-1 3 B 258, JE 1M T 200 LA L K &1 4
2 M A LT Al K AR L A BFSEAESE Wintl/
B-catenin {555 38 F W TG AT 52 ) AL 21 4t 41 il AE
i, AR IUEE Y,
4.5 Wnt/B-catenin {5 5 1% 5 k£ 4ifb

UEAERIFTE R, Wt 5558 B 1Y) S 15 Ak 5 B2
JREF AR e A 5 1 e 56 R B 1T, Ho] ge MLl 2
TGF- i it N i 5 5 ¥ Smads 52 BLX] Wnt/B-
catenin 3 [ 1) TR, f AL FE LK H Y B-catenin
et AKX, I s il 20 MY 7 53 Ak R 1 e Sl
IR R BT 2 20 A A s D B G W, 3 BOR
JETE L. Wei J 2577 % FABP4-Wnt10b %% %5 [ /)N
TR, 38 7n 1 438 WntlOb I B2 Jik 1 g 177 26
LS R ITRR, 21 2818 40 M 005 B LR & 4 41
MIZR A, WARIR T Wnt/B-catenin {5538 % 5 Kz ik
LAY K A VIO

5 45

2t F Rk, Wnt/B-catenin 5 5l i 2 54 H
P kA O A4 B R SR IESE B Wit {55
e A B AR T 3K, 5 HARAE S A A
HAEF, 25 S8 L RO 19 S5 SR SR Rtk — 2P ot
5% FIHIEARISE Wit/ B-catenin {35538 % &% HAE
ar B AR b R A R T OV IRILR] , AR S
T A S, X R BB TG S B A A AT MEAL
e, B H SR IR R o
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DM ABREAHR 2 EARETUSTHEURTERE
REXBZHFR

XIEJZFJ 77‘3;: T%I:’E]/ }ﬁ** Eﬁyé‘i %é, X]Jm-]% ;E—H)%ﬂ’ 7?13 7E\

(SEPHEE AR B A P b, G2 SERH 550004)

[ ZE] BE: WS F 2 (1d2) 7E0% R K BB 75 0 7l B /NS b iz A0 A ek 8 4k, 4R
PFHCAE W /IVE_E R A0 1] 17 S S A A o A ad 2 CEMT) vhoal BE R A ROPE T . ik« HEE SD R SRUBEHL > S IE 4
XFHRZH (N) BEBRAZH (DM) Bl PR 1B & 236720 (DMT) R FHEEIRAL 1R 3R (55 me/kg) REEFIKIESS 2 H 1 BUpE
PR R B HY N ZH T DM ZH A5 73500 1 2 JA1 (2 w) (8 JE (8 w) (16 J& (16 w) 24 J& (24 w) A ARFE 6 H 5 i
13 JA (13 w) 2, DMT 21 K BUR FH RS ZAMARALIAYT , LU 7E 4 ~ 7 mmol/L, JREEFAYE A e, 4351 F 16 w
24 w I ARAE 6 R B s MU OR BRI (24 h bR 1 R0 F 30 I8 45, HE | PAS By (40088 T LA B 2 2145 M 1 78
1, G BE A EE R BV JIEET 2 14 H 35 11 (FN) B2 1 R IK 5 0L, Western blotting A8 I A BB 4H 2170 AL ] R 1
(1d2) \E-4545 % ( E-cadherin) Fl a-F- 1 WLILEIE F (o-SMA) 14 H 7284k, RT-PCR K31 B 4140 1d2 mRNA 22551
B, 5% (1)5 N AL, AN DM 4w 24 h jRE & VF RS B E T 5 (P <0.01) IR G
HLUEE 5 WU ;T DMT e 24 b BRAE 0 & T IERR 9T DM 4 (P <0.05) , 5 4T 4E 1w 28 03 5
(2) 5 N HLH, DM H B2 1d2 45 5 mRNA 19355 2 w TG0, 16 w.24 w B (P <0.05) , Jf 1
A E-cadherin %98 (P <0.05) \a-SMA X841 (P <0.05) A1 FN 4 H W PTRNE £ (P <0.05) , #HCHE 5
Wi 142 ZE P15 FN ZE PR AR Y (r = —0.931, P <0.05), 5 E-cadherin 25 [ IE M3 (r =0.900 0, P <
0.05);(3) 5 DM 4IAH L, DMT 20 K R 2141 1d2 25 1 A mRNA R5 48] B3 (P <0.05) , H E-cadherin [fj3£
RHGIN(P <0.05) \a-SMA 435 & FN ZER] BTl (P <0.05) o &8 RS RAEF R AR H kB NVE T
BN 102 25 A O 12 X B 21 4 A i 70081V T, 0 T A N B B AR R EMT R ek A% ) Jo
ECM R3iRR, 3% DN B £ 4 s .

[RSBIR ] MR s F4EL; AN 7 2; SR sE A EASHE, o PG EH; KR, Spra-
gue-Dawley

[HESZES] R363 [ ZaktRIAAE] A [3TEZHES] 1000-2707(2015)04-0330-07

Study on the Relationship of Changes of Id2 Protein Expression in Diabetic
Rat Kidney Tissues with Occurrence and Development of Fibrosis Lesions

WEN Qingying, SU Bo, XIAO Ying, WANG Yuanyuan, LI Shuang, LIU Lirong, SHI Mingjun, GUO Bing
( Department of Pathophysiology, Guiyang Medical College, Guiyang 55004 , Guizhow, China)

[ Abstract| Objective: To investigate the expressions of Id2 in the renal tubules of STZ-induced dia-
betic rats before and after blood glucose control, and explore their roles and relationship in the devel-
opment of diabetic nephropathy. Methods: SD rats were randomly divided into control (N), diabetes
mellitus (DM) and insulin-treated DM groups (DMT). DM model was constructed by injecting strep-
tozotocin (STZ) via tail vein (55 mg/kg). 48 SD rats were randomly divided into 4 groups: 2 weeks,
8 weeks, 16 weeks and 24 weeks group. Each group included a control subgroup and a diabetic model
subgroup. In addition, for 16 weeks group and 24 weeks group, each group still included an insulin-

treated subgroup. Since the 13" week after modeling, rats in DMT group were given insulin individual-

*[HAIHE ] ER A ARERES (81360116) ; BN AR ATES 45 BFHE T 5(2011)2120 5 ]
* *EEVEE E-mail ; yxhx20060725@ 126. com
2% ] 2015 =04 =20 2% H o il - hitp . //www. enki. net/kems/ detail /52. 5012. R. 20150420. 1840. 009. html
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ly. The blood glucose was controlled to the level of 4 ~7 mmol/L, and urine glucose remained nega-
tive. The blood glucose, 24 h urine protein were measured by biochemical method, and the kidney in-
dex was measured as well. And the renal fibrosis was examined by HE and PAS staining sections. Im-
munohistochemistry was employed to assay the expression of FN protein in the rat renal tissue. Western
blotting was employed to assay the expression of 1d2, E-cadherin and o-SMA protein in the rat renal
tissue. In addition, the expression of Id2 mRNA was also examined by RT-PCR. Results: (1) Com-
pared with group N, the blood glucose, 24 h urine protein and the kidney index of group DM increased
significantly (P < 0.01), and renal tissue presented typical morphologic changes at different time
points. By comparison, the blood glucose, 24 h urine protein and the kidney index of group DMT were
significantly lower than those in group DM (P <0.05). Lesions of renal fibrosis in DMT rats were ob-
viously relieved. (2)The expression levels of Id2 protein and mRNA of group DM decreased signifi-
cantly than that in N group at different time points ( P <0.05) , accompanied by the decreased expres-
sion of E-cadherin (P <0.05) , increased expression of a-SMA (P <0.05) , and increased deposition
of FN protein. Correlation analysis showed Id2 protein was negatively correlated with FN protein(r =
-0.931, P<0.05), but positively correlated with E-cadherin(r=0.900 0, P <0.05). (3) Com-
pared with DM group, the protein and mRNA expression of Id2 and E-cadherin of DMT group in-
creased significantly (P <0.05), while the expression of a-SMA and FN protein decreased. Conclu-
sion: Blood glucose control can up-regulate the expression of 1d2 in renal tubular epithelial cells and
restore 1d2 negative regulation of renal fibrosis, reverse EMT and relieve renal interstitial ECM deposi-
tion, and improve DN lesions of renal fibrosis.

[ Key words | diabetic nephropathy; fibrosis; inhibitors of differentiation; fibronectin; E-cadherin; -

smooth muscle actin; rats, Sprague-Dawley

ORI 22 B UETE 2, B /N b B 20 i 1w 1) Jo
4 Ml %% 43 1k ( epithelial- mesenchymal transition,
EMT) J2& ¥ [8] BT eF 4k A A K Sy F 2Ll Z—,
L DN B /N ) BREF Ak 2N 2
il BT e EMT X 452 DN Jp 1 & i BoA B 219 =
o EMT s #E30 J 2 Fp A0 Mg AR 0 00 140 By 2
SHAREAE T, R N R A2 HAE SR A%, o
I3 FALHI AU A EL TG 2E . oAkl 7 2 8¢
DNA 256 %] KT 2 (inhibitors of differentiation or
inhibitors of DNA binding ) J& T I jig - ¥ - 12 i€
(helix-loop-helix, HLH ) ¥ 5# [N T X &, & —F )
TZAFAE T LS4 40 0 rp i A% 5 i DR 1 1 £ 4
HE o BT RB, 1d2 2 R BA 30 40 i 204k
PR A B A A 5 A A T AR AR AT
SR AT IR S5 A AR 12 2R 5 — Sk 25 £F
AEAAT I, AN IFEF Al 2T Ak | eR AR S5 H T B
AN EMT A 01EM . BRI T7E DN B IR £;
efp it Firp 1d2 5 EMT #92¢ 5 & 1d2 8 H RIA 1
AR, BETEARIE 1 D, PR, A S AW
SN A5~ 1d2 25 P 7R RO K BB 2 ZUh Y
PR S By 2R A5 IR 5 X 1d2 4 B R aA
LT YEA IR Z B2, BT 12 09 B 2R 4k 1L

(A FH BT REAIL o

1 #MB5EFE

L1 phk
1.1.1 23630 MEME W 15 9 Sprague-Dawley

(SD) KB, A 180 ~220 g,y FAL i e B YR
HAXGA IR A, st 5 SCXK (3%) 2009 - 0004,
KERTEIE I A58 T 38 N A 5, K RO Y R 2 1 F
PRAEE PR R 3, 25 R AR 4. 0 ~ 7. 0 mmol/ L,

L1.2 F2AH B IR1A # R (STZ, Sigma 24
A, SR, 1d2 2 sE SR (Santa Cruze A H], 36
), E-4545 2 1 (E-cadherin) \o-F1F WLALZN A
(a-SMA) EF4EJE B 1 (FN) (TR 2R A A, A
50, Bractin BLTCRESTA  DAB B (450 (- 1E A
Al D0, S di il SP P A A IR (A2 4
Hoaa],db st ) ,PVDF i Whatman 3MM J& 4t ( Mil-
lipore /A ), 32 & ) , RevertAidTM First Strand ¢cDNA
Synthesis Kit ( Fermentas, 37 & %8 ) , # i ECL fk 2%
RIGEH & (R RAEWIFEI, JL50) , B RNA
RBUAF £ .2 x Tag PCR MasterMix , Marker ( KR
AR PR AR, b at) L 1d2 (B-actin 59 (_F i
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Bt 2% 40 %

A LAY TREARMR S AR AW .
1.2 Sk
L2.1 Yl oreH 60 HREBEAL 3 ik
WX HRZH (N ) BEPR S 2H (DM) ZH R PR 9 =
RIRITUL(DMT) 41, DM 2 K FR 3% 55 mg/kg 7| &
RIS T pH4. 5.0. 01 mol/L TCR AR -
FrBETRINGE phIR Y STZ,48 h J5 i 25 7 Ak , b
=16. 7 mmol/L . HFRME B K BUA N &8 5 1E
6 B T SR i Kk S T AT R IR — AT AR TR
NGE IR (STZ i) N 41 Fn DM 443 HIHe 6 HoK
BT RS 2 J4 (2 w) 8 il (8 w) 16 Ji (16 w) |
24 JE (24 w) 4b%E; DMT 40K BL7E DM R85 13 ]
(13 w) 2R HI B & R AR IR YT, LA R 4% i 72
4 ~7 mmol/L, JREEFAVE M, 43 5T 16 w Fi 24 w
IPAALFE 6 HORE . I R TAriErm R SR, A
HITROK
1.2.2 fft JREE AR RS AFEHET 1 d R
OB 24 h PRI, SRR . 251 6 ~ 8 h R
JE PR, B st ORI , AR I, 4 C S0, 3 B i
5, =20 CORAF ; A FE IR, T IS IR R R I, Jige
I N O [ e PR R A AR A 5 D)
T —M'Ef BT - 80 °C yKAE AR A7 fit Western blotting
F1 RT-PCR il
1.2.3  AEARdRbRE 4 A 3hA s Hr AR I i
TR AR, 25 B s R PR AR B, 200 &
UL TR, IREE MR EE SR e BN 24 h JRIE
Hit,
1.2.4 BFHLUEEFIE e R E 0 I
LA 3 wm JRE A1 85 D) A, HE A1 PAS e85
B TS HLUE SN ZE, DIEE(ng) 5
TR (o) LB AE A B EFR AL
1.2.5 B4 PN HERRE  fREdgUby
SP YA B A A rh FN SRR IE, W R
IR , Ao FE ORI /K, B pO BB A2, TR - LT L
VEWEPAT, i FN —$t4 °C,PBS #i{% 3 x5 min,
THIMA PR ARC 5T, DAB B, JRAR R L Yy 451
FIE WU (0.5 MIE HEER) T 10 4~ @ifs
( <400 ) WLIEF Py 7 28 SR 5 PHAE G (0 8 5 9 A5
B, BOMEAER FN I RIA R
1.2.6 '5HZ1 1d2 .E-cadherin fl a-SMA 25 FH 1 3%
ik Western E[J 35 546 ) 5 2H 2 1d2 . E-cadherin £i1
a-SMA FEHH)RIE, B -80 CHRAFSH R E
BJ5t, #5520 200 mg, I BCA 350 & 72 B AR {0 I & &
HEE S s 48 SDS-PAGE BEEHLIK 375,300 mV
332

1 h #%% % PVDF i | ; —$HiiEE A 1d2 (E-cad-
herin , «-SMA &}, B-actin — $1, L. 1E & & 43 51 K
1:150 .1: 100 ,1: 100 F1 1:300,4 CHFHF 317 ; X
H,TBST YR 3 x5 min , AR R PR i S A0
Bpric i —HT (WA 1:5 000,1:5 000,1:5 000,
1: 8 000) , Jin ECL %)t i (89, W = ¢ Fr B8
Quantity one B 4347 2% 4517 1) 1T RRRA K 5 {EL, R
HRBNBI IR EEAE, B AR E L BAE 3 Ik DA
B-actin Z I 55AE NN S 45 R HbRE H/B-ac-
tin FUAH £/~ , B 6] — 9K ¢ b 1d2 | E-cadherin | a-
SMA 55 AH R (Y B-actin 25717 I AR 43 K B AE 1) L
{8, B AE %FFR 43 K B A %} 1d2 | E-cadherin , a-SMA
HEPER,

1.2.7 42! 1d2 mRNA (%35 RT-PCR #:]
B2 1d2 mRNA ()35 . RN Pk 1. 5% 3Ehg
BEEE B H K, Bio-Rad & i BUAS & 48 49 4, i H
Quantity one #4512 5 G RE(H S B-ac-
tin 257 05 BEE A EL(EAE A 1d2 mRNA AHX R 3K
KESH AT =T

% 1 PCR 5|4 57| B4 38 41

Tab.1 Sequences of primers and
conditions used in PCR
EIL/EAR izl FBOR/N T(C)

B-actin  sense; 5'-GAATCGTGCGTGA- 490 bp 57
CATTAAG-3’
antisense ; 5'-CTAGAAGCATTT-
GCGGTGGA-3

1d2 sense: 5'-GTGGACGACCCGAT- 295 bp 54
GAGTC-3’

antisense: 5'-TCGACATAAGCT-
CAGAAGGGA-3’

L3 geileedik

JS ] SPSS 13. 0 Gt HfFat 47 Bl g il 4%
LB R = AR 22 (x £ ) FoR ARV 22 57
UK B ) 3R 07 22 57 PE A 56 ( One-way ANONA
IR BRI EE, P <0. 05 Fon 225w A

2 #R

2.1 KRR

STZ 7% T [k PR K B R 52 il i 2 J, DM
HRREFHAZR 2R ZE GHEFHR, N
I AT . i DMT 21 K A (] i
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ARG PR EL, 210 2R 2B A FTiGE,
HAAREEZ 0,
2.2 HAdRhs OB ISR EL
Ffa] L DM 415 N AL, i 24 h JRE
VRO R E T (P <0.01) i DMT 24
F3A A 18 AR LA I 5L DM AL ] BRI (P <
0.05), W2,

®2 BHAKXRWMBERE K
EAEMEH K (x+s,n=6)
Tab.2 Levels of blood glucose (BG), 24 h urine protein
(24 h UP) , kidney indexes (KI) in each group

I 24 h JREHE .
51 (mmol/L) (pmal/L) 154 (mg/g)
N2w 6.49 £0.57 12.35 +£2.35 7.82£0.70
N8w 6.37 £0.72 10.24 1.35 7.95 £0.32
Nl6w  7.32£0.12 11.32 +0. 34 6.79 £0.78
N2dw  5.84£0.32 15.42 +0.53 7.55 £0.42
DM2w  20.32 £0.36'" 428.51 £169.01"  12.46 +0.98""
DM8w  26.29 £0.78" 530.62 £231.00""  12.95 0. 16"
DMI6w 30.01 +1.73" 205.55 +128.69‘"  11.47 +0.73"
DM24w 31.23+1.95 299,87 +87.75'"  13.21 £0.30‘"
DMT16w 4.67 £0.29*  32.23 £5.34 9.59 £0.56
DMT24w 4.89 £0.34® 39,32 £8.03 10.42 £0. 89
5 N 41, P <0.01; FEAT RIS 1) 4, 5 DM 41 E04%,

P <0.05

2.3 HHLUEST

HE e WL IE R 4K B /DL 52 %, R BT
T, R ICHE A B/ NVE R IS, BRI S
B OBEPRIE R SRT DL/ INBR R R O A, BN
Bk, bR AN K S s f A, R R AN L
DN JSE 18] S5 AT WL AR AE AR IR o BRI ZIA TR
B U 22 AT i e, S E N R TR e . L A
1A - C, PAS Je i 7R 1E R BV /N BR R /N
SERGHE T, B /NVE R LY 5K B YEIRAE, TG PAS FH
PGP IR BRI R BB /NER R IR IX 75K,
AMISNE T 2 B/ NVE b R A, B A A
FEYE ML A, 5] oA e 2 M IR /DA T
JRIX PAS e FHPE MO 22 0 677 2K BRUE B
AR I ER , B /INER T B /N 8] i X PAS Be (5%
LU B W kb . WL 1D - F
2.4 FNEHHAMZRE

SREA LM AT R N 4R B /NVE R
BN DL BN 3k, HES S22, 5 1) o N R I
5. DM ZHn] WL /NE ] FN ik, A 2 w JF o
B Z (P <0.05) ,DMT 0% DM 20 FN &k i

FgA (P <0.05), WK 2,
2.5 [1d2 . E-cadherin } o-SMA & [ 35k

N 2R BUE/NVE R AN 1d2 3 Rk 2,
DM 41 1d2 |56 72 J& £53 im 2 ek 2> (P < 0.05)
F24 w L AEE,DMT 4 1d2 & (A9 FRk B3
o AEAAK T 1E # X B4 5 E-cadherin 5 1d2 [y
AR, N ki 2, DM 21 K LR 7 0F
E-cadherin JEF71E T B, DMT 20 K BU7E g 55 K 35
MG E-cadherin (1) 5B K ; T o-SMA 1E
N B, DM A M 16 w H i Al W a-SMA
HHREP B2, UG 4R &K |, DMT
HRRIEL 5B RGBT G, o-SMA LIk B B %
k(P <0.05), WK 3,
2.6 Id2 mRNA ik

I1d2 mRNA [)3R35 [FHAR Rk B H—2, DM
HR B H AP 1d2 mRNA LA B EMRT N 4
(P<0.05), DMT #H 1d2 mRNA %3k %5 6] i [A] &5
DM KB Z (P <0.05) (HANLT N 4, WA
4,
2.7 HHRANEIHT

P& A RBUE /NE FN 2 B e 210 PR P2
RUAS E-cadherin 25 119 R 53 K FE AR 43900 5 4 40
B/ INE R 12 8 1 S 4 A BH Pk e AT A5G
O3AT SRR v {2 B - 0.931 (P <0.05) il
0.900(P <0.05) ,yihH 1d2 T H 5 FN A A
*, 5 E-cadherin £ H i IEA

3 g

AHESEH STZ RN TR DM BERL, 7
REAS ST T 1) S50 4 R BRI R 22 1 e K F- . HE
1 PAS i P75 1 DM R Rl H 30 5 B 408 7 1)
B ,24 h PR AR AR B AT T, R
KT DN,

DN B 475 S 10 ] s BB /N R 7, HAN K
T/ NER A R S BCE DR AL, T
il Z—% EMT, TS /NE b R4l & A= EMT | 3
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The Effect of Salvianolic Acid B on High-Glucose Induced Renal
Tubule Epithelial Cell Epithelial-Mesenchymal Transition

ZHANG Changzhi, SHI Mingjun, WANG Yuanyuan, LIU Lirong, XIAO Ying,
SHI Chunhua, YAN Rui, GUO Bing
( Department of Pathophysiology, Guiyang Medical College, Guiyang 550004, Guizhou, China)

[ Abstract] Objective: To investigate the effect of Salvianolic acid B (Sal B) on the high-glucose in-
duced epithelial-mesenchymal transition (EMT) in renal tubule epithelial cells and the possible mech-
anism. Methods: NRK52E cells, the rat renal tubular epithelial cells, were cultured in wvitro. The
cells were randomly divided into normal glucose group (group NG), high mannitol group ( group
HM) , high glucose group (group HG) and high glucose and Sal B group (group HB), and each
group was cultured for 24 h. Immunocytochemistry was used to identify the renal tubule epithelial
cells. MTT was adopted to the effect of Salvianolic acid B on cell growth activity. Immunofluorescence
cytochemistry staining was used to assess the protein expression of E-cadherin and a-SMA. Western
blotting was used to detect the protein expression of TGF-B1, E-caderin, a-SMA and Col-IV under
different conditions. Results; Compared with group NG, the protein expression of TGF-B1, a-SMA
and Col-IV increased significantly (P < 0. 05) while the expression of E-cadherin significantly de-
creased (P <0.05) in renal tubular epithelium after treated with high glucose for 24 h. Compared with
group HG, in group HB, Sal B decreased the expression of TGF-B1, a-SMA and Col-IV (P <0.05)

and upregulated E-cadherin protein expression in renal tubular epithelium cells after treated with Sal B
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for 24 h (P <0.05). Conclusion: Sal B can significantly inhibit HG-induced expression of EMT

through reducing the expression of TGF-B1, which may ameliorate occurrence and development of re-

nal tubule fibrosis lesion.

[ Key words | renal tubular epithelial cells; high-glucose; Salvianolic acid B; transforming growth fac-

tor betal ; epithelial-mesenchymal transition
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Fig.2 Expression of E-cadherin and a-SMA protein in cultured renal tubular epithelial cells

after incubated with normal glucose and high glucose medium for 24 h
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and high glucose plus Sal B for 24 h respectively
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A FLE (PRL) K-, 343 Hr s FSH.LH K T 53 OC A, 558 H 64l FSH LH T 7K -3 81 S A%
TP IRAL, 22 ARG F R (P <0.001 ) 5 1] PRL P Fl E2 £EPIL 2 0] 25 57 TEGe 243 L (P >0.05) 5 i 41
OC AL TRHRLL(P <0.001) ;1% OC 5 T FSH 2 IFHEAIE (B =0.490,8 =0.240; P <0.001,P =0.001) , 5
LH BLMCR HIG L (B=0.093; P=0.175) . &5ik: MLiF OC K-F-5 HH FEFER UG
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Correlation between Serum Osteocalcin and Hypogonadotropic Hypogonadism

SUN Chao', SUN Fa"?, XING Junping’, FAN Guojun', ZHAO Yili', WANG Chengyue', TANG Kaifa'"
(1. Department of Urology, the Affiliated Hospital of Guiyang Medical College, Guiyang 550004, Guizhou, China; 2. Institute
of Medical Science ,Guiyang Medical College, Guiyang 55004, Guizhow, China; 3. Department of Urology, the
First Affiliated Hospital of Medical College of Xian Jiaotong University, Xian 710061, Shanxi, China)

[ Abstract] Objective: To detect the serum osteocalcin (OC) and sex hormone levels in patients with
hypogonadotropic hypogonadism ( HH) and discuss the correlation between OC and HH. Methods:
Ninety-eight HH patients were selected as patient group and 100 healthy males as normal control
group. Enzyme-linked immunosorbent assay ( ELISA) was adopted to detect the serum OC and sex
hormones including testosterone (T) , follicle stimulating hormone (FSH) , progesterone ( LH) , estra-
diol (E2), progesterone (P) and prolactin ( PRL) in patient group and normal control group. Re-
sults; The FSH, LH, and T levels in patient group were significantly lower than their counterparts in
control group (P <0.001), while there was no statistical difference for PRL, P, and E2 between the
two groups (P >0.05). The OC level in patient group was significantly lower than that in normal con-
trol group (P <0.001). The serum levels of OC were positively related to T, FSH levels (8=0.490,
B=0.240;P <0.001,P =0.001). There was a linear relationship between OC and LH, but there was
no significant difference (8=0.093;P =0.175). Conclusions: The serum OC level is closely associ-
ated with HH.

[ Key words ] hypogonadotropic hypogonadism; osteocalcin; testosterone; follicle stimulating hor-
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Tab. 1

levels in normal control group and patient group

The serum sex hormone levels and osteocalcin

ghR Xt B4 P 141 t P
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n 100 98 - -
FSH(IU/L)  10.25+4.01  2.42+1.25 18.45 <0.001
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PRL(ng/L)  8.25+2.56  9.01+3.43  0.85 0.873
T(mmol/L)  20.01£6.00  3.55+1.28 26.57 <0.001
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3 g

1856 4F Maestrede Sanjuan i 77 7F P4 3 GE 1K
AR RE R AT X — B , 1944 4 36 [E 41 2 R
e 27 2% Kallmann [ 5640GE T 3 SR 12
WBIZETCAE , o O Pl A7 WLBE B 2%, I IT- B 42
TR —Fs A , S 25 E AR 2
FBICR R4 IE o AR P J B P 1 i 2 e il iR
i FR A BRI AR (P RE R A R B
AT IRSE B B Bk, EAOA N 2B EAT
MEEEAZ ", HH 7EIf K | EE RN
PENR & B v 5 CINPE S HESE ) , Mo D RE 56 A2 2 2k
IR , &I 2R R T (a2 Ba s 5E) KUK

£2 MPIAmFE OC KF 5 FSH.LH B T [ 3 447
Tab.2 The logistic analysis of OC and FSH, LH, and T in patient group
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HH(I/R) , THA#EE 1 h 6 h & 12 h BUbpAS, K 1fi ¥ ALT (AST  Crea ¢ LDH K-, [m] i Bt | JFF 22 5 4H 40
FRELAA AT . BEER B T LI 18] SE 4, Sl A A7 A< B AR, A BRI 40 min /N7 d AARAF R 60% , HeFF
BRIM40 minfE Ky SRR HAT 434 2 S25 5 Bl M 40 min J5 FREVE 6 b I, [ ALT (AST Crea F1 LDH B] i 7} %
(P <0.05) ,fili JFIE R B ELHZUA8 B A AR B U o 8538 - /DU BRI 40 min FRENJS 6 h, 2 WF5Y 11/ R 45
15 & MODS B HRAR 1 B[] 5 o

[RBIA ] Mo e P88 0 5 298 Y DO AR s A7, 305 /L

[FESHES] R363; R656.7 [ XEAFRIRAZ] A [ XELHS ] 1000-2707(2015)04-0346-03

Research on Multiple Organ Dysfunction Syndrome Model
Induced by Intestinal Ischemia/Reperfusion in Mice

ZHENG Deyi, WANG Yi, DU Jiao, LI Pingyang, XIAO Xiangyang, CHENG Daiwei, LI Zili
( Department of Burn and Plastic Surgery, Guizhou Provincial People Hospital, Guiyang 550002, Guizhow, China)

[ Abstract | Objective: To establish an animal model of multiple organ dysfunciton syndrome
(MODS) induced by intestinal ischemia /reperfusion (II/R) in mice. Methods: C57 BL/6 mice
were randomly divided into group 1 (intestinal ischemia 30, 40, 50 and 60 min subgroups) and group
2 (sham operation subgroup , II/R subgroup). The survival rates of mice were observed after different
intestinal ischemia time in group 1. Biochemical indexes of ALT, AST, Crea and LDH in serum were
measured, and pathological changes of the lung, liver and kidney were observed by optical microscope
after II/R in group 2. Results: With intestinal ischemia time prolonged, mice survival rate was signifi-
cantly reduced. Compared with intestinal ischemia 30 min group, the mice survival rates in more than
50 min intestinal ischemia group decreased significantly (P <0.05). The mice survival rates in intes-
tinal ischemia 60 min group decreased significantly than in less than 50 min intestinal ischemia group
(P <0.05). After intestinal ischemia 40 min and reperfusion 6 h, mice serum ALT, AST, Crea and
LDH increased significantly (P <0.05) and pathological changes of lung, liver and kidney could be
observed. Conclusion: 6 h of reperfusion after mesentery ischemia for 40 ~50 min is the ideal choice
to research MODS induced by II/R in mice.

[ Key words ] intestine; ischemia reperfusion; multiple organ failure; models,animal; mice
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Tab.1 The serum biochemical index changes in different reperfusion time after ischemia
_ PR T ()
= oR h
Eﬂﬂ’a*ﬂ sham h 6h 2 h

ALT(wL) 40.25 £2.63 56 £20.07 179.5 +141.59" 128.33 +89.67"
AST(u/L) 195.75 +57.53 156.67 +22.37 483.33 +£176.31" 365 +117.29"
Crea( mmol/L) 5.25+0.96 17.67 +12.58" 10.33 +1.86'" 8.00 £2.65
LDH(wL) 1496.75 £382. 85 1406.33 +1136.55 3119 £947.58" 1910. 33 +£369. 85

M 5 sham FL#,P <0.01

Sham

K 2

&4/ BG4 R ¥ % FL(HE, x 100)

Fig.2 The pathological change of lung, liver and kidney induced by II/R
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550004 3. BEFHEEBE 252K, ST St 550004 )

[ ZE] BEY: @220 B R0 BLAF I E 7 ik SRITTEE AN 06 B 1 T4 —
BRI , LAIAINE A0 HE S, X 5 5 M SR P SO E AT & e . 53R AT T DA ATRE A X IR, 5841
O3 MG RN E S 55 40 40 B A P B ) B e ik, ELMR B4 0. 008 ~ 0. 03 o/ L i [l P 5 WG e itk ¢
Z BT, A =35.50C —0. 041 80, =0.999 3, -3 [alft=R Hy 103. 1 % ,RSD N 2.9% . Z5i: W - il il & 5
R AW R SO I R TR AR T AR, TR 0 A A
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[PESZES] R84 1 [ XEERIRAE] A [XEHS] 1000-2707(2015)04-0349-03

UV Spectrophotometry and Anthrone Sulfur Method Assaying
Total Sugar in Shenxiong Glucose Injection

ZHU Di', TAN Dan', HOU Jingyu’, XIANG Wenying’, WANG Aimin*®, LAN Yanyu>’, ZHENG Lin'"’
(1. Guizhou Provincial Key Laboratory of Pharmaceutics, Guiyang Medical College, Guiyang 550004, Guizhou, China; 2. Engineering
Research Center for the Development and Application of Ethnic Medicine and TCM , Guiyang Medical College, Guiyang
550004, Guizhou, China; 3. School of Pharmacy, Guiyang Medical College, Guiyang 550004, Guizhou, China)

[ Abstract] Objective: To establish the method for the determination of total sugar in Shenxiong glu-
cose injection. Methods: Adopting UV spectrophotometry and anthrone sulfur method, using glucose
as reference to measure total sugar content of Shenxiong injection. Results: Established the method of
using glucose as reference to test total sugar of Shenxiong glucose injection by UV spectrophotometry,
and it showed a good linear relationship between the absorbance and the concentration between 0. 008
~0.03 g/L,A =35.50C ~0.0418 0, r =0.999 3; RSD was
2.9% . Conclusions: The method is practical, accurate and reliable, can be used as quality control

method of Shenxiong glucose injection.

the average recovery was 103. 1% ,

[ Key words] Shenxiong glucose injection; total sugar; ultraviolet spectrophotometry
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Fig.2 UV spectrogram of blank
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YEW o A0 IO RE S AR, LAIK 2 LS W, #E
620 nm P A KL E W IERE , IR EE C Rk b,
JEIE A Y ARAR, L HIARAE R, [T 05 R
A =35.500 C —0.041 80,r =0.999 3, %k 41 % I %
ZEPREXT RS vk BE#E 0. 008 ~0.03 o/L i [fEl N 5%
TG RE 2 ) 5 R AP IR R o

1.3.2 RS R0 HRUA]—vk B2 i) B T AR TR



4 1] S

MAE BEAMIEEE AR — BRI E 2

SRR T B

(0.025 g/L) , i E iR E ST R AN B vk % 4
TE 6 WKW 6 BEMH, 4551 6 W 2 {H 9 RSD A
0.79% , Ui WX 2k % B R 4F o

1.3.3 SmEMHRAE WA S A
W (HEE A 220131125 —=1)6 ), 4%°1. 2. 17 T F )5
T AR S TR T, A I WO FE A I
A5 6 YO E ) RSD Ry 2. 7% , Ui B I 75 1%
W M R AT

1.3.4 fREkAE HERREZELEH TS
TR AT SR, #e 1. 2. 1 IRy A R
VTR, 35 B HEST I SN R L 43 F 0,1,
2,4,6,8,24 h g WG REE, 25 SR A A
BEE L RSD o 2.5% , & B S 4 WFE 24 h
PR E T R A o

1.3.5 R REMRIEL HRm 2
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Tab. 1

Test results of recovery

L FEREE AR AR

[ -4 [l Y RSD

BE g () (me) (%) E(%) (%)
1 27.10 21.07 50. 17 104. 15
2 27.13 21.07 49.29 102.26
3 27.07 21.07 50. 55 105. 01
4 27.04 27.21 55.07 101. 51
5 27.51 27.21 53.72 98.17 103.1 2.9
6 27.63 27.21 59.3 108. 13
7 27.40 32.03 63.01 106. 02
8 27.11 32.03 61.07 103. 26
9 26.90 32.03 59.04 100.19

1.4 FESIE

8 S S A A SR, #1217 WU ik
il £ A SV T, 3 SR ST A R Ao e R
FE MR REAE, 43 ST a3 ot V8 T B e, 4
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2 g

FIRUIE SRR 09 75 86 2R B — B AR T AR
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REAHE A, T A B0R e R 22 MR RN I H B

P2t PRHASHI G R FH TR - BRI X 225

A BEE SR A T SOME B R, WIS A SRRk

PEOC R BIAR, FIE AR MR R4F, 45 R e )

5, R AIFy,

X2 SHETHEAREABRFABLEEMELR
Tab.2  Determination results of total sugar in 8

battle of Shenxiong glucose injection

A it BbE & (g/L)

1 20131125 - 1 53.17

2 20130979 — 1 53.15

3 20131104 - 1 53.22

4 20131211 - 1 53.24

5 20130979 -2 53.13

6 20131104 -2 53.24

7 20131211 -2 53.27

8 20131125 -2 53. 14
A 53.20
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JR 12T = X4/ BRI B 7 i E 1R {5 B Z R AP I

e, ETY, KAWL, & B, BRI, BRE, AN, A

(L. SRR BE S~ BE 2, S0 SEF0 5500045 2. SEHERE B b Be WM RE, STIH S2EH 550004)

[ ZE] By HEHEAES 200/ BN B P A58 0 (R A Ll . Jrik: 120 HEHI/NRBENLA R E
FATERA RTFRAL 14 d BRIL] 14 d JRYT 4 .28 d AR AL AL 28 d IR YT AL SR /D BRORUM 45 5 sl ik 45 L e 1
15 min FEHEE 15 min, 2 3 YR A0 R L P00 T B A0 B s 45 3R 7 AR AR JERT 7 I JESE 28 T 1A B2 SR B
BIAYT , AT A A 1 55 R A R K, /N FRAL BB S5 BUAS- 4L i85 T 2 23 ) ELISA 75 00 58 Wb Jid SR FE K F-o ( TNF-a ) B2
FAFK-6(IL-6) (3R 1K , westen blot PRl v & A% K F--kB(NF-kB) B335, &8 : £IGT A4 4 TNF-o IL-
6 J NF-kB % KK -5 0 SR LA B B AR, 2 S A G4 X (P <0.05) , 458 JRAET #XT
IS K PV A 454 /0 B AR WL T B 38 A PRI NF-kB  TNF-a LU TL-6 SRR T SEHL .

[ REEIR ] Midhrtn ;s FEREVART; JRAETT 25 RAE; MRMIEN T-o; AN ZK6; B T-«B

[FESES] R43.3; R322.81 [ XEkFRIREG] A [ XELHS] 1000-2707(2015)04-0352-04

The Protective Effect of Procyanidins on Cerebral
Ischemia Reperfusion Injury in Mice

ZHANG Wenyan'?, SUN Baofei', YU Zijiang', YU Yan', XIAO Chaolun',
LUO Shipeng' , LINGHU Yan', YANG Dan'
(1. Department of Anatomy, Guiyang Medical College, Guiyang 550004, Guizhou, China; 2. Department of Respiratory,
Affiliated Hospital of Guiyang Medical College, Guiyang 550004, Guizhou, China)

[ Abstract] Objective: To discuss the protective effect and possible mechanism of procyanidins on
cerebral ischemia reperfusion injury in mice. Methods: One hundred and twenty healthy Kunming
mice were randomly divided into 6 groups: the normal control group, sham operation group, 14-day
model group, 28-day model group, 14-day treatment group and 28-day treatment group. The model of
cerebral ischemia reperfusion injury was constructed by griping bilateral carotid artery of mice for 15
minutes, and conducting reperfusion for another 15 minutes and repeating the above process 3 times.
The treatment group was continuously given procyanidins by intragastric administration for 7 days before
execution, and other groups were given the same amount of normal saline by intragastric administra-
tion. The hippocampal tissue of mice was taken. ELISA was adopted to determine the expression of the
tumor necrosis factor-a ( TNF-a) and interleukin-6 (IL-6) and the expression of nuclear factor-xB
(NF-kB) , and western blotting was adopted to observe the expression of NF-kB. Results: Compared
with the model group, in each treatment group TNF-a and IL-6 protein expressions in mice brain tissue
were decreased significantly (P <0.05). NF-kappa B protein expressions of hippocampal tissues in
treatment group were decreased significantly compared with the model group( P <0.05). Conclusion:
Procyandins can protect hippocampal neurons and reduce the inflammation in cerebral ischemia reper-
fusion injury of mice, and the mechanism may be related to reduce the expression of NF-kB, TNF-a

and IL-6.
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[ Key words ] brain ischemia; reperfusion injury; procyanidin; inflammation; tumor necrosis factor-

o; interleukin-6; nuclear factor-xB

PR B4R U b 35 A K JRUAE T &R (oligomer-
ic proanthocyanidins, OPCs) )4k 54, OPCs B 1
NI RAASE NN T X YT &= BT AN K (2
M W N % B F-kB (nuclear factor-kB, NF-
kB) TEMR R IS w75 00 , NF-wB i i 45 2
PR RIE S5 T 2 4 M R - F0 98 5 A BT 1)
SR AR SR AL 450 5 vh B SR, NF-
kB A A IR AL A5 403 F 0T 7 R, XA B8 3 M
L AR A T A B R R Y 0 FR 2y
FEIRYT IR I A8 Ty 16 B A VR 2 40E B 251E
T NF-kB {555 xR M50 0>, AL
K OPCs 1647t 1M P98 1A Y /N B, PR35 OPCs
X e LR T A0 5 i /0 BRI T 5 o 22 T 8 R AP A
FHBCHAILH

1 MRS

L1 semshy oyl

R AE IR/ N B 120 2, (A 20 ~22 ¢,
H1 Bt BH & 27 Bt S 56 sl 4 b 3241, 5 48RS SCXK
(#4)2002 -0001, F% Ff AL 53 21 )5 01K 120 H/NER
G3 RIE XA BT R 14 d BRI (14 d R
74 28 d BORALAN 28 d iBI7 4L, A41 20 H, HA
FRIRE (20 £2) C W 48% ~60% .
1.2 SRRy

BN HURCE , RHT 12 h 256 ,4 h 2K,
/NERBL 3. 5% K S E (10 mL/keg ) M J1s T 55 PRI
RN [ 7 , H M BE, BT a0 R 20 B A ) AR
5 ~8 mm KPS E U] RSN SR B K S
PEATRN G, e PRSI SLE B K, ki 15 min, S8 f5 4
FEBIIKIE PRS2 MV T 15 min, J2 & 3 W K
AN 0 oI REERE R Y VIP N (i 1A N = S O N = p
23 d 4T AE R 2 000 000 U ILESLHE, 43 JE 1]
Fro T ARHBRAIE AT BRI, HR B A R
R, IRYTHTEALIER] 7 d 45T OPCs (100 mg/kg)
HEEAIT 1 U/, I IR il TR 2 R R 2
A RAE TR K
1.3 g H A E N - e

BRALHC 10 H/N R A 2V 303 0 Ja B T
W, SR H] ELISA 3250 5 g IR AL P - ( tumorne-
crosis factor-o, TNF-o0) DA J 4} 25 -6 (interleukin-6 ,

IL-6) 7K, e BOGAGR G E  BF A T4
1.4 I CA3 [X NF-kB % (4 #ik

Western blot LA, F52H 25 B 10 H /)N BT 251
ALBEICH 4 i 53 25 U S, DI IBOSUN g 5 CA3 X
MU FREE, LA 1210 A 4 °CBA SR S vhis)a
EEAZ O, IR A R E 0L 4 °C L, 14 000 r/min
250> 30 min, WHE 135 W, Bradford 350 ¢ 2 1 &
NS ARFRY 2 x UK S22 MR A, DL 1 /L
HEAHE LA, 10% SDS-PAGE HL K 43 2 J5 HL % Ji
FREFREFYER, B F L) 5% WERR Wk & i B A 2 h,
A —$i (NF-kBp65 HripEdiif) 4 Cib i, Pk
JE 5280 - B E ALY (HRP) SZHY) O,
sk & R (ECL) B a5 8o, DIFTik 2%
R B, F T8 8% i, B e iR
H {5 5 4 7. BIO-RAD 4 ¥ B 14 4k ¥ &R 4
(PDQUEST 6. 1. 1) # A7 K BEW & o & H Y8 H K
FEME SR B-actin JKBEAE T FA AR AR A HH R 48 A
FRFR B o
1.5 Sifeghbs

4 I SPSS 11,5 B b3, Kicdli 235 SR 1345
+ hRifEZE (x =5) FR, BUR LUBCR B R 28 5 22 4%
Br, W AR ¢ K238, P <0.05 Sh 22 54 &t

R
2 #HR

2.1 —JBifiL

TSI WL B A TR0 2 /)N B AR I % TR
15 OB TR A e AR R I, R
.
2.2 HFILHLAH NF-o IL-6 [ HKA

ELISA £52R B7R R TF AR5 1EH 0 IRZH &5
JZEF (P >0.05) , AL /N TNF-o | IL-6 2
R IRACE I & TR ARA, 2R A gt #E L
(P<0.05) ; BiRIZp 14 d AT EH G, LS
it (P <0.05) , #3897 4 TNF-o | IL-6 7K F-fi%
FRIABAIA , 22 A G FE X(P <0.05), I
*1,
2.3 ¥4 CA3 X NF-kB E 3k

T ARG CA3 [X NF-«B & /K5 1EH
X RRAL AL, 22 RGeS (P >0.05) , £ 4

353



M OB

Be “# i

40 %

RIZ NF-xB EHK P RE &S FIRTFAL, Z7E

Giit2FE L (P <0.05) ; #3597 4K T ) e Al

H,ZRAEIIFEN(P<0.05), R H L,
k1 24/ REDHL$ TINF-a,

IL-6 % NF-«B & & % %

Tab.1 The protein expressions of TNF-a, 1L-6 and

NF-kB in hippocampal tissues of mice in each group
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Fig. 1 Expressions of NF-kB in CA3 region in

hippocampal tissues of mice in each group
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Protective Effects of Opening of Mitochondrial ATP Sensitive Potassium
Channel on Ischemia-reperfusion Injury in Rat Lung in vivo

LI Tao', LAI Chunfeng’, ZENG Maosen', LU Deqin’
(1. Department of Pathology and Pathophysiology, Medical College of Jiaying College, Meizhou 514031, Guangdong, China;
2. Department of Internal medicine, Medical College of Jiaying College, Meizhou 514031, Guangdong, China;
3. Department of Pathophysiology, Guiyang Medical College, Guiyang 550004, Guizhou, China)

[ Abstract] Objective: To investigate the protective effect of opening of mitochondrial ATP sensitive
potassium channel on lung ischemia-reperfusion injury in rats. Methods; Pulmonary ischemia-reperfu-
sion injury rat model was established by left hilar ligation and reperfusion. Preconditioning was conduc-
ted by using the mitochondrial ATP sensitive potassium channel opener ( diazoxide, DE). Forty rats
were randomly divided into four groups (n =10, respectively), i. e. sham-operation group, I/R
group, DE + I/R group and 5-HD + DE + I/R group. The ratio of wet/dry weight of lung tissue and
morphological change were observed. Cytochrome C expression and apoptosis index in lung tissue were
assessed by immunohistochemical staining and TUNEL methods, respectively. Results: Compared with
sham-operation group, the wet/dry weight ratio of lung tissue in I/R group was significantly increased
(P <0.05), the pathological changes such as hemorrhage and edema in lung tissue, the expression of
cytochrome C increased significantly (P <0.01) and the lung cell apoptosis index increased significant-

ly. Compared with I/R group, the wet/dry weight ratio of lung tissue in DE + I/R group was signifi-
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cantly decreased (P <0.05), the pathological changes in lung tissue were obviously alleviated, the ex-

pression of cytochrome C decreased significantly (P <0.01) and the lung cell apoptosis index de-

creased significantly (P <0.01). There was no difference in above-mentioned indexes between 1/R

group and 5-HD + I/R group (P >0.05). Conclusion: The opening of mitochondrial ATP sensitive

potassium channel can effectively alleviate pulmonary edema, inhibit apoptosis and play a protective

role in the injury of lung ischemia-reperfusion in vivo.

[ Key words ] lung; ischemia; reperfusion injury; mitochondrial ATP sensitive potassium channel ; ap-

optosis; rats,Sprague-Dawley
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of lung tissue between different groups

Comparison of wet/dry weight ratios
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Tab.2 Comparison of cytochrome C positive cell rates

and apoptosis indexes in rat lungs of different groups
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Fig. 1 Expression of cytochrome C in rat lung tissues of different groups (SABC, x400)
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B2 414 48 B - ( TUNEL, x400)
Fig.2 Lung tissue sections of different groups showing different amount of apoptosis cells( TUNEL, x400)
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ZRMAB S EDTA ZTEXHI /N A 4T 4 f B 55

PERESE
FH, Kk

(GEPHEEZABE M BE MR, ST BERH 550004)

[ ZE] BH: WRZRBER S Z M0 Z 8 (EDTA) (3B 4 (PLE ) X105 35 1 /1N BT 4k 41
1929 B ERERE . ik /INEURET 4R 40 1929 43 1E 5 241 X B4 2 R = R4l .PLE 41 F1 EDTA 41, % A
MTT 2 LA AH R Mk T, EDTA 2 RS2 5 EDTA sZBMx /N BRUBCET 4R 4 1929 AHXT IS A 152, 45 R
VUIE 5 4HAE MFRAE(100% ) , 22 Bl & B2 24 \EDTA 2H \PLE ZH 0%} B8 2H %6F /)N BRUBG2T 4 40 ffd 1929 1) AH Xof 444 5 35
(RGR) 4331 79.87% 69.35% 81.47% i1 20. 12% , YA 1F % 20 F W, 22 5 A G288 L (P <0.05) 5 76 fFi it
WeRER R 1 000 pmoL/L B ,EDTA Xf/)NRBLEF AE AN i 1929 7514 2 9%, PLE i 2 SR sl % /) BB 4k 41 i
1929 WEMER 1 . 5. SCIRYRIE Y PLE F1 EDTA X[/NE AT e 40 1929 T4k, B — e e et

[ XA ] ZREERR; &ML RR; W44 ; gt

[FhESZES] R176.1 [ XEKERIRAE] A [XELHS] 1000-2707(2015)04-0360-03

Toxicity Study of Conjugates of PLL and EDTA on Mouse Fibroblast

LI Yingqi, ZHANG Haiyan
( Ophithalmology Center, the Affiliated Hospital of Guiyang Medical College, Guiyang 550004, Guizhow, China)

[ Abstract | Objective: To investigate the toxicity degree of PLE from EDTA and Poly-L-Lysine
(PLL) on fibroblast 1929 of mouse in vitro culture. Methods: Mouse fibroblast 1.929 were divided in-
to normal group, control group, PLL group, PLE group and EDTA group, adopting MTT method to
compare the effect of EDTA and PLE on proliferation of mouse fibroblast 1.929 under the same concen-
tration. Results: Taking normal group as standard (100% ) , relative growth rate (RGR) of 1929 in
PLL group, EDTA group, PLE group and control group were 79. 87% ,69. 35% ,81. 47% and
20.12% , lowered than normal group, differences were statistically significant (P <0.05). As the
mass concentration reached 1 000 wmolL/L, toxicity of EDTA on fibroblast 1.929 reached level 2, PLE
group reached level 1. Conclusions; Experiment concentration PLE and EDTA has minor toxicity on
mouse fibroblast 1.929.

[ Key words ] poly-L-Lysine; ethylene diamine tetracetic acid; fibroblasts; cytotoxicity

A R T SRS R A 2 M BOR I 2 — , B
HRENTHERAL, A 28 BT E 2020 423K
50 B KA AR L B2 25% . BT
J7 PR Y ME— A A 5 3 il AR R
AL L RE , (AR 1) 5 BE R ih ( posterior capsular
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FINBE) o BUCE N AR 7948, 4% M
SIATBEREEA 5 P AL, 2 B B B 5 K RN R A
PIVERT, KEB /R4S N ICE 7 N LR . N
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4 1] FYRAF

Z R EIR S EDTA S0 /N BRUSCET 4t 40 i i) 7 PE RIS

R T 2% T B R AR B 200 L gt ] b 5 B
IXBETR B ) R AR AL (Lens cells, LEC) 2 fff |
YA AT, R RS epithelial IR, LEC F %
RN A BEIE AR, 200 M 285 B P B T L) S e o
Too A FRIE I ca AR AT 40 1) 4 A
5 A AH AR TR RE R O3, 4E SR 0 An i i A1
EoES, MM T MR EY, X E@ED B
FER I, EDTA 0] i I1 4 i 18] 3% 42 , i Jo 3 TR
M SRS IR R LR BEIR S 2 TN
fi# ( ethylene diamine tetracetic acid, EDTA ) [t 32 ¥k
Y (polylysine-EDTA , PLE ) 7] g 2 %Ak % PCO 1Y %
M ARSI AERINE IR 1/ BUSET 4E 40 i 1.929
FOMA PLE , W% G 20 ) 2 A

1 #METTIE

1.1 Pk

DMEM/1640( 2% [ Sigma 2\ #]), PBS H ¥
(3£ Sigma W), R F (356 E Solarbio 2
F]) ,RPMI-1640 £ 355 ( 22 [E GIBCO /A H]), MTT
(22 Solarbio /A #] ), EDTA (£ [H Sigma /A H]),
DMSO (RN AR T) , 2 R i 2 12 ( Poly-L-Ly-
sine, E[E Sigma A7), 2 " HE M 2R 41 (ED-
TA W1 RS 1L BT SE B A58 0r ) o Olympus 5] 8 1
i CKX-41 ( H 4, Olympus ) , Az X B 51X ZS-2
(Abmt BRI ), A8 ARk 35 5746 MCO-175( H
A, =) B TAES BHC-1300 (7390, 248 .
1.2 i
L2.1 S92 /D EUSLEF4E40 i 1929, 1 T4
VU RS sy ol , A i 5y 5 4. 1
AL, A1 000 wmoL/L () DMSO 4 i 15 2 ; F
HEZH, A S 1 000 pumol/L (1) — BRI AR5 550K 5
ZRMATRA, A 1000 wmol/L i) 22 F i 24
R 1535 PLE 20, A 1 000 pumol/L [ PLE }53%
W ; EDTA 2H, it A 1 000 wmol/L () EDTA K535
1.2.2 P8R SR, #IH EDC ¥
EDTA 5Z R IRES G K, K 71§ PLE 40 mL
(% 2.687 mmol/L EDTA) JH A TR HLH ¥
4%, KK E 100. 748 mL (7 1 000pmol/L ED-
TA) , [ B} ] 5. 6% NaHCO3 & pH (£ 7., M
GB/T16886. 5-1S010993-5") 44 itb T %ot ¥ A= K 3 1y
INERUBLET AN M 1929 Pt i 0y 2.5 ¢/ L B
HE AR THEAL, BL LM B R 5 x 107/L B 41 i
BT 96 fLEE IR, B AL 100 pL, R4

f K A ARSI TR . T 37 C AR
SIS % CO, R85 R H SR 48 h J5 & R E R, 18
B AT U A A ROIRAS T S LI A i
i S g/L MTT 20 L, 4k&e557 4 h J5 , 55 LA4L
o BV, BEFLINA IR 150 L 75 % Y 3%
ULVE , IWRGE P 4R 57 # 52 B8 2 10 min, 55 (4
BEES RSV AR X LT 490 nm PR
TEWIEIE
1.3 WEHER

ARG I 72 9 W D' R 4% T ST 554 X 4 4 8
(RGR) , Jf4% 4 1 BYFE M0 bR i X 1000 245 2R ik
friFflic RGR% = A X Z/A IEH 2 x100% .

E1 HHHEE

Tab.1 Toxicity grading criteria
FIXS ST (% ) B

=100 0

75 ~99 1

50 ~74 2

25 ~49 3
1~24 4

0 5

1.4 Hifeehbs

RIQEE R A 3 = priE 22 RR . WA
SPSS 13. 0 G itk R B & 7 22937, P <
0.05 N 2zEFH AR L,

2 #R

2.1 AT 2 AR X B

HH% 2 Al 0, LUIE B 4AE R FRifE (100% ) , 2
B RAL EDTA 4 PLE 4 5 B8 20 %f /)N RS &F
e 20 Mo 1929 (1) A X BG 5 B (RGR) 43 5l hy
79.87% .69.35% .81.47% F1 20. 12% , ¥4 1F 8
HTRE, ZRARITFE (P <0.05) ; ZRiA
R4l \EDTA 4 \PLE 4] RGR {H 5 X M4l L i, %
FRAGI R L (P <0.01); ZR A M4 . PLE
22 18] RGR A L TG T4 7 X (P <0.05) .
2.2 RIS AT AT A2 ) EE

EDTA X} /N 5L £F 2 410 i 1929 1y 7 1 4 2
9%, PLE 122 i 2 B2 X} /)N BRUSCET 4E 20 i 1.929 11y
BN 1, K2,

3 i

Ja Z M AR DA i B B TR RIS T SR
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5O OB B Ml 40 &
£2 K4 BOR AT 4 e i 1929 LI IRAL JEDTA 41 PLE 20 FXT B ZH % /)N B,

XTI TEE R
Tab.2 Effect of PLE on relative
growth rates of 1.929 cells

A5 AEXTIEFHEE (% ) TR
IEHA 100 0
LRI ERA  79.87 £10.6V? 1
EDTA 4 69.35 +9.28 V@ 2
PLE 4 81.47 £8.22V@ 1
FHP % HE 21 20.12 +6. 46" 4

D 5IEH A AL, P <0. 053 55 f ik R4 A, P <0. 01

B TR A L B AR, B4 AL 2T 4R AN, I U
PR ITAE , o SR A5 2 BRI o R 259
TG 7 , 3 SRR L 2 0 1 5 0 2F AL
R, ST I 2 9 B IE S R 4R . EDTA
SR IR Ca™ A, TTEK YR R i, A
Syt i OB MR TERE , 4 T 372 TR ; 7R 1K
HhSE R T4 85 1 B A S S A
EDTA 43 i 41 4040 o 9 45 7, Humphry 2 F
Nishi 45" 5230 4iF 52, EDTA RE 0% 7R 47 b At ok
1A b Kz 240 i ; Bretton 25" BF 5% % BH 22 5 i 2 R 7T
PEREE 5 R RIS & s B 27 4 % EDTA
5 2 BRI AT 5 SV P T R AR, Ak
B4 OIS IR R A L e AR R B

2 g T P KU/ T S S
SR () e e 8 A e s T BT, T LA T
i) AL D R A RIS T A . E R R A
— A MITT 3 I 2525 L 1 ) 245 490 1 400 i
PEHEATAAHT o A2 LS K 245 4 75
W, 7 B T 8 H WS i B 25 81k, 259k
R Ve X 40 LA 5 2 7 I [ 4 A DR P AR
i I TR, 45 AT SR B . ER MTT
[3-(4,5- T BEMEME-2) -2, 5-— HE 3 O 8 e Y5 45 ]
B (T (AR SN R 200 M AL 7 245 0K 36 B 17 ok
B2 RO 25 2 4 10 T B S AR, A SR
SH T 200 i 2 T 1 B R % L R A 40 U
MTT 3 J5 A 7K AN VA P 1 1 45 €0 45 o Y B AR e
A, ARG TC T RE . L AR ( DMSO)
B VA AR 200 1 H 0 P B8 PRI S B A S A — 5 D
KA E G SR, T i 422 2 e 37 40 i o, i
VAR R U B A%, AR B R MTT
e, AMHTINAE 55 SR LUTEAR PLE i /) B &F 44k 400 g
1929 [k, 205 5 s , LATE % 20 bRk (100% )
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14k 20 M 1929 1Y AH XT3 FE BE (RGR) 43 51
79.87% .69.35% .81.47% F1 20. 12% , ¥4 %5 1F %
TR, ZR A5 EE L (P <0.05) ; 78 it vk
BEik4 1 000 umoL - L™"if, EDTA % /)N B &4F 4
4 1929 MTEMEN 2 g, PLE F1 22 B M 2 B2 X/
FUBLET 4L 40 1929 (R R 1 2%,

AT LU 45 T2 0, PLE Sk 200 Jifd 6 A= K 1 7
RIS R0 20 M AR AP, LA MR X 3 5 2 ey
AN AR, B — e 24t
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BRUARESHEEHESHEREEFINEM Thl, Th2
A Treg M EX"

IR, R, B AT

(1. SEBHEEABEMIBE HL g, SeM 5B 5500045 2. StBHEE2#BE A5 TRABE A AR HBIE, St 5t 550004)

[ Z] BH: PP EtEAE & (AS) RRIE S BIE T 400 1(Thl) HHBIE T 400 2(Th2) A4 T
AL (Treg) 42 A 0 KGR 32 o Frik s RGPS B F Yo a4 AR (1CS) R XA (FCM) Kl 78 i) AS (&
F(HPEiE sl AS 34 6] fIRTE S AS 44 £]) 71 30 il g Ak (IEF X BEZH) #ME M Th 408\ Th2 41
1 Treg AMEECE, /oW H 5 AS G shERAHCE, &R TERGshE AS 4l ARG sl AS 40 AS ZH4MA I Thi
2 R S SR i T IE X IR (P <0. 01) KIS Bl AS 4148 E 1L Thi 40K & B B AR T8 S 3h ik AS 41 (P <
0.01) ; F G i AS 41 AS 2140 &1 Th2 40 i Y & 24 B B AIK T 1E 55 X BRALAMIGTE sl AS 41 (P <0.05) ;AS &
FAMNE I Treg 4N, AS PR 5 IEH X A 22 R G122 X (P >0.05) , AS 4K IE sh P4 41 & 1L Treg 2
M5 IEH X B 2= R TG 2408 L (P >0.05) (H 5 E st AS 4N I Treg 215 %5 BRAL EL 5 BH R sk A1, 25 57
AHHE (P <0.01) ,AS B RiE sh 1AM A I Treg 2005 AS B IKIE S M 41 e B Wik, 2 /A 4
B (P <0.01) s ABEMEAM I 7R, AS BN E I Thl 20 L5155 Bath 55 B84 28 95 175 16 2 48 %5 ( BAS-
DI) £ 1EAASE, Th2 Mg Fl Treg 4HE 5 BASDI Y2 Al 4. AS 4 4ME M Thl ' Th2 Treg 21 ifd £ & 1Y 2L
A5, 5 AS kAR R JEA W AR S Rl AS R AN I Thl [ Th2 Treg 20 it ()5 EL A5 B T AS S 15 30 i
[ REEIA ] AH%, 0m ek GHOVE T 4000 1s SHEDYE T 4080 2; PR35k T 0H0 Treg; Sy ok fli
[FESHES] Rad6.62 [ CHEIFRIRFE] A [XLEHS] 10002707 (2015)04-0363-05

The Clinical Significance of Detection of Thl, Th2 and Treg
Cells in Ankylosing Spondylitis Patients

WANG Zuolong' , ZHONG Naifeng®, MA Li'
(1. Department of Central Laboratory, the Affiliated Hospital of Guiyang Medical College, Guiyang 550004, Guizhow, China;
2. School of Biology and Engineering, Guiyang Medical College, Guiyang 550004 , Guizhow, China)

[ Abstract] Objective: To investigate the changes of T helper cells 1 (Thl), T helper cells 2 (Th2)
and regulatory T cells (Treg) in the peripheral blood of ankylosing spondylitis ( AS) patients in the
different active stages of development of AS and their clinical significance. Methods: Seventy-eight
cases of AS patients were selected as AS group and 30 cases as healthy group (normal control group) ,
and AS group was divided into low activity AS group (44 cases) and high activity AS group (34 ca-
ses). The flow cytometry (FCM ) and intracellular cytokine staining technique (ICS) were adopted to
determine the number of Thl, Th2 and Treg cells in peripheral blood of all groups and analyzed the
correlation between these cell number and AS activity. Results: The number of Thl cells in high-ac-
tivity AS group, low-activity AS group and AS group was signifcantly higher than that of normal control
group (P <0.01), while the number of Thl cells in low-activity AS group were significantly lower
than that in high-activity group(P <0.01). The number of Th2 cells in high-activity AS group and AS
group were significantly lower than that in low-activity group and control group (P <0.01). There was
no statistical difference in the number of Treg cells between low-activity AS group, AS group and nor-

mal control group (P >0.05). The number of Treg cells in high-activity AS group was significantly

*[HEEIE ] SN ARE TSR RBOCHH (BFRHE LG £[2011]034 5)
* A EEE E-mail :18608505639@ 163. com
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lower than that in low-activity AS group and normal control group (P <0.01). Correlation analysis

showed the percentage of Thl cells was positively correlated to bath ankylosing spondylitis disease ac-
tivity index (BASDI) while the percentage of Th2 and Treg cells was negatively correlated to BASDI.
Conclusions; The percentage changes of Thl cells, Treg cells in the peripheral blood of AS patients

are significantly related to occurrence and development of AS. The detection of Thl cells, Th2 cells

and Treg cells in the peripheral blood can contribute to judgement of AS disease.

[ Key words ] spondylitis, ankylosing; T helper cells 1; T helper cells 2 ; regulatory T cells; immuno-

logic dissonance

R E MR (ankylosing spondylitis , AS) & —
Fi 5 HLA-B27 47 B B AH G ) 4 B vk B B S e vk
PRI, — M LARRHE OC Y R i R AL, 1B R NP
BFPECE AL Z AR R DU AS B AL
H HTHANE RS, 3Tk 2 AR UGB i an st
ARG o BE (RIS 4 A SRR e B 15 . DNA H 3k, o
WBEABUE" " EREN R LA
B g Ve & R RIS [ R DR B
SCHRARTETE AS P, NS T 41 i S FF 114 2R i ke
SEVER L KA CD4 + T 20 434k Fi o ek L
Y RATBIPE T 408 1 (Thl) (HHBIE T 40 2
(Th2) , DL R R HE SR D RE A IR 151 T 20 (reg-
ulatory T cells, Treg) &5 W #f, A A~/DWF5E LB
AS JBEHMA I Thl 20 i) B 2 1 = F Treg , Th2 4
VARG, (LRI Thl [ Th2 % Treg 4HfI7E AS B
HNE L A, Hi B D, 7 AS BRE R R AT
7t Th1/Th2/Treg 217, UL FX Fli e A5t AS fAHE
PEARWESE @ ALK AS fB SR i Thl (CD3
CD8 “INF-y*) \Th2(CD3* CD8 “IL4") Treg( CD4
+CDI127,,,CDI125 + ) 4", 4347 Thl , Th2 . Treg
YA MR S AS R AR ERIAH G, DU T
fift AS IS PR, R AS 1 PRI T I 67
PR B BB ik

1 RS

L1 x4

78 {5 AS f8 , 5 65 TEBI, L 13 i, 17 ~53
% FH(26 +7.8) %, AS SRR KIS W, 4745 1984
AR AMEITARIE , HLA-B27 ¥4 B, #9 R 24T A
AT HEBRBRE : (1) AT HABI AR (2) W 8
MR FR S 5 (3) Hoft B B S e PR 5 (4) B
PRI WIG T 225 (5) BRI SN FR 5 (6)
JIFVEFIIRESR o SREEPRASHT, B B IR E
T8 R A S A R DL K Bath AS ZhRESE£K
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(BASFI) Bath AS %1% 1 175 5 ( BASDAI) 4% .
WA Bath AS S5 15 15 S48 50, ¥ AS 205 A ARTE 3l
PE AS 41 (BASDI <4 43,44 f5]) | =& 8tk AS 41
(BASDI=4 41,34 {5 , 19 4L ) 4 9% B 4 S0 ) g 2
FIGE2E L (P >0.815) , 30 £ K
KB AR IE X IRAL, o 8 16 44 2 14 44,15 ~
52 % PR (25 £8) %, JC HIV B i RyR
WS o AS 25 IE R BR AL Z [0 A4 B A i 25
RIS FREX(P>0.773)

1.2 ik

L2.1 FpACRE A AS BE MR H X IR <2
Fr# T LA 8:00 ~ 10: 00 75 i Fl B ik i 2 ~
3 mLF EDTA-K2 $#¢%5 % ,2 h P9 F Thl . Th2 .
Treg i LA .

L2.2 4ijfafRshflaE b B bR 4 EDTA-K,
PUHE AT I ML, FH 90 £ 200 B 53 B85 4 B 8000
IRECEASZ A, I RPMI 1640 3 % 4 i ik i 2
2 x 10°/mL %R+ 6 FLEFFRAR, A PMA #1 To, {fi
LRI 1AL T pg/mL, SRIGE T 37 T
5% CO, dNfuss A, W F 4 ~6 hy LU Bk
0 E 3EE BD A,

1.2.3 CD69 kil Al CD3 " CD8 ™ T ik
U0 240 A 52 3% 1T 1) CD69 3k, W B i 20 R . 4
CD69 ik >90% (18] 1) J7 il #£4T Thl [ Th2 2 1)
Rl

1.2.4 Thl Th2 sl B 4, — s
TCH [ R BRAE, Iy — A i, 2 il i AL CD3-
FITC .CD8-PECy7 Hi 144 20 pL, FEA 50 pL &
S TR A, TR AT, S IREDCIFE 15 min; 7
I, PBS PE¥ 2 ¥k, AR 1 mL, 3647 )i P9 48
JL PR e, 43 I R B 1 [ R RE - )
K Th1/Th2( +) ,IR%), IR EHEE 15 min; PBS
Pe 1 W a, EALKZIN . Thl  Th2 40 i 45 58 5
SLL CD3*° CD8 " IFN-r* .CD3* CD8 " IL4 * 4 i i
[ER SN



4 1 FARSE RIS [ S5 B A 9 B AR Th T2 1 Treg 4 Y7

1.2.5 Treg ZHAAGI O SCIAE, 56 — 48 1]
X BRI A TgG1-APC | IgG2a-Alexflour672 $i {4
20 w45 %A Treg Cocktail (CD4-FITC .CD25-
APC .CD127-Alexflour672 ) 20 uL., F-43 51 A ED-
TA-K2 $ir &t A0 i 50 wL, IR 5], E iR EOLEE
15 min, KAV BR[R] Thl, EALK . Treg 20 M 1)
ZEHLL CD4 + CD127LOWCD25 + 4 i i 1 43 8 3
o TaHHHACR SEE BD 23 E] A7) Canto 11,
1.3 Giileabs

T Bt >k A Diva 23 M 844, e o0 A
SKHI SPSS 18. 0 Geit i, Dh(x xs) K& HK
W45 bR & R ¢ K 5o oE A7 41 8] e A ok
Pearson AH 3¢ 73 #1 Jy 16 64T A S A3 BT, M 1 r ] >
0.7 B M, 25 0.4<1rl <0.7 B} A EEA
F, Ml <0.4 BRREAZE, 4 P <0.05 22
SAEGIFE X

2 #FR

2.1 ApEMA Thl [ Th2 } Treg WA

AS ZH A1 I Th 20 i 2 2 s T 1 0 R 20
(P¥<0.01,8 1. 2), miGshtt AS U B &
TARIESPE AS 4, ZRA G FE (P <0.01),

.3

SBC-A (x 1.000)
50 100 150 200 25(
CD8 PE-Cy7-A

a 50 1(})?(1 150200 2501 10> 10 10*

C=A_ (x 1000 P3P SFe—A

i st AS 411 AS 4l AME I Th2 41 34K F1I%
TGS AS A RINE # X REAL (P ¥ <0.05,3% 1 A
3), Hei& stk AS IR AR TG 3 AS (P <
0.01) , =R A Git5 = X mifkiEsh Pk AS 445 1E
HOO R R, 2 F G 2EE L (P >0.05) , AS
ZHA1JE ML Treg 20 1 5 1E 8 X RRAT LLAR, 25 5 TE4E
2R (P >0.05) 5 AS {IRiG sl P 2H Ah JA I Treg
S5 R 0T REZH LU 8, 22 S/ RS i L (P >
0.05) ; AS &7 3 1 4 A0 & 1l Treg 20 i B 2 1%
TEH X A AN AS G SR, 2 A Seit# i X
(P<0.01), WLFE1.E4,

&1 AS 4 RIEH X B 45N A i Thl [ Th2 |
Treg 28 ffl & &9 Hh 35 (% )
Tab.1 Comparison of quantity of Thl, Th2 and

Treg cells between the AS group and normal

control group in peripheral blood

4151 % Thi 41 Th2 #iffl Treg #4iff1
ERAEA 30 1205£1.78  1.98+0.60  8.16+2.16
AS 4 78 15.86+3.30” 1.51+0.51" 7.59+1.97
EESIEAS 4 44 14.18£2.35 1.90£0.51  8.18+2.08

EIEDIEASZH 34 17.75+3. 149131 £0.419% 6,62 £1. 352

SIER A A R, P<0.05.% P <0.01; 5K stk
AS #H I #, P <0.01

10?

10~ 10* 10
CD3*CD&FITC-A

102 10°  10°  10°
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The Present Situation and Influencing Factors of Community
Health Service for the Elderly Residents

LU Yun, TIAN Mi, ZHU Yan
(School of Public Health, Guiyang Medical College, Guiyang 550004, Guizhou, China)

[ Abstract] Objective: To discuss utilization and influencing factors of community health services for
elderly residents and provide the basic for grassroots medical institutions to carry out community health
services better. Methods: Stratified random sampling technique was adopted to conduct a question-
naire survey in 509 elderly people. Results: Among 509 elderly people, two-week prevalence rate was
14.3% , the prevalence rate of chronic diseases was 54.2% and two-week visiting rate was 12.4%.
The less monthly income, the higher the prevalence rate( P <0.05). The elderly women and the eld-
erly people with education of junior high school or above had higher rates of chronic diseases than other
residents (P <0.05). The solitary elderly people and the elderly people with lower income had higher
rates of visiting a doctor within two weeks than others (P <0.05). The community elderly health serv-
ices including clinic diagnosis and treatment of common diseases, chronic disease prevention, health
file management, and home visit were not frequently utilized in those elderly people who were highly-
educated and in those elderly people with high income (P <0.05). The prevention of chronic disea-
ses, chronic disease management, medication and diet guidance were utilized frequently in those elder-
ly patients with chronic diseases (P <0.05). Conclusion; As a whole, the community elderly health
services are not fully utilized in elderly residents, and influencing factors include education, medicare
reimbursement dependency, etc.

[ Key words ] community health services; aged; health surveys
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The basic situation of the elderly community residents

FEAE n (%) || FEAE n FRL L (%)
5 Ll 227 44.60 HIWA(JG) <500 83 16.31
e 282 55.40 501 ~2 000 148 29.07
R () 60 ~69 219 43.03 2 001 ~3 999 176 34.58
70 ~79 186 36. 54 >4 000 102 20. 04
80 ~ 89 97 19.06 RO R TR 279 54.81
=90 7 1.37 IR L [ A 86 16.90
AERE XEREXE 100 19.65 HLOCER L 77 & B AR 68 13.36
I 128 25.15 EE 24 4.72
B 69 13.55 N 8 1.57
K&K L 83 16.31 oAt 44 8. 64
JEADRIE AE WS R A 186 36.54
¥4 FfE 257 50.49
b 66 12.97

369



M OB

Bt 2% 40 %

2.2 AR RER G2 TE

509 2 B4R R, DR B 30N 14. 34% , B
A H F st Rl 38.36%, 18 MK HROR RN
54.22% ,WiEiZ RN 12.38% . A I A <2 000
TCH BB, ZRAGIFE X (P <0.05);

BARLE I B DA B S D AT R A R
RIS, ZE A G AR (P <0.05) 5 4 i g 4F
N A <2 000 JTUH S KRB M , 2570 Jiit
B (P <0.05) ; PiJH B FH B2 RAEA FIRHE A
B HLAE, 22 50 ST (P >0.05) . WK 2,

)2 #HREEFERWEARD WA BRERERER KL

Tab.2 Two-week prevalence rate, the prevalence rate of chronic diseases and two-week

visiting rate of the elderly community residents
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Tab.3 The utilization of community health services for elderly residents
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Tab.5 Logistic regression analysis of influencing factors in utilization of community health services

OR 1) 95% CI

g A IS B S. E. Wald P OR = R

1S # RISIERS ok -0.24 0.11 4.70 0.03 0.78 0.63 0.98
i EE 2.56 0.25  107.74 0. 00 12.93 7.98 20. 97

TP B VA IR 45 Rea i 1.77 0. 46 14.62 0. 00 5.84 2.36 14. 44
iR 1.97 0.56 12.36 0. 00 7.18 2,39  21.54

TRV PR 55 PRI 1 L 1.55 0.38 16. 89 0.00 4.72 2.25 9.88
BE AR AR A I 100 1. 04 0. 40 6.79 0.01 2.83 1.29 6.19

iR 2.23 0.51 19. 02 0. 00 9.26 3.41 25.17

A FEAY R B 55 e PR A A 0.62 0.26 5.67 0.02 1.86 1.12 3.10
i EE 1.52 0.29 27.25 0. 00 4.57 2.58 8.09

FRET IR S AR A s 0. 56 0.24 5.75 0.02 1.76 1. 11 2.79
iR 1.83 0.27 47. 86 0. 00 6.25 3.72 10. 50

FREH 2RSS RIS 0.05 0. 02 5.04 0.03 1.05 1.01 1.09
iR 1.86 0. 48 15.22 0. 00 6. 44 2.53 16. 43

Tl AR R 4% R 1.09 0.22 23.97 0. 00 2.97 1.92 4.58
Wiz EE 1.59 0.22 51.17 0. 00 4.89 3.17 7.55

EESE L MR B 0. 62 0.26 5.75 0.02 1.86 1.12 3.08
Wiz EE 1.83 0.36 25.90 0. 00 6.23 3.08 12. 60

WIS R% MRS 0. 74 0.27 7.5 0.01 2.09 1.24 3.51
{3 A s 0. 60 0.30 4.00 0.05 1.82 1.01 3.26

Wiz EE 1.69 0.35 22.93 0. 00 5.42 2.72 10. 83

REHESERRS EAREEN 0.78 0.35 4.97 0.03 2.18 1.10 4.31
iz 1.96 0.45 18.92 0. 00 7.09 2.93 17. 14

FAFJE R BB 5 18 MR 8 4T R X 18 M Bl
f B E L 2595 T Rk R R S IR 55 19 A
S AR RS 1Sk LR NUA Y A DO B G DN
W B AL A BT, B2, B RAE ALK T
HE R 55 BRI G2, 105 A4 DX T AR R 55 i A R
A E AL, U AR ZOE & 8 DB AR e R AR AL X
TR

4 BEHE

U] R—ME, T4 B, BT FH, 4. 2010 4315548 4 M Tl #h
PR B DX T A M 55 2R S5 A S0 A [T 1. v [
FEHET, 2013(3) ; 235 -239.

(2] Bk, i, TIE, . RIFAL AR B R AR AN TR
Mg AUAIBEFE [T ] A A 38 T A 3, 2008 (3) :229
-331.

(3] BRICHE. TS5 PEA [ M ] B 5 BOR S  iAt,
2007(3) :46 - 54.

372

(4] fariiss , Aol JEAHE , ARIHED, 45 B LU T 840 A AL X T A
B SR BRI A [J]. ) PGB 2%, 2013(6) :796
~798.

[5] BRTAEMITAETRERSSEIHE B0, 2013 4rh
E ISR A5 d E P E R 2 1R
¥k, 2013254 - 258.

(6] ZEB% , W SCIB , ARR, 25, 57T U0 X IS 12 RS
TR SRR R A [T]. T EAIL T A, 2014(4) .
490 - 492.

(7] Bo0W, T2, BHOR, 5. StNAEIR S SF N DA WS
TR SRHPEA[T]. 5% BHBE 24 B2, 2009 (6) :609
-612.

(81 FA%. FEBH T & AF Ji B AL X T Az iR 45 HLAG ) 4% 5 A
MR IR []]. th X B2k, 2013(1) 152 -53.

(9] /NG, Fubflk, 2= B fg. 4% 0 A7 2 4F 8 R X TR IR
SR TPIRGL Bz ma R R 43 [T]. o B S8 P %6k,
2013(16) :5 7.

(2015-01-15 Wik ,2015-03-20 & [])
WO R B SRSCgEE: X 4R



% 1 5 W) 2y \)
%5‘81?2 ff ;{ . w M OE ¥ K F R Vol.40 No.4
JOURNAL OF GUIYANG MEDICAL COLLEGE 2015.4

FiF 5 ML I35 47 75 43 5% A A £2 18] 38 o T 28 B
Aok, RRW, MHX, k5, WHE

(AL 252 Ba kiR Zs XS e, WAdE 38 442000)

[ ZE] BY: BRI (UCBS) 43 85 15 3% A 8 M) 78 50 T 40 g ( PMSCs ) B3 58 J2 S AL RE T3, Fr ik
¥ UCBS AbFRS FHF43 85 K595 PMSCs {55041, [RIARL FBS 4B 1557 PMSCs E A%t BEAL, FIAH 22 3B L
SIS 0] B2 PMSCs (T8 2% L 30 =X 40 Mg AR I PMSCs R ThT A i \MITT 3450 PMSCs (358 RE 1. 45 R :
10% UCBS 3552 4 2 2lifk i) PMSCs B IE G FH B8 J1 58, A 24k oy B 40 B R0 B U7 40 i Y 2 ), v 2R3k
CD29 .CD44 J% CDI105 kKA A 335 CD34 ,CD45 [ HLA-DR; 5%} HRA1AH L , UCBS 2 41 a4 58 RE ) Hi ik, &5
W BT BE AN BT K5 9% S PMSCs , 5595 1) PMSCs 3451 E 71 B A0 LT RELT T FBS,

[ SR ] e (i, MIFEmT40M0; WA A s

(B4 S] R329.24; R34 -33 [ XEkFRIEAD] A [XELHS ] 1000-2707(2015)04-0373-04

Isolation and Culture of Human Placenta Derived Mesenchymal
Stem Cells in Umbilical Cord Serum

ZHOU Xintao, ZHAO Libing, MING Xinwen, CHEN Jiao, LANG Mingjian
(The Affiliated Dongfeng Hospital of Hubei Medical College, Shiyan 442000, Hubei, China)

[ Abstract] Objective: To investigate the proliferation and differentiation abilities of human placenta
mesenchymal stem cells ( PMSCs) isolated and cultured in human umbilical cord blood serum
(UCBS). Methods: PMSCs isolated and cultured in UCBS served as experiment group and the same
volume PMSCs isolated and cultured in FBS served as the control. PMSCs cell s morphology were ob-
served under phase contrast microscope, flow cytometry were used to detected cell surface markers,
MTT were used to test cell proliferation activity. Results: PMSCs isolated and cultured in 10% UCBS
were spindle shaped, having high reproductive activity and could be induced to osteoblasts and adipo-
cytes, highly expressed CD29, CD44 and CD105, but lowly expressed or didnt express CD34, CD45
and HLA-DR. The proliferation of experiment group was stronger than that of control group. Conclu-
sions; UCBS can be used to isolate and culture PMSCs, and the proliferation and differentiation abili-
ties of PMSCs in UCBS are better than those in FBS.

[ Key words ] umbilical cord; serum; mesenchymal stem cell; flow cytometry; cell culture

RIFETIER A e s R E e+ JS4MnRE o LaE s -1 UCBS 7355
A8 ( human placenta mesenchymal stem cells, PM- B35 NP PMSCs iy a] fETE .
SCs) BADRIET A I AR S IL AL, i B A3
FHACRIEIORE S BEm 2 R . A 1 BRI &
SR IE R IR R R 23 85 A4 B I (umbilical
cord blood serum, UCBS) 435 . 3% 3% PMSCs , WlEZ 4 1.1 FEEH
RO A . B3Ca B Bt P I 18] 200 i 3R % s 5 i L-DMEM ( Gibco) | Jift 4= IfiL ¥ ( Gibeo ) , R EE
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Fig.1 The morphology of PMSCs in experimental and control groups
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Fig.2 Osteogenesis and adipogenesis differentiation of PMSCs in vitro
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Fig.3 The immunophenotype identification of PMSCs
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MSC, hUC-MSCs ) B O 435 55 /5 14 14 58 3% 1 A o34k
WERET CBS B R MSC I {7 5 A LN U B AT
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Effects of Health Education on the Cognitive Level and Treatment
Compliance of Parents of Asthmatic Children

LUO Xinbing, ZHU Xiaoping, LI Bo, YANG Jun
( Department of Pediatrics, Guiyang Medical College, Guiyang 550004, Guizhow, China)

[ Abstract] Objective: To explore the effects of health education on the cognitive level and treatment
compliance of parents of asthmatic children. Methods: A total of 120 asthmatic children were random-
ly divided health education group and control group, both the two groups were treated according to the
" childhood asthma prevention and treatment guidelines" ,the health education group was given system-
atic standardized asthma health education management on the basis of conventional therapy. Results:
After 1 year of treatment, the parents”cognitive level, treatment compliance and asthma control level in
health education group were significantly better than the control group, the difference was statistically
significant (P <0.05). The indicators in the control group before and after treatment showed no signif-
icant difference (P >0.05) , while the difference of the indicators in the health education group before
and after treatment was statistically significant (P <0.05). Conclusions; Health education on parents
of asthmatic children helps to improve the parents”cognitive level and the treatment compliance, so as
to effectively improve the level of prevention and treatment of asthma.

[ Key words ] asthma; child; health education; cognitive level; compliance
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ANT7 TV F BTG DL, BN 48 05 20 by B, 11 2
g1 — M, 1 g3 25,10 4 AR s SRR MO
PERRGT . (3) BEmi 3 i K F- AN < SR H o ] 1
G RE A 1 L 27 g 4 ) 0 ) 45 ( C-ACT) %
FBILRE R KA IR, 57 4 4[]8 Lk s
SER, T 3 ATl H A SE A, Ik B 5o 0 ~
27 4y, <19 53 P& /R BE Mg A 42 1], 20 ~ 22 43R &8 41
Ptk , =23 Sy gkl o A5 g0 S 4 I 4 o
15T
1.3 Siifepabsg

K SPSS 19. 0 #14% i 15 55 4 i 47 48 1153



4 1 BRI AR X N ) L 2E S K BB 7 A 5

WE RO OB DL (% ) 2R, A IR) L8R FH X #
By s VORI B + AR i (v ) 2575, 4LIA HE
BRH ¢ K3 ;Lh P <0.05 R AH G5 X,

2 #FR

2.1 SRR M R KK

TR 1T P2 B LSRR B i R FGA R K L
BTG 2T (P >0.05) , 1MiiA)7 1 4F)a,
R REHE AR LE AR RO IR W] B 4w
ZRAGIFE (P <0.05) A F 4R R
FARWNHUKPEIRI AT A i, 22 5 A gt
(P <0.05) , 1% FEZH 67 A5 JC W] A8 (P >
0.05), W¥EI1,

1 WARILBTHE R KA %
a0 B (v )
Tab.1 The cognitive level of parents of asthmatic

children in the two groups before

and after treatment

AR i JIPH A ()

[=}
A " wrm wrm L
X AR 4H 60 14.61 +4.02 15.35+3.84 1.03 0.31
ﬁ%@%{ﬁ?ﬂ 60 14.25+4.67 25.18 £+3.66 15.96 0.00
t 0.45 14. 35
P 0. 65 0.00

2.2 RITHKAE

PRI NP RGP N E e =t vt R
PRSP >0.05), Wiay7 1 ARG, A 418
JLIRTF ONPERO IR B AR i , 2 A SE i
(P <0.05) ; {@FREAHE HEILIRIT ERKMIEESA
SYRT IR e, 2 A G B (P <0.05) , 1M
X IRZAG YT H A O 228 (P >0.05) . W3k 2,
£2 WABRILETHE BT RAERS(xxs)

Tab.2 The treatment compliance of parents of
asthmatic children in the two groups

before and after treatment

13 . ‘ f’ﬁﬁmi)\'@@\) . p
IBIT T BT e

XT HEZH 60 4.82+1.34 5.14+1.48 0.51 0.61

{BEHEA 60 4.47+1.51 7.06+1.42 10.28 0.00
t 1.34 7.25
P 0.18 0. 00

2.3 WEmETE K
167 T P 2 R LI i 2 A K- E A 22 57 0 4

TR S(P >0.05) , MAST 1 ARG, P 2H 10 M 42
MK BEif 7 AT AR, = R A SR X
(P <0.05), HAEFRAHE HIRYT Ja ML i 42 i 7k
PR TR, ZR AR #E X (P <0.05), L
*3

£33 WHRILEIT A%
W B (2 £5)
Tab.3 The asthma control level of parents of
asthmatic children in the two groups

before and after treatment

am o REHFROD p
TRYT T BRI R

popiieE| 60 16.29+1.42 21.35+1.56 18.01 0.00

{EHE A 60 16.62£1.25 24.46 £1.28 31.77 0.00
t 1.35 11.93

P 0.18 0.00

3 g

TERRHE R — R A A B PR ~2 P e il i
Je A B AR B 1) RE Bl T B O A T SOR
UTAER , B AT RN 19 5 AL A ) — 0 Bl —
A PR B A T SO e R B
AR R T FAEARR G AN L 2 TR 1) 0 B I o 4 i
— ity ZAIA YT IR PERO , 7 N 1 B IR 1
BB TE O I R 8 L E OIS N 25 G
JEZAMO T L . BT LB SR
M 2 Wi B IR 4E L5 I, I i B ¥ 20 - A B
TRFE G R AFH ) F AR 0 BB AR R (HL 2R
b iR —BEE A 2 0T, TR G R
BRI A, EANEEABIIIES, BE
I i RV 5 R 5208 2 1 20 8 B 5 B0
E M E TR EE R AT E kB
R i 0 A B 5 TE MRIR T T I AS B A
2 A 0 S5 3R % o I i i 5 TR A A
HEES
A 3 o X i R A 2 R LAE B LR T Y
B S 28 0 A M et R L 1 AR R
A A RILERINAUKFBGA ST AT SO IR
$e i (P <0.05) , T X B 4 28 K0 1 i 1 R4 AR
KVIAIT 5 TG AR AL, X 15 8 B B Y
SER—E ARl 1 AR G A i e (LT
AU LS SRR ARG 1 R 0 i A SRR
FEHCH TP AL LR R AP TC ] 2 22 5%, T 22
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PHERHE G EREE 4L LA RN G
RiT S0 B2 4R R (P < 0. 05) , X 5 F 4T 45
WETELs AR I PRBIFE 2, i 2B LAY T K
MR 9 B D5 PR R H LB ) I I A 2%
WA R B, LR X I S35 1 £ 2 e 2 2
T I . AT R SR T
FESUTT , — 7 T i A LK R 20 T it 2 Wit A 6 0
WL, B IR BRI A AT 114 0 B i R 3
P LA AR EIA YT BT B 62, TS [ K
T 5 55—y T, A SR R BT O AR
B 5% K T 2 2R 25 Bl P X R O B 1
SR R I 2 AT A SR 0, S LS Rk
I 2 S L AR, [ 08 9 I 2 ) ) T
FE AT, 32 m e B LB S VATT MM E . TS
RN S R E 1 ARE R A 4L
I s 2 S K ST o0 BR 4L S 4 25 (P < 0. 05) ,
e 2 4 e L 2 2 s 2 K S v O TR R
TR, A R A SR ] P9 AR T I LY
WG R 5" Sehr SRR AT A S gk
FRE 2R RE SR F L M 5 ARG i T 580 A
SR, AT 7845 7 R B IR 4 P 24 00 4 o e
TR H: A (T B, DA AT S S SR, K
T SN S 2 SRR R B A , TR s UL
Te A B 2R, OIS AN B AR 3% ST, e RO
F1 528 21 7 RV BREA T W2 , DT — 241 2 I
FEHIKF .

PO T L, o L A T 2R G e M R 2
HAT B T3 0 57K X B TN R0 K SF- FA I 74O
P, T 2504 o it G 35 30 KT o R R 7 A B
SR B4 (1 S FR AT, 745 AR P e — 2 4
)R
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\1

[ ZE] BE9: WM B IBA BT R VAT 2 4F 40 PR B & VR BT 28 3%+ 120 10 45 4 7 1k I
e 1T B 3 R 9 491 B R 43 oA BT ) DU AR ZE | SR B 4 DL S B A 4L, 4 40 5] 5 43 391 R L BT ) DG AL SRR A% 75 BT
FVEARS S As BRI A IRYT , R A e L i s 3 4 AR R YT RS AR A VS B 8 C S B 2 M (hs-CRP) K
JM AR, AR E B (Fb) (P (ESR) AR PIAE R T 2 B (nbl) (E YA 2T 2 F5 5 (nbh) |, HESE
TR, &R 3 UBFRYT)E M hs-CRP K B ERTIRITHT, Z R AL FE L (P <0.05) s kG 4k
J7 )5 3% hs-CRP 7K FIM i 748 2% Fb (ESR (nbl \nbh /K-SR TFHEWA , ZRAGITFE L (P<0.05), &i:
B ] DRI A5 G A B BE A A0 035 2 A A ot 0L 8 2 L S 48 |, AT S i R - WAL B 52

[ REBIR ] Mt 2 1, R0 s ks R 5 BRI DEAR; M AEaF; C i A%

[hE9SES] R743.3 [ XEERIREE] A [XE|HHRS] 1000-2707(2015)04-0381-03

The Curative Effect of Clopidogrel Combined with
Aspirin on Transient Ischemic Attack

HUANG Wei
( Department of Neurology, Liangxiang Hospital in Beijing Fangshan District, Beijing 102488, China)

[ Abstract] Objective: To observe the curative effect of clopidogrel combined with aspirin on transient
ischemic attack (TIA). Methods:; A total of 120 TIA patients were divided into aspirin (n =40) ,
clopidogrel group (n =40) and combination group (n =40). The indicators of hemorheology such as
Fb, ESR, nbl and nbh were detected and compared between each group. The levels of high-sensitivity
C-reactive protein (hs-CRP) of three groups were measured with immunoturbidimetry. Results: In the
three groups, there were significant differences in serum hs-CRP levels before and after treatment (P <
0.05). The levels of Fb, ESR, nbl, nbh and serum hs-CRP of combination group after therapy were
significantly lower than their counterparts of the other two groups (P <0.05). Conclusions: Aspirin
combined with clopidogrel can improve blood flow in TIA patients and reduce the impact of inflammato-
ry factors on the body.

[ Key words ] ischemic attack ,transient; clopidogrel; aspirin; hemorheology; C-reative protein

] ] Db K% S Mk o i A )0 I A
YU/ R T2 (B Rk 25 PR S 255
HAIAFAE— € 4B, IERR AN BT L IR 25 47X i
MBI IR T AR A I S S A
T, LR A AL 14 A A A -5 i AL YO
FERRIOE B R AT L AR SR F AR A

I ] DE PRI 2 A 1 A ke o, e 1 R A
&, WL I 8 C SO EE 1 (hs-CRP) KPRz ifil
B AL A REAR AT EEE 5L (D) L PT (ESR) (AIKY)
ARRCN A LR B (nbl) | U042 R 42 il B K
(nbh) [R 2N, Ay 247 J6L BT P4 i ke 1. A6 5 A VR N
IRANY TUSEELTE S b e
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1 H{RKRTE
L1 IRk

2011 4F 1 A ~2013 4 12 AUGA &4 EE
PR BRI 120 4], 0 ARRIE : (1) 223K CT 54
MRI 12 Dy 5 8 PR Bk 1ML 5 (2) 3 2 J R A 4t
BE G/ MR 2595 (3) FIE [R] e A B R 2 A

HZE R At A BEHER T B IREA 4 i
MR RRAS 2% Fof DR 2R 51 1 1L /) B 5 1t 2 i e
fiF R A 3 9 i Hs % Bl ] DT AR i St A%
I o FEHLRE A > B I VT AR | SnitAs
LIS 25 4, B4 4% 40 B, 3 4185 1k
AW R R I S OB DRO S IRCA S L AR
SRR H AL, 22 5 AT B (P >0.05),
WA 1,

1 3 4 Mk ot B IR R (x £ s)
Tab.1 Clinical data of TIA patients in 3 groups
205 n B, %) FREE) FRE(d)  EILE(n, %) BERE (n, %) WS (n, %) & HLIRAE (n, % )
FTRIDEARL] 40 25(62.50) 68.26 +4.12 2.69 +0.78  10(25.00) 5(12.50) 18(45.00) 3(7.50)
LUMASEL]L 40 23(57.50) 67.63 +4.68 2.34+0.92  10(25.00)  4(10.00)  20(50.00) 4(10.00)
BAA 254 40 23(57.50) 68.024.03 2.51+0.67  8(20.00)  4(10.00)  19(47.50) 3(7.50)
)(z/t 1.025 0.296 0. 815 0. 468 0.312 0.989 0. 306
P 0. 862 0.713 0. 185 0.569 0.715 0.216 0. 123
1.2 J5ik CRP, 37 &y _F e A= Wpian) A BR A ml it
L2.1 Hrifi/piayy  BTajDCARa D IRFT A CAR 1.3 Seitsort

(0.15 g/pr, RES A il 25 ety A FR A w) L, it =
060101 )50 mg/ ¥ ,2 YR/ d; EntAk 5 2H H R Stk
T (0.25 g/, [ 2 1y H20000542 , TIYIE 7. %%
Y B A R T ) TS mg/U, 1 I/ d 3 B 2[R
FIR SECMEA% B (75 mg/ik, 1 R/d) B ] DB Ak
(50 mg/k,2 k/d) 3 HBFESL 2 2 A,

1.2.2  [fjsh 238 dn ML hs-CRP Ml W
A RE o 0 TR T R MO T IS il BER B
8 mL,3 mL 47 &E, & ] Bioz. Com 4 JC A ifL i
gy Jy 2 Rl (5215 Cardiodynamics ) 1 % 2 Fb |
ESR \nbl .nbh 7KF-;5 mL A#i#E,3 000 r/min 5505
3 min, B WML TE , >R A0 9 FE b 32 00 7€ 107 bs-

B4R BT SPSS 17. 0 B0 , 5 VORI
B+ FRIER (v £ 5) FR , BUR HUBCR I B R K 5 2%
ST, BT HC B SR LSD-t i 5 T8 SR 2 (% )
Fr B LR X K8, P <0.05 HERHES

o3&
2 HR

2.1 Fb _ESR .nbl & nbh

JRYTTT 3 41 Fb ESR .nbl .nbh 7K HL 4%,
ZERTGIFE (P >0.05) ;697 5, kG4
Fb (ESR nbl ,nbh 7L FHAN A , 22 5 A Geit
FEX(P<0.05), %2,

2 3 HEEFY R AZE Fb ESR . nbl X nbh(x +5s,n=40)
Tab.2 The levels of Fb, ESR, nbl and nbh of TIA patients in 3 groups

2H 51 ESR(mm/h) Fb(g/L) nbl( mPa/s) nbh(mPa/s)
TR VCARLL  JRYT R 23.15+3.79 389.02 £32.98 10.32 1. 69 6.36 +1.45

BT e 18.93 +4.39" 320.78 +22. 78" 7.52+1.86'" 4.23+1.69"
SAMAR A JEYTHI 23.96 +3.52 386.12 £32.73 10.42 1. 53 6.28 +0.98

BITE 19.22 £4. 32" 321.24 23,24 7.67 +1. 46" 4.37 +1.72'"
WA A RITHI 23.29 +3.49 389.57 +34.24 10.35 +1.27 6.31 £1.22

RIT G 14.36 £4.19 214.32 £22.96 4.86 +1.74 2.72+1.63

O HEA 4R IE e, P <0.05

2.2 [fiL# hs-CRP

TG E (P >0.05) 3097 )5, 3 4l3G77 )5 I
382

{if hs-CRP K-V Z I TR Al B0 406 T At
28, ERAGEITEE (P <0.05) , LA 3,



4 1] T

B A G R I BT ] DT ARIR T A R R iR 1M A

£33 3HUXFEY EmG M EH BT
T J& f1 9% hs-CRP K F(x +s)
Tab.3  Comparison of hs-CRP levels of TIA patients

in 3 groups before and after treatment

Y1l hs-CRP . p
ZHH n N ., N
~{A T“T Aij YA .r‘ﬂ:

BT DCHRZ 40 10.39£2.15 2.158£0.72 11.269  0.00
SEM AL 40 10.98 +£3.17 2.29+0.96 10.789  0.000
WAz 40 10.23+3.86 0.82+0.13 12.009  0.000
F 0.978 7.025
P 0.772 0. 000

3 tig

e B P e AL P9 2% AL -5 A L YR 9T AR = A
AR DL K I R AR A 5, I AR AR A S U R 4 41
BB i, 51 R Ca® FE 41 N 55 75, 3
M/ EE LT AN P Ca " ¥ B T80, I T 2 A
B0, DT S 500 A 2N I A A S, 51 Ak i
17 o TN 25 W BE A A T 9 R A e
R Lo SR % AROR TR IR 259 S AL B iA
I B PRI R 2 e MR A — B B

AT ) DT AR S SR A TR 1) S I /I R B )
TR 24, (FLIG R S B 2 B AN ] 8 38 % L/ N S 3
PE2E AR, 43 £ O P ] ] D AR sl S A 75 5
A U R R B B4R AE T . Mannacio 45"
Xif 58 5] PTAS A Ji5 £ 35 L FH G A o, Hegh R i
AT 50% (1 BB/ . A p 0w
S L A 3 43 i) I P SR A B % ] ] DE bR
TR, A BB ] DT PRZ R I /) VAR 2R S S s S A
TR, (H BT R DCARALS A 3 P E A . A
WFFEHE H , SA BT A BT ] VS AR 25 e A slom b
BERPUE R A" . ARBRE R BRI TR 3 4l
34 Fb ESR \nbl \nbh /K M4, 22 R BG4 5
X (P>0.05);1fiiAY7 )5, WA 41 Fb (ESR \nbl ,nbh
KPR T HMMA, ZRA%TFE (P <
0. 05) , Z HH Bl ] T Ak Az S LA T BE A 20008k 4 1L I
FHPRRE AR M R AG I , TR M ER AR . B A AL
Z N I ) 3 12 g 40 i P BT ) DG bR B8 S A TR
HEH,

hs-CRP & JH R 40 5 B 2tk Bl A s I 2
FL FEIERRE T &0, YHUR L T RAE 20 5
A, H s AT G 0, REME A RO S LR
ARG VE S RE A T, B AT

FEF WA 40 PE G Bl I 5 hs-CRP %V K R,
hs-CRP ] il 20 21 K -3 35 , A2 0 10457 P 12 44 i
Fek L T R R B R AR A A
PRI R, 51k 2 4 R v s " A
WFFE 455 W, Bl w) DEAR S S AS B B LA BT R AE
L3 UEBFRIT G 5I16I7 RIAH G, M3 hs-CRP /K
582 R R, LI AT AR R R, 6 BH ) ] D
RS S A T R H AT A SR LA TR RE T
kBRI FE 431 hs-CRP {2 i R )5 .

25 LTIk B E] D ARIE A SIS T e A A
oG e a5 2 I i b, AR AL R RE PR X AL AR 1) 5
M

4 BEIH

(U] FRAAE bR BRI, 55, IR 54 FERT DAl o] ] DC AR
SRR AR T 1L/ A A0 ) 3 g s R [0 ] v [ S 47
ki, 2013(17) 4111 -4112.

(2] 20, X038, B 1, 45 ke s ) IR BT MR 25 P9 7
RO RN A Sl Ik SCARA G B A e [T ] e
ELZEEPIRARE, 2013 (2):120 -124.
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[ ZE] Br: WEERIE 30T 5 RS B BN RS TR 773% 8 162 BRI ARG R A B
R4 7 A BEHLS3 o L RS B, LB LU T4 I 2R, ok B AL Lo 4 7 3R, R I AR R S 78R
TELIHNO LG RN 855 PIALBTE i i (8] F &, WA 4L T %) B4, 22 5 A e 24
(P<0.01); S5FHRLLLE, AT H 14 KIERALE BB I w20, 35 5 % B E PR (Y =6.39,P <0.05) ; 4%

A1y EEIH%E&??MR@E,E%F HEARIBE] 91.4% (74/81) i T A IALA (77. 8% ,63/81) s WAL S
Bl et 7 4L 10 1 BUEG Kt RS . BiE . RS R T E NIRRT RV E RS AR AR
%O

[ RBIA ] FAREHZE; HEmAR; FEfm; RN
[HESZES] R714.6 [ XakFRiIES ] A [ ZEHE] 1000-2707(2015)04-0384-04

Pituitrin Treatment on Postoperative Cesarean Section Hematometra

ZHANG Peng', CHEN Aihua', GAO Xiaoyan®, ZHANG Ling", ZUO Manzhen'
(1. Department of Obstetrics and Gynecology, Peoples Hospital of Sanxia University, Yichang 443000,
Hubet, China; 2. Department of Ultrasonic Imaging, Peoples Hospital of Sanxia University,
Yichang 443000, Hubei, China)

[ Abstract ] Objective: To investigate clinical effect of pituitrin therapy on hematometra after cesarean
section. Methods: A total of 162 patients with hematometra after cesarean section were randomly divid-
ed into observation group and control group. They were injected intramuscularly with pituitrin ( obser-
vation group) or oxytocin ( control group). Observing treatment effect of hematometra, involution of u-
terus and adverse reaction after treatment. Results; Comparing vaginal bleeding time, observation
group was significantly shorter than control group, differences were statistical significant( P <0.01) ;
14 days after surgery, hematometra of observation group reduced significantly, curettage rate decreased
remarkably (y* =6. 39, P <0.05) ;involution of uterus in observation group was also significantly bet-
ter than control group, hemorrhage cure rate was 91.4% (74/81) , higher than that of control group
(77.8% ,63/81). 5 patients of observation group vomited, 10 patients of control group were nausea,
vomited and diarrhea. Conclusion: The effect of pituitrin treatment on hematometra after cesarean sec-
tion is remarkable.

[ Key words ] pituitrin; cesarean section; hematometra ; uterine involution
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Zi ER NI TP =Y NEREY AT Al G
BT RL BUAGE I T

1 ARSI

L1 ek

WA 2012 4F 1 ~2014 4E 8 H 5 T Beils
A 3 012 ), X FE K T Mg E TARES 3
REGT A, W 162 B AE7EAS [FIRREE ) B AR
M FATHEFE . 162 )5 e AR 7™ 1 o ] 9 )
FE5.4% 21 ~41 % FE1(30.5 £7.5) %, H
3670 ~41 T JE X ZEJE (38 £2.3) JHL 162 {7
AT E P2 IR 30 ok BUSG 18 45, B A7 23 4], =
Ktz 25 ), B KB IL 21 1, 7= 1l 9 14 1],
IR B 42 ] 42 R 19 i K 162 517 L RE AL
O3 RIS O R, B ALAF S V28 =k R
JUIREE DA B U YR 5 919 16 00 22 S B S it 22 B X
(P>0.05), BA A butk,

1.2 Hi:

PIZH 7 TR 5 SR T R 2l Al BE FLIR 57 LA
RfFERIR,HF =G5 3 KIFHBEILr 42
1BIT o XIS TNLNES 10 U 45H % ,2 k/d,
B3 MR TE FENEREAETZEG6 U,
2/, ER 3 Ao (1) LB PR 5 B8 H 1 B
] 5 (2) R P 10 5 IR B O T2 a5 14
KA B, P E BRI SR T e R IH
e (3)TPRCHEbRUE TR, IR RAER IS 2%, B
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in the two groups

AJE B R (em)

215 n W3 % 14 Z{H (em)
Wiggdl 8l 21.1+0.6 13.3£0.6 7.9x0.7
XHHEeH 81 21.0+0.7 17.6 £0.8  3.5+0.9
¢ 1.718 22.234 23. 199
P >0.05 <0.01 <0.01
2.4 AR

MBS B S B ( 6.2% ), AR IR AL
HORAEZ, BT O RS ) A A o R IR
385



M OB

Bt 2% 40 %

2H 10 f1(12. 3% ) B PRtk 7S, Hirh 9 4]
R AL B | A2, IR I I e T
125,

3 i

H kL2 PR R R B R4 PR 2R B2 ), 640
HUE R LB AE BT R R
PR E ARG 00 WIF RIEZ— , ™ B R 7 1
AR o P P R W 07 I S il A R A E AR
PARE 3 U B2, 5% kA7 9% 5 U
JaS RN A TR e B R TR
IHAN K iR BEIG Ek B 45 , B e B2 5 D 15 U
PR Btz 7 G 8 B IHS Ry J ] b d 2 A
RZ—o HIZAHE, #E PARSS A S AR AY
WA, e E R S TR A K (1) 7ER
2o BORAS R I 77 I S0 TR, B SUH iR P
K, B BUEARINAFTE , AR5 B 1 A A5 J5 2H 2 HE
A5 (2) TR S ECF 5 IUEE 56 B M8 3 iR,
TEWEE W T R (3) RGP ATE 352 BR, 4]
N IV v 5 , BB AR MLAF A (4) AR R &
BAR SRR SEA R, 78 e S 2R i HEER
A5 (5) R SRR & M0 Hs 0% i B 51 OBUKG
IR ELRIG ILSE S 7 B, U R 25 iR
J& T BN, S B W B E LA R
R S 25 S 3k R w8 -3 L4 , 55 &2 1H
ARS—EIE, EHFEEEm ", Hik
FEUR A B ) 7 R i M BRI R ik 2 7 J S i
PRI Y R A B B

I PR b8 14 8 2067 B AR Ja B AR L
o P 40 2R ) 5 LA (e it T AR
HEH, /NGR) n] 8 5 5 AT AR e , G R fiE
5 R E - LAY R B - L2 N I A
SR kA B4R R AR
5 TEBRTRE 2R R, B R BOEO K O
RAEARRRN P TG 2 S I ) i
TG iR SR B AR PE R, B T mL N 6 U
AEZ A 10 U 458 E WG s . ®IAE
M ZAE = 10 ~15 min, f )5 3 ~5 min JT
IR, PTHESF 20 ~ 30 min, (RSP HEIRSE R, BR
B R R T E AR A s 2Rk w5 i
T LA b A R A2 A T 4545, i SR A
T O AR I R RS T C A 2E =R UL
WL (TP3) 2E g, 5 T A1 05 P B IR Rk Ca® ™, WS4 L

386

EICHE /NS B AN , A% T B S PR IRAE
Mo RN, TEIE R0 2 A 5 Lo P 55 JILEE
EAFAEIRR A IR S A T e 3R n] R
AN R o (£ | U = N S 1 s
BT TR A R L B X o
P LA 5 AN WS A VR 7R A R iR A R L Lk I
VEFTR RIS, RIS 4 B M 48 0 HO= /NSl bk A
T AL A 2 ML % o S e A
AHFFEMEELLR ARG 25 3 KL AR i
R AR ANESE R 4R8N, #EA

0.01). ZAJFH 14 KE 4 B, X MALIf A1 63
1, 5 77. 8% s MEEALIA AL 74 ], 5 91. 4% , W%
AU E LT X AL (P <0.01) , H AN H
R BT X (P <0.05) o ARJFH 14 KMEH
B TR RO IR 4 /N O s (P <0.01) , §R
WS T B IR DU IR 4 o W2 BT T2
PR, P A (A Je 2 e B A R AR i T B
OHE P HE T B S I I RS RS O 35 . A
AN BLSONEREA T X EE, 45 2R S s, X SR AS R S
KA 12.3(10/81) , W35 T WEELLRY 6. 2%
(5/81) o UEHAHIE A5 WUE AR5 R s

—2 %t

£k L g A 2R TR E AR R B R
MR I T A RSOV KA 3R R (A A
B2 BT AT

4 SEW

[1] Bergenhenegouwen LA, Meertens LJ, Schaaf J, et al.
Vaginal delivery versus caesarean section in preterm
breech delivery: a systematic review[ J]. European Jour-
nal of Obstetrics, Gynecology, and Reproductive Biolo-
gy, 2014(172) . 1 -6.

[2] Roberts CL, Nicholl MC, Algert CS, et al. Rate of spon-
taneous onset of labour before planned repeat caesarean
section at term [ J ]. BMC Pregnancy and Childbirth,
2014(14) . 125.

[3] LiJ, Yu YX, Zheng LY, et al. [ Clinical research on bi-
lateral arcuate artery suture hemostasis of corpus uteri for
postpartum hemorrhage due to uterine inertia during cae-
sarean section | [ J]. Zhonghua Fu Chan Ke Za Zhi, 2013
(3): 165 -170.

(4] B & B BORLIDE & 40 5 2677 5B AR5 B AL
MG RS TR LT ] WL SRR, 2014(2)



4 1 sk MESE MRS M ERT AR A E AL

193 —194.

[5] Pearson GA,MacKenzie IZ. Blood loss and blood transfu-
sion at caesarean section: a prospective observational
study covering 30 years[ J]. European Journal of Obstet-
rics, Gynecology, and Reproductive Biology, 2014
(181C) . 72 =77.

[6] Brown HK, Hill J, Natale R. Caesarean section rates in
southwestern ontario: changes over time after adjusting
for important medical and social characteristics[ J]. Jour-
nal of Obstetrics and Gynaecology Canada:]JOGC = Jour-
nal D ‘obstetrique Et Gynecologie Du Canada : JOGC,
2014(7) :578 - 589.

[7] Gama SG, Viellas EF, Schilithz AO, et al. Factors asso-
ciated with caesarean section among primiparous adoles-
cents in Brazil, 2011 —2012[J]. Cadernos De Saude
Publica, 2014 (Suppl 1) :S117 - S127.

[8] Ismail S, Siddiqui S, Shafiq F, et al. Blood transfusion
in patients having caesarean section:a prospective multi-
centre observational study of practice in three Pakistan
hospitals[ J ]. International Journal of Obstetric Anesthe-
sia, 2014(3) : 253 —259.

(9] ASF5emm, FBE 2, sk/NBE. FE ™ 5 H I i s PR 73
(I BRI R RE , 2012(3) : 215 -217.

[10 ] Graham N, Mahoney C,Dickson M. Risk factors for sur-
gical site infection following caesarean section in England
[J]. BJOG : an international journal of obstetrics and
gynaecology, 2013 (4) :509.

[11] Gregson H. Reducing surgical site infection following
caesarean section[ J]. Nurs Stand, 2011(50) ; 35 -40.

[12]Ajmal M. Oxytocin at caesarean section-are we giving too
much? [J]. BJOG : an international journal of obstetrics

and gynaecology, 2010(1) ;118 —119; authors reply 119.

(E#% 383 )

[9] Mannacio VA, Di Tommaso L., Antignan A, et al. Aspi-
rin plus clopidogrel for optimal platelet inhibition following
off-pump coronary artery bypass surgery: results from the
CRYSSA ( prevention of Coronary arteRY bypaSS occlu-
sion After off-pump procedures) randomised study [ J].
Heart, 2012 (23).1710 —1715.

(10 ] 2=, B8, T A, 5. Bl m] DUAK sl S A 5 15 T
ML NRAS [ A i A 8 S SR A5 LT ] F s LA 2%
&, 2012 (4).272 -275.

[11]Patal R, Jonas-Kamahi T, Margalit N, et al. The effect
of platelet transfusion on traumatic intracranial hemor-
rhage among patients treated with aspirin[ J ]. Harefuah,
2012 (1) .29 -33.

CI2J VP, 5K, 5 A4 3, A5 GME RS T SR BTN & 4 O
i R DO J8 A AR T UG #Y50R B H A I TR

[ 13 ]Larciprete G, Montagnoli C, Frigo M, et al. Carbetocin
versus oxytocin in caesarean section with high risk of
post-partum haemorrhage[ J]. Journal of Prenatal Medi-
cine, 2013(1) .12 - 18.

[ 14 ]Pursche T, Diedrich K, Banz-Jansen C. Blood loss after
caesarean section: depending on the management of oxy-
tocin application? [J]. Archives of Gynecology and Ob-
stetrics, 2012(3) :633 - 636.

[15]Weale N, Laxton C. Prophylactic use of oxytocin at cae-
sarean section; where are the guidelines? [J]. Anaes-
thesia, 2013(10) :1006 — 1009.

[16]Gao Y, Du G, Wu Y, et al. [ Protective effect and
mechanisms of pituitrin on acute paraquat-induced lung
injury in rats | [ J]. Zhonghua Yi Xue Za Zhi, 2014(4) ;
306 -309.

(17 iR 220, SRERDS, SFRse. RS M BIps ™ Jm i 1
200 g R[], P E BRI, 2008 (16) »
75 -76.

L8 fRIfE, R3E, &lgd, 5. MRS R ORKHIFIEE
NGB RIBKG IR IT 7 A e RS [T ] e s
ZiBla, 2013(19) .87 —89.

(19N, £ B B4 A5 M RIS T 75
JULRE SR A v L0 3 g~ s e OB FE L0 ] 52 Al IR
EZh 7R, 2010(21) ;126 - 127.

[20]Zhang Z, Shi HW, Sun JH, et al. Use of hypophysin in
hypotensive patients with low systemic vascular resistance
following cardiopulmonary bypass[ J]. International Jour-
nal of Clinical Pharmacology and Therapeutics, 2013
(8):615-619.

(2014-08-16 Wf,2015-02-26 {&[0])
RS X O SO0 B B

R e BE LA B PR RE, 2013 (5):354 -
357.

[ 13 ] Labarthe B, Babin J, Bryckaert M, et al. Effects of P2Y
(1) receptor antagonism on the reactivity of platelets from
patients with stable coronary artery disease using aspirin
and clopidogrel[ J]. Br J Pharmacol, 2012 (1).221 -
231.

(14 MEBERE, T8 45, T A, 2. L3000 RG] &8 % 4k
PEXT 2k ST B m BLO IURESE B 22 ARG L
IR DN RE BB PRI R L) ] sh A B R 2% 3
2012 (2):131 - 135.

(15 ] S/IR, 24, a2, A5, i P& S i B 4 Kl
RESLT]. ke 29, 2013 (5) ;400 —404.

(2014-11-15 Wefy,2015-02-19 1&01)
OO RE S SO X A

387



£ 1 % A e V)
%é;(())éig f ;} & %M E ¥ K ¥ R Vol.40 No.4
JOURNAL OF GUIYANG MEDICAL COLLEGE 2015. 4

6742 ANFEREAERSHAE

KW', FAW, BHEE, B B

(L WNTTR R X T AR, 0L e 0610005 2. 3 s AR EERE, 1k ¥ 061000)

[ ZE] B8 WERFRELNFEAE NI E IR SRR IR S . ik | ~6 SEGRep e AR 4l
N 6 A5 SR FHBRERT O 126 (GB11533 — 89 ) Xof 2 Ak (W AR IR AL 7 J et ol B3 R AT G , A 25 SR e R AR R 520
GER. 7E 13484 NIRRT 7 1.0 L 3 (845 1.0)9 185, 5324 A%y 68. 12% , /N T 1.0 # 4 299 |}, &
31.88% MR T % Ky 31. 88% ;T ALK 3 994 R, o5 32k ALY 29. 6% , im AR 297 MR, (5 2. 2% , H AR ¥ 8
R, 15 0.06% ;1 ~6 S AR AR K R B Wi b 5, BLAS AR BF AR R T R I 22 o e it 2 i L (P <
0.05) . &5t WM AE/INELER NI KA S, Hoh m il o B 2 i e E R R 5™
P AP 0 S WL T 3 A LA B/ R 45 5, et 488 e L e Y AS TR I A F A

[ RS ] W1 IR N il mil;
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Investigation and Analysis of Refractive Statws of
6 742 Pupils in Different Grades

ZHANG Lijuan', PEI Fubing®, XI Xiuzhi*, SHAO Juan’
(1. Sanitary Bureau of Xinhua District, Cangzhou 061000, Hebei, China; 2. Peoples
Hospital of Cangzhou City, Cangzhou 061000, Hebei, China)

[ Abstract] Objective: To investigate vision and ametropia of the primary school students and analyze
distribution characteristics of vision problems in different grades. Methods:; The pupils were divided
into six groups according to their grades and the standard logarithmic visual acuity chart was adopted in
this study to investigate their naked vision and ametropia. The statistics was conducted according to
their grades. Results: A total of 7 000 primary school students were examined and complete informa-
tion of 6 742 students was collected. Among the 13 484 eyes, there were 9 185 eyes whose vision was
above 1.0 (including 1.0), accounting for 68. 12% of the total number of the subjects; there were
4 299 eyes whose vision was under 1.0, accounting for 31. 88% of the total number of the subjects.
Poor eyesight rate was 31. 88% . There were 3 994 myopic eyes, accounting for 29. 6% of the total
number of subjects; there were 297 presbyopia eyes, accounting for 2. 2% of total number. In addi-
tion, there were 8 diseased eyes, accounting for 0. 06% of total number. There was a significant in-
crease of poor vision from grade one to grade six. There was a statistically significant difference in the
incidence of myopia in different grades, and showed statistical significance between grades. Conclu-
sion: The incidence of poor vision of students in Xinhua district of Cangzhou city is very high, with
myopia being the most common. Meanwhile, there exists serious shortage of refractive correction.
Thus, it is significant to strengthen the prevention and control of myopia and reduce visual impairment
so that refractive correction can be enhanced.

[ Key words ] vision; refractive situation; pupils; myopia; hyperopia; investigation
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The Curative Effect of Montelukast and Budesonide on
Children with Cough Variant Asthma

ZHANG Jing
( Department of Pediatric, Ankang Hospital of Traditional Chinese Medicine, Ankang 725000, Shanxi, China)

[ Abstract| Objective: To explore the curative effect of montelukast and budesonide on children with
cough variant asthma (CVA). Methods: A total of 180 CVA children were randomly divided into
montelukast group (group A), budesonide group (group B) and montelukast combined with budes-
onide group (group C), and were treated with corresponding drugs respectively for 2 months. The
clinical effects of three groups, vital capacity (FVC) before and after the treatment, the forced expira-
tory volume in 1 seconds (FEV1) and peak expiratory flow percentage ( PEF% ), number of asthma
attacks, cough disappeared time and lung wheezing sound disappeared time were observed. Results:
The total effective rate of group C was 93.3% , group A 80.0% , group B 78.3% , and the differ-
ences between group C and group A, group B were statistically significant (P <0.05); The FVC,
FEV1 and PEF % of 3 groups before treatment had no statistically significant difference (P >0.05) ,
and the indicators of the three groups after treatment were significantly improved (P <0.05). The
differences in pulmonary ventilation function between group C and group A and between group C and
group B were statistically significant (P <0.05) , and difference between group A and group B had no
statistical significance (P >0.05) ; After treatment, the number of asthma attacks, cough disappeared
time and lung wheezing disappeared time of group C was better than those of group A and group B (P
<0.05). Conclusions: Montelukast and budesonide treating children with CVA is effective and safe-
ty, and it is worth wide application and promotion.
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7R E UGS (P <0.05) , C 20 iy il < Eh AL
FAL B, ZREHITFEX(P<0.05),A
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Tab.1 Comparison of the clinical efficacy
among the three groups

e Y 75K
A5 BA
T A5 T .
% % A o
A4l(n=60) 27(45.0) 21(35.0) 12(20.0) 48(80.0)
BZL(n=60) 25(41.7) 22(36.7) 13(21.6) 47(78.3)
C#4(n=60) 38(63.3) 18(30.0) 4(6.7) 56(93.3)"
X 15.326  12.181 17.227 14. 822
P 0.035 0. 026 0. 015 0. 024

1.3 WEHEHR

W5 A 41.B 4, P <0.05

%234 CVA BLHT UG by B A3 e o B (7 £)

Tab.2 Comparison of pulmonary ventilation function among the three groups before and after treatment

15 FVC(L) FEVI(L) PEF%
j TRYTHT RITE bEL AR RIT e YRIT A BT E
A4 (n=60) 1.38+0.37  1.57 +0.42" 1.42 +0.36 1.56 +0.38"" 71.38 £6.73  85.34 +7.83"
B 41(n=60) 1.41 £0.36  1.59 +0.43" 1.43 +0.35 1.58 +0.36'" 71.23 £6.71  85.24 +7.93V
C4(n=60) 1.42+0.41  1.87+0.45V®  1.44 +0.34 1.67 £0.41"V® 73,56 +7.12  93.57 +8.46"?
¢ 1.025 3.416 1. 154 4.571 1. 044 3.562
P 0. 826 0. 027 0. 992 0. 008 0.716 0. 031

O ERITHI L, P <0.05; 5 A 4 B HIRIT IS AL, P <0. 05
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Tab.3 Comparison of symptom remission

time among the three groups

i 2 AR WEMRRESE RS AL
(& A) (d) (d)
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t 6.203 5.182 6.415
P 0. 007 0.012 0. 005

V5 A 41.B 4l H#, P <0.05
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[ ZE] BY: Hes CTHEAE(CTVE) 5 BIRUE 1 5% (XU Hi ) %) B 38 W BUR i is Wi (. 5
52 89 I 2T ARUESE 1 15 A 1) g B o SE A TN L i s K, T 1 % M HE S J5 17 CTVE K, LBl ks
T 7R B Wi (B] B8 (A 2R AL S MR RN . Z55R s CTVE A5 8 B A] B9 1 P 23 o 06T EL v 52, T
HREE /NG & E R FUE R s CTVE YRR <5 em JgER 5 ~ 10 em A R85 m T X0 b i s it &5
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CT Virtual Endoscopy and Pneumo-barium Double Contrast in
Diagnosis of Gastrointestinal Stromal Tumor

LI Jin', CHEN Jinping', Zhang Lin®, ZHOU Yugang', HUA Dingxin', WEN Fengyun', ZHANG Huijun'
(1. The Traditional Chinese Medicine Hospital of Langfang City, Langfang 065000, Hebei, China;
2. The Peoples Hospital of Langfang City, Langfang 065000 ,Hebei ,China)

[ Abstract] Objective: To compare the values of CT virtual endoscopy (CTVE) and pneumo-barium
double contrast in diagnosis of gastrointestinal stromal tumor. Methods:; Pneumo-barium double con-
trast was carried out in 89 cases with gastrointestinal stromal tumor confirmed by surgery, after draining
off contrast agent, CTVE was conducted. The detection rates of the two methods to gastrointestinal stro-
mal tumor were compared. Results: The detection rate of CTVE to gastrointestinal stromal tumor (es-
pecially for tumor located in stomach, small intestine and rectum, and tumor whose size <5 cm or 5 ~
10 cm) was higher than that of pneumo-barium double contrast. Conclusions: The detection rate of
CTVE to gastrointestinal stromal tumor is high, and CTVE can lively show the tumor size and mucosal
fold change, and help to early diagnosis of gastrointestinal stromal tumor.

[ Key words ] gastrointestinal stromal tumor; endoscopy, gastrointestinal ; tomography , x-ray compu-

ted; pneumo-barium double contrast; diagnosis
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Tab.2 The detection rate of pneumo-barium double contrast and CTVE to
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Eib| % " &l ER]7 /N 4l H FHPEA (% )
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3 g PRIAETE <2-kit (CD117) 5% PDGFRa 3t P 58 25 45
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Tab.3 The detection rate of pneumo-barium
double contrast and CTVE to gastrointestinal

stromal tumor with different sizes
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[# ZE] 889: Fit2WEghrt I FARIGIT EAR >5 em BIE/NIINTRE (NSCLC) I T AT, 7k ik
PEMRE E A% >5 em B NSCLC 4 53 4, W41 29 Hilf 74l Beflint-VIBR TR (VATS) i697 , 6 H8 41 24 #il15F
W FA (TOS) IGTT , HLAEZ PR BT ARIWIGOR XA JG I L AE, B M 4L 1 4R 3 4R R RAAELE R,
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B (1, =19.192,1, =7.245,1, = 28.362,1, = 26.344, 1, =7.448 P <0.05) ; WL EL 240 A J5 I Kok % 1 R K
17.24% % EA Jy 16. 67% , A LB 2% KRG X (' =1.221,P >0.05) ; MEH SX BLAARG 1 FEE K
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33.33% ) (72.41% vs. 5% ) , 22 ¥ TG EFE L (P >0.05), &ig: 2MESEMMYIBRARGBIF AR KT
5 em NSCLC HA G/, %40l 17, ol US55 TOS 3657 [FIRE (14 305 30 A5 3017 30
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Feasibility Study of Full Thoracoscopic Lobectomy Treatment on Non-small
Cell Lung Cancer Tumor Greater than 5 cm Diameters

WEI Wei, LI Yongsheng, ZHONG Biao, LI Peijian
(The Centre Peoples Hospital of Huizhou, Huizhou 516001 , Guangdong, China)

[ Abstract] Objective: To investigate the feasibility of full thoracoscopic lobectomy ( VATS) treat-
ment on tumor diameter greater than 5 cm in non-small cell lung cancer (NSCLC). Methods: Fifty-
three cases of NSCLC patients of tumor diameter larger than 5 cm were selected, 29 cases as the obser-
vation group were given VATS treatment, 24 cases as control group were given thoracotomy ( TOS)
treatment. Comparing perioperative data, complications and one-year, three-year recurrence rate and
survival rate of both groups. Results; The observation group exhibited shorter drainage time, shorter
hospital stay, less blood loss, less drainage volume, lower postoperative VAS scores, the differences
were statistically significant (¢, =19. 192,11, =7. 245, ¢, =28. 362,1, =26. 344 1, =7. 448 ,P <
0.05) ; postoperative complications occurred in observation group was 17.24% , the control group was
16.67% , the difference was not statistically significant (y, =1.221,P >0.05) ; one-year recurrence
rate after surgery, survival rate of the observation group and control group were (10.35% vs 8.33% )
and (96.6% vs 95.8% ) ; three-year recurrence rate, survival rate were (34.48% vs 33.33% ) and
(72.41% vs 75% ) , there was no significant difference (P >0.05). Conclusions: Full thoracoscopic
lobectomy treatment on tumor diameter greater than 5 em in NSCLC is safe and feasible, which can a-
chieve the same short-term and long-term curative efficacy.

[ Key words ] thoracoscopes; thoracic surgical procedures; carcinoma; non-small cell-lung; postoper-

ative complications
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AR M A M SR AR RS H R L2 PARTA

B HIEE T HAR <5 em (Wil 8 45199 42 1)
DIBR, BA 22 eI Ie 3, #5171 TR (TOS)
BRI R 4 i BT R (VATS)
VBITEAAR >5 em BN L Jifi 98 ( non-small cell
lung cance ,NSCLC) i fEfE— &, MizEF
AR5 S G BE s MR RE R AN T st , 4> VATS 3597
B2 >5 cm [ NSCLC 1531 Bk ™ (4 i 1, A< F
7% A 2009 4EFF IR R4 VATS J697 HAAKF S em
[ NSCLC R4 T o

1 #ARETE

L1 —fR¥k

PEFE 2009 4E 1 H ~ 2012 4 6 H Uia i1
NSCLC 4 53 1], 40 ABRIE : 5 BEUE Ly NSCLC;
UL L, TCFAREE SAE, MR B AE >5 em, JTCiE Ak
EERSAEG, AN 32 4 BRI ST I TR o HEBR B
HE B IFFERE AL A RS T2 oK % e, AR
A TARIGIT, R Ja RFAT RGEDUIM BT & 53
%] NSCLC 3515 FHECF N R EBENL 3 A4 . W
FL4H 29 ], hRE A% 5. 22 ~8. 17 em, R 4> VATS
TRYT s XTRALH 24 451, I B AR 5. 12 ~8.32 em, R ]
1248 TOS JRYT s PHLH S 5 AF IS 0 g B4R b
SR v B S oy e 1 55 5 T 22 S CGE i F B X
(P>0.05) , BAW L, Wk 1, ARG
Ze Lot HE, A BB TR Rl 2 15

# 1 NSCLC W4 B — %k (n=53)

Tab.1 General data of NSCLC patients in the two groups
bisp Wl X AR X/ P
e ?; i? 186 1.142  0.551
(%) 58.85+12.77 56.89 £12.48  2.473  0.369
JHE EAZ (em) 7.45£2.02  7.492.09  1.442 0.563
o AR A i b 6 5
Filitirhot 2 2
VSl MLy 7 5 3.125  0.263
ZEfili b 8 6
ZEf T 6 6
TR B 9 6
e 19 17 2.152 0.389
RN 1 1
TNM ] Ta 10 9
b 17 14 2.338  0.334
Ma 2 1
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WL PEPEAR O ML, SR FHSURE VA8 N 4 8
JPRIE, A F B0 il <, TR 2R 7 ~ 8 Ml ] B
2 em KU, B A MG, TIRATZER 4 550 5 10
RIS ~6 em Y) IRy FAE O, TS ZE
7 ~8 [AIHUKRZ 2 em YJIT, MDD EIRAE 15 R4 T
ARAIRUC G BEA AR, 1 BEAL ST 1 fige 5 1A o
PIBRT7 3 , MO o3 18 g A fii - 1L 45 A 52 S A
S5 AT e DI BR , B VIBR LS5 ARG AT T
DRI L EE RGP o X IRAL  RRIE 5 ¥ S
PR RIS, — M B 4 50 5 W ie))m ob
MIYIE K 12 ~ 18 em, BT 51 g 42 TE I, 3 L
Fra A MDY R Bt ] APtk 2 45T 4. PZE AR
FEARIE G T Z P + R R HB ST 4 4
W, P 2 2014 4 6 H .

L3 WEIER

WP TR I ] | 2k i A5 5
(6] DBt L2518 R R AR E IR/ (VAS) |
ARJE ARSI 8] 5 AR5 FHARE AR KRG 1 AEA3
R RN
L4 Stk

JITAS RS T 2 2 e T2 B/ F SPSS 17..0 4y
B TR BOR A (v 25) 3R R ¢ K, THRCR0RE
KX K, P <0. 05 FR 2 5 A Gei % 3 Lo

2 #FR

PIZL R T AR S R A , T AR R & A 3K
T2, AR R P TN TAR . MEEL 0] BE 4 8
BRG] AR BT [A] 4, 2 i 5 | b
RJG VAS 4G AHF-ARET a1 B K, P4 e
MPERAGEI L (P <0.05) , A AR 45
WHRE R ZE R R E X (P >0.05), L&
2, WAAREIFRAERAERILK, 2R LG FE
X(P>0.05),W#%&3, MABERE14F 3 FR
KR FEARIBEF G FE L (P>0.05),
K4,

3 e

K[E NCCN fili i 36 97 45 05 W B 4, &
VATS Jiz JH T -0 al DT BR i 1936 97, HAT 25 ik
BIPLE, BT 17 5805 W IOT Mg AR D022 5+
B TEF AR EEA AT g R



4 1

B REF EMEBETYIBRASEST BARKT S em AR/ NI

)2 WHAREFEFARAHERLE(x£s)
Tab.2 Comparison of perioperative indexes of NSCLC patients in the two groups
N 525 = . >

ap 0 FAME i) g PSSR g
WELLA 29 119.50 £30.33  161.55 +£25.54  54.23 +9.75 155.75+23.18 8.75+4.36 6.45+1.46 10.5+2.5
XTHRZH 24 106.77 £19.56  186.58 £25.35  66.55 +£10.5 229.65 £26.87 9.36 +4.58 7.58 +1.56 13.55+3.18
t 11. 145 28.362 19. 192 26. 344 4.111 7.448 7.245

P 0.012 0. 006 0. 009 0.007 0.091 0.020 0.021

®3 WHAEBEFARBHFKERERLEK
Tab.3 Comparison of complication incidence

of NSCLC patients in the two groups

] NSCLC fBFFE v, AR <5 em By JE BB B i g,
IR RS AR/ il ZH 2L Bl 3l L 3 25 5, HL 2 ARk
ELEE RS, A I 1] B i 1) 224 11 4 Ay XU A X 556

fihr WAL 4L AN BN AR A VATS IR 1 e (3 B 5
v 2 2 FEE > 5 cm 8 6105 5 2 50 s
IlIEEEE2 e o 2 1 X I g - NN
bhriiay ; 1 A T R AR LFAST 5 D1
) 11 kg 0 1 LIAG WY, T3 0 22 B0 01 5 2k — 25 Bk B2 45
At i ! 0 1,804 VATS $AEMER A0, 18 W A R BOZ MG
Bt 1 ’ FrOrE T o AR B2 TR Ty B b Al
Vi ! PRk (A o A
R (%) 17.24 16. 67 A, N4 VATS 3597 AR >5 em [ NSCLC £
X 1.221 ZAF I REE R
P 0.872
k4 WHRBERBEARERERELEK
Tab.4 Comparison of recurrence rate and survival rate of NSCLC patients in the two groups

e ) AJa 1 4F AJa 3 4F

) 2R (%) AR (% ) HEHR(% ) AR (% )

WE4l 29 10.34(3/29) 96.6(28/29) 34.48(10/29) 72.41(21/29)

X4 24 8.33(2/24) 95.8(23/24) 33.33(8/24) 75(18/24)

t 4.119 3.315 3.882 4.395

P 0.112 0. 185 0. 164 0.103

4> VATS JAJ7 NSCLC (Bt # e Ak #

N i e o B Ny B W R 1D <8 =T e
MR BG4 VATS 5 TOS 697 H 4% >

5 em[f) NSCLC i & J7 8%, F 5% 4 VATS 7£ F R i
() i ol A e ) 45 TR R R
I R & AR5 TOS JR T4l H o5t . AW
R IR, 4 VATS TARIGIT B WAL 8 34 R H
L TOS JRYT WX HRZH AB 5 A 5 51 U B (8] Fn A B
B E) 4, 2% 0l AN B 13 D, HORJG VAS PEAMIK
(¥ P <0.05) , [FlBS WL L B H TOA I F AR
W kA, ARG I R AEAL 17. 24% , 5 77 g T At
BEZH 1) 16.67% LA 22 F LG22 3 L (P >
0.05),5 MNREMRLE ARG T —8, o uE L4
VATS 47 HA% >5 em [ NSCLC [R&E A B 11
BIER, R A B m L et AT BR,
4 VATS Jayr U # FARBHEEE TOS jpyr ik, 5

N REF RS RAEAE 2 7, R Z R SR E T

ARG &R A AR 2% BT AR 7 Uik
B BB AR AR R, AR E AR 1
A 3 AR R B T EAKT, B 1A
BIHE 80% LA 1,3 FFLEAERRAE 70% LA b, AR X
MEEWEHAE RIFHR, ZREGITHE X
(P>0.05),ii B4 VATS VAT H A >S5 em (1)
NSCLC HA RAFRUCR . 40t IR B %5 18 5 4 VATS
TH BRI L 25 T n] B 5 TOS JR 9T R EE SR A
Ko

HRE M EAV RS, 2 VATS JGI7 1Y
NSCLC HEFAEMFF S E IR A MR kA R K
I PR ff 2 0 05 22 Bl BT, R 4 VATS R
BB AR IE WAE , R AR B K, Kb o
NS S8, SR SR 5Lkt fo ik BT B B M
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[ ZE] B FIT IR R AT 378 KA R 91 7R (9367 A5 R e o o 228 T Rl fole 58 60 UL 43 37 78 2
(ISEIR . F73%: 100 (RKESE (CT) 55 LA OWLSELE AT HELH | 4 BRZH 25 T T S5 A6 R SHRAYT VA YT dAExT

MRAIERE LRSI M ZRIG YT, OB PIZE R RIS 86 7 T ) 4 22 I RE SR04 PF 3 ( NTHSS ) 1L 98 3 4% 2
fEbR. &R RI7 A, WE AN B A RN 96.00% , v 3 & T X R 19 72.00% , ZZ 57 A7 G it 52 8 L (P <

0.05) ; IZH VAT S5 A NTHSS P MK TR T, AR I & (P <0. 05) s BRALIRIT IS , 1L IR IR A8 2+ 48 b
I AR FIRYT AT, AR T EA (P <0.05) . 4518 : 7% CL B R AT S A6 B G 1 5 HU/RIB YT, AT
A AR R I PRI T K DR R A M D RE SRR B R I A, LA R g R

[ RBEIR ] JTAE % AUSIMIR; PR IhBEB R ; A2 e

[hE9DES] R743.33 [ XEHRIRAE] A [XEHS] 1000-2707(2015)04-0401-03

Clinical Study on Effect of Breviscapine Combined with
Alprostadil in the Treatment of Cerebral Infarction

ZHOU Dashu
( Department of Neurology, First Peoples Hospital of Zigong City, Zigong 643000, Sichuan, China)

[ Abstract] Objective: To investigate the curative effect of breviscapine combined with alprostadil in
patients with cerebral infarction as well as its effect on neurological deficit and hemorheology. Meth-
ods: One-hundred patients of cerebral infarction were randomly divided into observation group and
control group, the control group were treated with breviscapine injection, the observation group was
treated with breviscapine injection combined with alprostadil, the NIHSS score, blood rheology indexes
before and after treatment and clinical effect of both groups were compared. Results: Total effective
rate in the observation group was 96% , significantly higher than 72% of the control group, the differ-
ences was statistically significant (P <0.05) ; after treatment, NIHSS of both groups were significantly
lower than pre-treatment, and decrease of observation group was more significant (P <0.05); the
blood rheology index levels were significantly lower than pre-treatment, and decrease of observation
group was more significant (P <0.05). Conclusions: Breviscapine combined with alprostadil therapy
in patients with cerebral infarction can effectively improve the clinical curative effect, reduce the nerve
function damage degree and improve blood rheology.

[ Key words | breviscapine; alprostadil ; nerve function impairment; cerebral infarction; blood rheology

JXHESE ( cerebral infarction, CI) 2 —F ™ E ) R, C4RImRIRFT RV E A o ASHEFEE S WL T 3%
SR LA L , I AF R AR SE TR B FERIRG RIS /R % IR A6 8 2 114 ot 22 2 RE B4
G TR O B AR A A R IR AR A 1 B, SR I PR A 9T R BE 4R K
WOPGZ —" ISR IR L R TR L RS R
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1 XN&5F%

1.1 X%

PEH 2012 4£ 4 J] ~2014 44 FJGA ) 100 4
CL B, WG A 5 10 Je i 1069 27 AR 23 B0 b
HE) HOCTF CLI bR ™ o Jik S5 91, otk 45
5], 35 ~81 %, ¥4 (58.58 +9.87) %', A
#E: (1) 28 MRI 5:3k% /5 CT 21 /R fET7E STAE R AL
L 205 10 A P A 45 SR s A A S B0 Jhk o A Al
AEBESR 5 (2) BRI IE] <72 h; (3) B85 20 45 38 1
A HRBRARIE : (1) & JF W0k R | o e il
FEGE il 5 T REAS 4 XGOS5 7 P T 7 1A
O VAT A P A B At it 8 8 o 4 0 R85
(2) I Hs | I S AN AR 5 (3) 20 B L
TAZE 5 (4) {8 58 5K 2R e A T 0 R TR 7 AR
Ho FRMMBENLECERY:, 40 O 5 0 IR, A3 20
S50 1, PR 2H £8 3 TR AR W8 A 9l L A s [) R o 1
JESETTTH WA, 22 R ICGeiH i (P >0.05)
L2 R8I0k

PHZH B 4 45 7 A LS I PR AP Bt i/
A WCE RGN A R R TT MOMEIR YT, T 4
T 0. 1 g BRI VCARIA I B Rk, 1 /d, teAh, %) R
ZHHX 500 mL 10% 2 W, A 15 mL 4T 2546
R UESIHGRN , 1 0/ do I0Y7 A AN IR EERE Fn
FHRIF) HZRIBYT , 250 mL 5% H 45 WEE 1, A
100 g FiI 5 /R A, w1 I0/d, A X i 252
B 1A H
L3 WEHERR

WAL IR YT 5 I AT 28, HER P26 7 i
J5 fi 45 T BE Bk $51 F 43 ( national institutes of health
stroke scale , NIHSS) K [l V& i 28 #¥8 F14F . NIHSS
PERE J5 12 4% BRI 27 v 25 55t PR P 22 21 B dk 450 7
FEVEAMARAE) Y AT IR RE o IR Ak S R R Wl
SR TR FE A TAYT R 1) NIHSS PF4y
WE T M, IR EE 91% ~ 100% , 5k 95 72 B & &
(mRS) PF43 24 0 435 WA, 10 Y7 5 1) NTHSS $F43 T
IR ETE 46% ~90% ,mRS ¥F43 R 1 ~3 73 4K,
Y7 JE Y NIHSS P00 T FRIEEE 18% ~45% 5 Ji3k,
16975 By NIHSS PFor o] ek 2, 52 3 BT I897
BAYE (%) =PERE(%) + BEFE(%) +A
RR (%) o 53 3 TIRITH RIBIT R 56 2 K, RAE
L T R s I bk i 3 mL, {5 FH 4> B 3l I
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YOI R A AT A SRS T 4 i 5 0t 2 ) AR R L £ A AR
DA 2 i K- o
14 Sit2#oir

FHGEIT 2R SPSS 19. 0 #4740 # , 1%
FERFTE D BRFR AT K5, TR 7ORER 354K
= hRifEZE (v +5) FoR, 47 ¢ ke, DL P <0.05 FoR
ZRAGIE X

2 #R

2.1 JRITRICR

BTG G ) A RN 96.00% |, 8 35 15
TR 72.00% , 2 %A G F 2 L (P <
0.05), %1,

*1 WAMERAHFETHRLEK
Tab. 1

Comparison of curative effect of

patients in the two groups

401 o EE B AR U ARCR(%)

YPERAL 50 0 14 10 24 2 96. 00
W4 50 10 6 20 14 72.00
X - 0.493 0.670 0.365 9.003 9.003
P - 0.482 0.413 0.546 0.003 0.003

2.2 5YFHIE NIHSS

WL E IR YT AT NIHSS Xf b, 2 7 B4 it
2R L(P >0.05) ; BALIRYT I, NIHSS 320 341K
FIRITRT, MOES AL PE4r 5B 8, 22 57 G it
HU(P<0.05), W2,

&2 FIARAER A 6T A B NIHSS 3
Tab.2 Comparison of NIHSS scores of patients in

the two groups before and after treatment

N NIHSS( 43)
bl R >
TRITHI I
X 2 50 24.72+£9.98 16.01 9. 02
ER2H 50 24.54 +£10.31 5.39 £2.24
t 0. 089 8. 080
P 0. 930 0. 000

2.3 MRARAZ AR

PHAL R EIR YT BT A LR BE | LK F L 2140 i
BT 4 8 DR LA, 22 57 e i 22 38 (P >
0.05) s LAY e , ML IR AL 2 45 AR K1 1 5k 2
MRTFIBITHT, IS W, 257 A Gt E X
(P<0.05), WLFk3,



4 1] JARI JTSRAER IR G RIS HU/R A7 RS

&3 WHRAEREAE T BB L ROR R F AT R

Tab.3 Comparison of blood rheology indexes of patients in the two groups before and after treatment

45

ML (mPa - 5)  EFE(mPa - 5) LA LEA%) AR (/L)
WP TR Wil wirE  wril WrE  wirll e

WEH (n=50) 2.15+0.24 1.17 £0.11 2.14+0.22 1.22+0.13 50.36 £5.0231.02 £0.30 5.41 £0.55 3.30 £0.30
XTHEZH (n=50) 2.16 £0.26 1.90 £0.20 2.15+0.24 1.88 £0.22 50.68 +5.1045.32 +0.41 5.45+0.56 4.92 £0.51

t 0. 200 22.615 0.217 18.263 0.316 19. 034 0. 360 19. 360

P 0. 842 0. 000 0. 829 0. 000 0.753 0. 000 0.719 0. 000
EFRCIE 1 , R0l 2 240 D N BB R R 1) 5 K
3 g 2 A L A AT 0 38 70 o ek

H1 TR E AL £ 1) R 3l ko B B A i BE A
A8 DX S8R A L1 GV HAT RO TE B AT RE 7 RE X 2% ik
1 LR , DU A M) 2 I e A 7 T A
PRI 728 XS T RE o PRIt , e A A O A 5 ki s
JK LA PR | S SRR, AT IR R 1Y
HETBL H T PR PR A B9t /R e 55
T2 X i A A A DX 4 G 4 2R ke =
R
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W, A WA ILAE B 8 R B2 A 2 AT,
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JAYT IR 9 NIHSS 8 (KT % JRAL, X AETL 75 1
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B 51 BR it P B 4R BE DR BE RS /ME SIS MR R 5 IR KR 1B

2 EHHE X

BEF, B OE, XX F

(A NRRE=TER IR, B = 572000)

[ Z] By DI5TaisIBRmcE SR A (LA PRSIV 5518 PERT SR 2 P R I R . Aok
DL 452 (g PE RS R 2 BB R FIT X4 , A AT w80 AR VB 40 1 S R AR /MR T8k S NIH-CPSI PE43 5 22 A1) ) 56
Fo R A[E NIH-CPSI P43 (192 ML T4 AR A 85 BT BRR 1 40 M5 T Ol i /IMATH B L 3 8 TE e 2
25 (P >0.05) B MM b A 40 M 1140 NIH-CPSI 43 JoAH et (r =0. 256, P =0. 234) i 5 B SR /1N
IS NIH-CPSI 53 JoAH G (r = = 0. 198, P =0.275) , 140 i i1 %05 00w g /) (A 3 B &2 0RE G (r =
-0.624,P <0.001) , Z5i%: HAMATHARIR H BRI AS AN RRVE A B 51 AR A B 7™ T A% B2 1 PP Al T8 4 , 75 &5 4 I IR
AR S5 2y T R R R T PEAR

[RERIR ] M raisese; HAn; Iming; NIH-CPSI 343

[FESES] R697.33 [ SCEkFRIZAD] A [ XEHS] 1000-2707(2015)04-0404-03

A Study on Correlation of Leukocyte and Lecithin
Body with Chronic Prostatitis by EPSRT

PAN Xiufang, LI Bing, WANG Yufeng
( Department of Laboratory Test, Sanya Nongken Hospital, Sanya 572000, Hainan, China)

[ Abstract]| Objective: To investigate the correlation between EPSRT (leukocyte and lecithin body)
and severity of chronic prostatitis. Methods: A total of 452 patients with chronic prostatitis were in-
volved in the study, analyzed the relationship between NIH-CPSI score and the leukocyte count and
lecithin body count. Results: Leukocyte count and lecithin body count in chronic prostatitis patients
with different NIH-CPSI scores showed no statistical difference (P >0.05) ; the NIH-CPSI score was
not relevant with leukocyte count (r=0.256, P =0.234) ; the NIH-CPSI score was not relevant with
the lecithin body count (r = —0. 198, P =0.275); a negative correlation existed between leukocyte
count and lecithin body count (r= -0.624, P <0.001). Conclusions: EPSRT should not serve as
evaluation index as prostatitis disease severity, clinical symptoms and other factors should be taken into
consideration.

[ Key words ] chronic prostatitis; leukocytes; lecithin; NIH — CPSI score

18 PRI A1 IR 4 ( chronic prostatitis, CP) J2:1fi FR
e TUY B PO IR B  BEEE 2157 CP Iy
P I WK ( expressed prostatic secretion, EPS) A1
AN, SE1 A RS R S H A T 26 2
— RIS X 452 i CP #3% NIH-CPSI 435

EPS 1 4 ( white blood cell, WBC) ) 1%k . 51 s
f8/IMA& (small patticle of lecithin, SPL) {|- %% 19 AH 3¢
PEIEAT 120, BTEARTT EPS 5 MLAG A X} CP (1912
Wir K 1 DA A I RAN (L

2% R IE] 2015 =04 =20 2% H i il - hitp . //www. enki. net/kems/ detail /52. 5012. R. 20150420. 1830. 004. html
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BB RG240 WA /DM S e e i 27 8 1 e FEE FO AH S

1 W&EE57GE

L1 xg554

YEEL 2013 4F 1  ~2014 4F 1 H BRI 112 452
1] CP H % JE Tt 5, 2 WidR e . (1) R4 R
ARIE LA R PR IS s (2) S I A% I i
DBk I S B ER AR s (3) MDD RE ISR , AT HF
o PR 6 g B B M T A0 A At A s R R
o, R 3 H FH A2 W CP, R AERY 19 ~
524 CF¥(38.7 £7.4) % KR 18 4R, P 1Y
(18.9+9.2) H. #4 NIH-CPSI ¥E4F i 58 4 42
SRR (1 ~14 43) (R EEAL (15 ~29 43) R
JELL(30 ~43 43) 1,
1.2 Hi:

PR WFFEA ZA 558K 3 d DL b, R B e
WCHBCHIT A1) R T T v 7 i, 7 B a6 A, 40 £ 85

FEBEXT 140 M SRR /IMAES T R THEL
FRufE: (1202 0 ~9/HP( =) .10 ~20/HP( +) .21
~30/HP( ++ ) .31 ~40/HP( +++ ) .40 I} I-/HP
(++++)  BIBENR /MATCEECE N (- ) (174 LEY
FC+) 12 B ++) 374 BN +++)
B ++++)
1.3 Sir2Eair

K HGETT 34 SPSS 19. 0 (74127403, 1)
BCLE . 2 LR R R 3, AH O M i R A
Spearman FAH M. P <0.05 INAA G o

2 #R

2.1 HIH R B AR TR

NIH-CPSL /31 8 (FEJE 3 2 CP
EPS MUK 20 TR0 L 22 S gt i
X (P>0.05), %1,

%1 7 [F NIH-CPSIif 5% 4 CP B3 EPS w0 & 20 it 4k (n, % )

Tab.1 Leukocyte counts in EPS of CP patients with different NIH-CPSI scores
EPS tft WBC
415 n
- + + o+ + 4+ ottt
BIEH 89 10(11.2% ) 8(9.0% ) 36(40.4% ) 25(28.1% ) 10(11.2% )
i BE 2R 146 16(11.0%) 20(13.7%) 52(35.6%) 25(17.1%) 33(22.6%)
A 217 20(9.2% ) 36(16. 6% ) 68(31.3% ) 49(22.6% ) 44(20.3% )
v 11. 650
P 0. 168

2.2 FSIBR NG MR
NIH-CPSL ¥/ R B (FEJEE 3 2 CP i3

EPS AU AL S Iig /AT A b A 22 5 o e i o
BF(P>0.05), L2,

%2 AR NIH-CPSI if 44 41 CP B3 EPS o §f gk flg /NM& 8 (n,% )
Tab.2 L lecithin body counts in EPS of CP patients with different NIH-CPSI scores

0 EPS i /I A
2H 5 n
- + + + + + + + + + +
BREH 89 12(13.5% ) 21(23.6% ) 39(43.8% ) 10(11.2% ) 7(7.9%)
W 146 31(21.2%) 27(18.5%) 48(32.9% ) 23(15.8%) 17(11.6% )
HEA 217 41(18.9% ) 44(20.3% ) 65(30.0% ) 33(15.2%) 34(15.7% )
X 10. 271
P 0.246

2.3 NIH-CPSI ¥4 A0 50 % IR i Ag /IMA 2.
)] Spearman FRAH M43 B

W ANBFFE A 4 11 NTH-CPST 3743 | (1 40 ffa 3
O IRBENG/ MATT A T IEAS PR SG , m 3 E
AFFEIEA ST, ¥ Spearman Fk AH ¢ 43 #7,
NIH-CPSI 3435 F 40 i T i BR A G R Bk r =

0.256,P =0.234 (P >0.05) ; NIH-CPSI 4} 5 5t
BERR/IMATH B RRAH G R B r = - 0. 198, P =
0.275(P >0.05) ; F1 40 L0 5 B i/ -5
HORARE BBl r = - 0.624, P =0.000 (P <
0.05) . FI4AEIHEL OP#EAR/IMATH 4 S NIH-CPSI
VAT TOAHDCAE , FT At 45 5 R BRI /MATT AU 11
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[ E] B9 BT NGRS TR B0k X o KUIRE 8 TG B2 . T3 o K 124 i 26 v e 0 25 B
WL R ER L RO BR AL, % B AR 2 25 T DI Be N 45 , WA 4l A % BR AL YR Y B kb 1 IR A 380k, 97 2 ok 3 A
A5 BIFRITRT JRYTIE 3 A H BN Fugl-Meyer (FMA) 3 Ji 1442 2l D1 B \ Barthel $5 5004 H 8 A£G RE ST
L-ROM T HIFAL G5 1E 2 , I L BRI RIS MUT(ESR) (AR 48R (R (Fb) ARYIZAE R T 2 Mm A% (nbl) &)
AR 2 ZNEE (nbh) KV, 855 : WEIARYT IS T ICIIRE FMA 1540 T e iG sh i, H ¥ A s ae )
ERTIRITHI(P <0.05) , 7R FRYITJa XHIRAL(P <0.05) ; AR I6YT )5 ESR Fb nbl ,nbh /K- i K %} 1R
HIRITIE , ZRA LI T L (P <0.05) . £518: DIRBYIZRIK A WA Uk BB A R0 36 A Hh XU 34 e (A oy 8 % i
MR, e B TG

[ RERIR ] OhREIIS:; AR 0L IS s D IR0 A8 2
[FESZES] R277.7; R743 [ XEAFRIRAE] A [TEHS] 1000-2707(2015)04-0407-03

The Effect of Rehabilitation Training Combined with Xiaoshuan
Particles on Improving Stroke Prognosis

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

[ Abstract] Objective: To discuss effect of rehabilitation combined with Xiaoshuan particles on prog-
nosis of stroke patients. Methods: A total of 124 stroke patients with hemiplegia were randomly divid-
ed into observation group and control group. The control group was treated with functional training and
the observation group received Xiaoshuan particles for six months plus functional training. Fugl-Meyer
assessment (FMA) was adopted to assess extremity motor function, Barthel index was adopted to as-
sess activity of daily living and L-ROM was used to assess joint range of motion before treatment and 6
months after treatment. ESR, Fb, nbl and nbh levels were compared before treatment and after treat-
ment. Results: In observation group, the FMA score of lower limb function, the activity degree of
knee joint, the activity degree of hip joint and Barthel index after treatment were significantly higher
than their counterparts before treatment (P <0.05) and significantly higher than their counterparts af-
ter treatment in control group (P <0.05). In observation group, ESR, Fb, nbl and nbh levels after
treatment were significantly lower than their counterparts after treatment. Conclusion: Functional
training plus Xiaoshuan particles can effectively improve physical function, cerebral blood flow index of
stroke patients, and improve patient prognosis.

[ Key words ] functional training; Xiaoshuan particles; stroke; hemiplegia; hemorheology
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1 BERRTTE
L1 IRk

TEHL 2012 4£ 6 H ~2014 46 Hikif 124 ik
R BB E O I G AR B AL 2
I3RS ZH KO R, R4 45 62 i, X REAL: 15
32 fii], 4 30 f5i] ;48 ~82 % 14 (62.3 £3.4) ;%%
FE2~12d,°FH4(6.5+2.2)d, WEELH: 5 30 ],
432 f5i] ;46 ~80 % -1 (61.5 £3.5) % L2 ~
15 d,F#4(6.8 +3.4)d, AdIbrifi: 43k 5 MRI/
CT #12 , £ 6 1995 4F 4 [ i I 3 2 BU2 Wi br o,
A RIERGE 1 R 8 R EF % (GCS) #F43 > 9
o1, BN R IEH 5 Fugl-Meyer 12 3l ShREPE 70 < 71
53, NIB ) U RE B A 5 47 G B A (B A B A F
G OO B B S TR 8 B
TR E AT HEBRARME T VB O TIREAS 4 i T
I IR T R S ot Pl P TR i AR T Ol
JIRE R A Sk W g e R R A b e R B
POLE R M) AR Y o A i A T R R 2 SR R 4
2R (P>0.05) , AR Pk,

1.2 Hi:

PIZL R FEAE AR R AR 72 h S HET T DI RER
SRR (1) ] REAE FB A IR WE 5 1% 2 3 BT 7Y
P £ B B Sl A 5 (2) Sl AR A DA i A
B AR AR A TI5 305 (3) Blah K b B B 3 264
ST NG s (4) Al 25, # 2 AR 2, 22 B 15
FATER 90°5(5) A HE U Zk; (6) IR EYIZR, (45
AN R S I E2 A s w | N W & o i A | 2o
(7) HHE TG REINLE, W IE ZFA EE RA k

*1
Tab. 1

Ap ] G ST B IR SR R, LSS TE R AL
SRR A L [m] R o R 3 A ASORE (e 24 4 AT rh 2l —
J7) .4 g/ R3 R/d A flke BAILIRYT 1A R
L ANTPRE IRYT 3 NI R IE WA 3. 1R A )
LT BB 112 R 12 45 7 2Ot BB BT
Wit U 90 1B] JC i o A A T i
1.3 PFEHdEds

(1) Mz 3 YI6E : K Fugl-Meyer (FMA) 3
W B ARIZ BT RE , S5 100 43,96 ~99 43
BRI FER 85 ~95 43 Ky vh B i 3l [ A5, 50 ~ 84
SR A5 B RS, < S0 43 R RIS SRR .
(2) K796 8l B« R A i £ Hocoma &7 #8 H8 2\ Fl
WFA& Y L-ROM T H X 88 25 519 15 3l B2 R AT 3F Al
L-ROM ]G i I 5 J 3 72 A 30 ) S F RO
BB 4 B Bl 07 L S ILA 58 4 Ths R 61 s
SAINEE . (3) HH A TERET] R Barthel 5200
fli 3 H W ARG BT, B0 R 100 43, Zr850dk e, AE
W EBRAE MR (4) AR LR E AT
B S W EGE kL 4 mL, Lk 3 000 r/min &[> 15 min,
BBV - 80 CukAaH & H, R FH 35 [ Cardiody-
namics 2 742 72 1) Bioz. Com %04k IC A L it 3l )
2RI ASCE DU T (ESR) (ZF 452 1 i (Fb) AR
YIRS A L6 B2 (nbl) | 5 YD AZ 388 42 1 % B
(nbh)
L4 Stk

K SPSS 17. 0 Geit2x - A T4 o i, 11
ORISR £ bR 22 (x +5) Fon 2R FLECR H]
K%, P <0.05 KR EAGE L
2 #R

55 SEPI YN RIS

WALIATT G 3 N H FMA 354 e ety
GBI 0 TIRYTET (P <0.05) J6Y7 5 W4
T AR (P <0.05) , W& 1,

2.1

FAMEFBEBTAMERRTARRKTENE (v 25)

Comparison of low extremity motor function and activity degree of joint

before and after treatment in the two groups

1 . TREE 3 EE () RO I BB () WIS (°)

) YRIT AT RITE TRYTHT RITE TRYTHT BITE
WEL 64  28.25+8.85  50.39 +12.58" 11.65+2.78  28.48 +2.36"" 8.36+1.02 17.02 £3.35"
XTHEZ] 64 28.78+£8.98  40.12+14.02'Y  11.22£2.56  21.23 +2.58"" 8.42+1.07 14.63 +1.36""

¢t {8 0.125 5.789 0. 187 6.789 0. 142 5.223

P{H 0. 789 0. 000 0. 823 0. 000 0. 812 0. 002

W ERRIFREITAE, P <0.05
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2.2 H#AENGRE
WEEZHIR YT JG Barthel 155085 15 F X R4, 22
FAGEIFEL(P<0.05) , A& 2,
®2 WAREFEFRTAE
BWEERN (x£5,5)
Tab.2 The Barthel index before and
after treatment in two groups

H #4215 AE 77 ( Barthel $5%50)

415

YRITHT RIThE t P
WELL 64 28.96 +8.12 68.12 +20.45 12.252 0.000
YTHEZH 64 29.12+8.45 50.36+19.11 5.986 0.002
! 0. 185 6. 396
P 0. 812 0. 000

2.3 Fb.ESR .nbl }% nbh
WEELHIG 7 )G FbESR nbl nbh 7K -k F X}

WAL, ZRAFI (P <0.05) , ) 3,
3t

BTN, SIS N T A kARG A 7 o A
HHORR, BGE R B IRE, B R AR R
U MR A R g L L S 1
FAFAETE PR, RS I H RN T e
il 2, TR S84 T M AL 38 79 3, DAL TR A3 O 40 7
PE OO, AR 28 R G 2 B L AL T AR BRI

&3 WA P B E7 A G Fb ESR nbl nbh K F (x +5)
Tab.3 Comparison of ESR, Fb, nbl and nbh levels before and after treatment in two groups

ESR(mm/h) Fb(g/L)

nbl(mPa - s) nbh(mPa - s)

45 ik

{RI7 i ELIRE] BRIl

I

g} ERZRE] BRIl ERZRE]

MELH 64 23.29 £3.49 14.36 £4.197 389,57 +34.24 214.32 £22.96 10.35£1.27 4.86+1.74" 6.31£1.22 3.72 £1.63""
SPHRA] 64 23.96 +£3.52 19.22 +4.327 386,12 +32.73 321.24 £23.24" 10.42+1.53 7.67 £1.46'" 6.28 £0.98 4.37 +1.72"

1l 0.472 4.452 0.523
Pa 0. 798 0.012 0. 821

7.235 0.242 5.252 0.412 3.825
0. 000

0.352 0. 000 0.128 0. 000

" LRITHIAR L, P <0. 05
(4 R B A QR T , 38 2o e shis sl oxt i B E AT 2 BE
BB P {1 H D RE B P 22 BRI 0 28 TR A, R
NRERFEIWKIL . IR A M 1B 22— A28 1
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H #4235 BE 11 PE 40 7 T %t B8 41, Fb _ESR \nbl , nbh
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SEA RN IR L ER 3 (0 S AT BR300k 100% 1 65% , WSS L 1945 30 R W (i85 T R, 2 R A et ¢ 38 L(P <
0.05) ; IR B HVRYTIE AT 4 e s B ZIR A A — € AR ERCR, BEBRED 58 72% M 49% , 2R HE 5
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[IRHEIR ] vemtime Sk s T 28 s R4, VIR 5 T3 3%

[hE4ZES] R781.4 [ XEERIEFE] A [XET|HHS] 1000-2707(2015)04-0410-03

Clinical Efficacy of Concentrated Tinidazole Gargles
on Pericoronitis of Wisdom Tooth

HOU Yu
( Department of Stomatology, the First Peoples Hospital of Guiyang City, Guiyang 550002, Guizhou, China)

[ Abstract] Objective: To observe the clinical efficacy of concentrated tinidazole gargles on pericoro-
nitis. Methods; Eighty cases with pericoronitis were randomly divided into experimental group treated
with concentrated tinidazole gargles and control group treated with conventional hydrogen peroxide and
saline. Clinical efficacy of both the two groups in the 3™ day after treatment was observed, bactericidal
effect and clearance rate of the four kinds of oral anaerobes were detected. Results: The clinical effi-
cacy of the experimental group and the control group was 100% and 65% respectively, and the differ-
ence was significant (P <0.05). Bactericidal effect on the four kinds of oral anaerobes in experimen-
tal group was better than that in control group. Further, the total clearance rate of the oral anaerobes
was 72% in the experimental group and 49% in the control group, the difference was statistically sig-
nificant as well (P <0.05). Conclusions; The concentrated tinidazole gargles in treatment of perico-
ronitis is superior to conventional method , and this treatment is worthy of clinical application.

[ Key words ] concentrated tinidazole gargles; pericoronitis; anaerobes, oral; curative efficacy
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Applying Quantitative Tissue Velocity Imaging Technique to Evaluate
the Right Ventricular Diastolic Function in Essential Hypertension

HONG Liu', WU Lirong”, TAN Qing’, LIU Tingzhu'
(1. Guiyang Medical College, Guiyang 550004, Guizhou, China; 2. Department of Ulirasonography, the First People$
Hospital of Guiyang, Guiyang 550002, Guizhow, China; 3. Department of Cardiology,
the First Peoples Hospital f Guiyang, Guiyang 550002, Guizhow, China)

[ Abstract ] Objective: To investigate the rule of right ventricular diastolic function subsiding of essen-
tial hypertension by applying quantitative tissue velocity imaging technique (QTVI). Methods: A total
of 151 patients with essential hypertension were assigned as experiment group and 40 healthy people as
control group. Detecting the late diastolic ( Am) and early diastolic (Em) of tissue velocity peaks:
septum and sidewall of right and left atrioventricular annulus, and then calculating Em/Am ratio. Re-
sults; The incidence of right ventricular diastolic function subsiding in experiment group was higher
than control group; the incidence of diastolic dysfunction of interventricular septum, left ventricular
free wall gradually increased with the increase of blood pressure level and disease progression; single
right heart diastolic dysfunction incidence of 1 to 4.9 years disease course group was higher than that of
5~9.9 years and 10 ~ 15 years disease course groups. Conclusions: With the increase of the course
and severity of the disease in hypertensive patients, cardiac diastolic dysfunction exhibits by right ven-
tricular developing to interventricular septum and left ventricular, the changes of right ventricular are
earlier than left ventricular ones.

[ Key words | hypertension ; ultrasonography; quantitative tissue velocity imaging technique; cardiac

diastolic function
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Effect of Pelvic Floor Muscle Training on Urinary
Incontinence after Delivery of Primipara

LI Junying, JIA Xiurong, LIU Fuxia
( Department of Gynecology and Obstetrics, Fifih Hospital of Zhangjiakow, Zhangjiakou 075000, Hebei, China)

[ Abstract] Objective: To investigate the therapeutic effect of pelvic floor muscle training on stress u-
rinary incontinence (SUT) after delivery of primipara. Methods: A total of 130 primiparas with SUI
after delivery were divided randomly into two groups. In the observation group, training cone was in-
serted into vagina after 6 postnatal weeks and began pelvic floor muscle contraction, every time 15 ~
20 minutes, three times a day; the control group was given midodrine hydrochloride 2.0 mg/ and tibo-
lone 2.5 mg/time orally, three times a day. After two months, observing contraction force, pelvic floor
muscle function and urethral function. Results; Pelvic floor muscle comprehensive contraction force of
the observation group was better than the control group (P <0.05) ; vaginal resting pressure (VRP),
vaginal systolic blood pressure ( VSP) and vaginal contraction duration were higher than the control
group (P <0.05) ; functional urethral length and the maximum urethral closure pressure were higher
than that of the control group (P <0.05). Conclusions: Pelvic floor muscle training can effectively
improve the pelvic floor muscle and urethral function, reduce the incidence of urinary incontinence,
and is effective for postpartum SUI.

[ Key words | pelvic floor muscles ; functional training ; primipara ; vaginal delivery ; urinary incontinence
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L1 — ¥R

PEFE2012 4FE5 H ~2014 4E 5 HGE P17
W™ e PR G fe 38 130 451, iir A3 (8 5 A T8 B 4R
I3 BN e 1B, HERR A P T I e 4%, 5
HRHATS PR, HEBR A W R 7R e BB R o
Fir A A LA P2, B2 45 65 . AR )
FEIAERS 21 ~35 %, F19(26.5 +5.7) %, 72 36
~40 J& ,F35(38.5 +6.2) [, /i iR 64. 5 ~
79.3 kg, F-#4(67. 8 £ 11. 5) kg; 735 i A ) LA E
2 998.25 ~3 845.45 g, V-1 (3 268. 15 £265.45) g,
Apgar PF453 8 ~ 10 43, Xf HZHW) 7~ (A4 22 ~ 34
WP (25.8 £6.2) %, % JH 36 ~ 41 JH, T
(38.8 +5.9) J , /> it A T 65.8 ~79.7 kg, V-3
(68.1 = 11.3) ke, /- Wa iy 37 25 JLIA TR 2 988.75 ~
3787.35 ¢, V-2 (3 316.20 +270.35) g, Apgar ¥
518 ~10 4y, WA — ORI 22 R oGt
(P >0.05), HA Ao
L2 Jjik

WMELATE" 5 6 Ja 25 T A URE RS I 25, V|
SRt FEHABHIE Y B AUINZR B 4, 55 LA I A 1)
[ A1 Sl eV S Bl , 48 T R il 4 2
JENLABIPE, B 15 ~20 min, & RIIZR 3 K167

SUTTRD AR £8P S 15 O 48 o [ T o X R
HITIREETR A ZHE 2.0 mg/IR, —H 3 ;B
2.5 mg/IR,—H 3 K, WA BEBESIRIT A
Ha
1.3 WEHEIR
L.3.1 ZIENRZGAREE T SREIRIRSG S
WSR3 FARAETEE P ALIR YT IS AR LR 276
Wi 11 o 0 G ARICILA ISR 715 T 9 AL
PIE SRS ] > 1 s5 T4 2R LA R 58 0 4
FREEmfa] 1~ 2 s W 9. R WL 58 2 U 46 R 2k
2 ~3 s; IV RN AT 58 20 4s , I e e g T 4t
3 ~4 s; VR AERNUARE 78 2L AE , 1 2L X P a]
>4 s Pl Fo
1.3.2 ZIRNLAZhRE RN R AL (3%
PHENIX ) U & Wi 20 36 J7 | J5 P 1 i 8 &
(VRP) (BHIE W4 s (VSP) K S8 W g 22 i Tl
1.3.3 JRiEIIRE R Laborie K3l J) 246 £ 4
() I PG T A DRtk IR I B ek
PRIE M s
1.4 Fil2EhbH

K SPSS 18. 0 Geit2# A7 4047, R 3
RYER L ABCR A ¢ BT, TR BRI X R,
P <0.05 2 RA GRS,

2 #R

2.1 BIRMRZEE IR T

A7 TP 2 R SR ILIA 235 Wi i ) e 2
SIGHFE X (x* =0.815,P>0.05) JAIT R M
LA LA £ Wi 4 71 B BGR YT RTEGE (P <
0.05) , WAE= AL LA 2545 Wie 4 0 d 38 15 DL AL T 38
HRZH, 22 A ot L ()" =5.685,P <0.05) .
W1,

F 1 FA BT G R ALK 5 A KA B (n)

Tab. 1

Comparison of pelvic floor muscle comprehensive contraction force

between the two groups before and after treatment

1677 BB NLIA 25 5 Wi 7

G775 ZR LA 25 5 Wi 1

20 5 n

<% I ~M% I~ V& <% I ~% I ~ V&
M 65 45 20 19V @ 3500@ 11O®
X R AR 65 44 21 27 30" g
X 0.815 5. 685
P >0.05 <0.05

O 5IAFFRT LR, P <0.05; % S5xFBRZH LA, P <0. 05

417



M OB

Be “# i

40 %

2.2 VRP,VSP HIFHIE 4525 0] 1]
TBITHIPIZH VRP  VSP 1 BH 38 W 45 47 25 1 ]
HEILGE AT (P >0.05) 53697 )5 P4l VRP,

VSP HI B WA FF LT ] 5 TR 7R (P <0.05)
WLEZZH ) VRP | VSP F1 [ 18 W 4 5 22 1] 8] B 5 &
TR, ZRAGITHEX(P<0.05), W2,

£2 WHFEEITAE VRP VSP Fu [ 38 0k 4 R e i B (o &)

Tab.2 VRP, VSP and vaginal contraction duration in the two groups before and after treatment

g5 . BT HI : BT :
VRP(emH,0) VSP(emH,0)fjiEk45na](s)  VRP(emH,0) VSP(emH,0) B8 Y 4a B[] (s)

WEELH 65 28.9 8.6 25.2+8.4 3.0+1.7 36.8+£10. 7Y@ 354 £11.8% 6.24+1.20@

X HE2H 65 29.1%7.8 25.6+8.8 3.21.1 32.8 +11.5" 28.9+11.4"  4.1%0.9"

t 0.882 7 0.931 1. 107 5.629 6.251 7.032

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

O IR RT LR, P <0.05; 7 SXFHRAL LA, P <0. 05

2.3 JRiEThRE

P AN EIRYIE AN TSTER N WSS CUNS Pl
Fe LB ICGE 22 (P > 0. 05) 53677 Je AL I fE
PhEPRTER B A 5 R PR T8 5% P s e TR TR (P <

0.05) , WAL i Eh RE I PR 18 4 B2 1 5 R Bkl 5 ]
R o TR A, ZRARITFEE L (P <
0.05), W3,

*3 WAFHETHREREKEARARELAE LR (xxs)

Tab.3 Comparison of functional urethral length and the maximum urethral closure pressure between

the two groups before and after treatment

1] ) R BT
j DR ARG (mm iR KRB MR (emH, 0) - DM PRI K (mm)  SRKIRIE K] IE (emH, 0)
pUE=<5) 65 24.9 +5.1 23.9+6.2 39.5 7.8V 37.58. 7%
Yo HR 4 65 24,7 +5.7 23.8+6.9 34.6+8.2" 33.1+9.3W
t 0. 877 0.792 5.851 5.471
P >0.05 >0.05 <0.05 <0.05
O 5 A, P <0. 055 SR IRAL A, P <0. 05
3 i JE— Bt g SUL FATERMR A SR SitrAe
A

PFD J&fa 7= Ja L AR R B 2 —, BE R
BRI/ IME IS s A B B PET AR RS A 4T
RN 53U KT 23 IS P 25 | JUL PR 55 A 20 ol 1 9 4
PFD &AW EE R ER U R 55— KA IR 531k
TR S O PR AR B A8 B R AR SRR RE 2
B LD IR B S BB e 5 BT A% A
OS50 2 P8 1, S 0 A3 I R R M R AR
PO R 25, 1 2 i 4 R 25 B LR DR iR A8 4k, B
AT DRI SRR S5 R 0 B , 7 20 W ao R R LI A
P2 BT S A S A Z A 32 31 T ad B A2,
P EILP B T e & A= 45495 , o LASEF= 40
P, AR s R B T IR AR IR R 5L
KA, 25 SUL 1 EE R . EANER S
TN SR IR IS AR B R 99 A 42. 2% , A 30% L PETE
RIS S AR KA SUTYY 5 [ P SCilk i 18 7
J& 12 A~ H P SUL BA 3 30. 5% , 585377 10 F43- ik
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80% £ AT LAAKAF LT " . AW & B,
I T 680 A 2 R L PR N 2, i LA RE B 2 S i HE
FM 34. 0% [ 2 6. 0% , $7m BB ™ 5 Z e L
IREMR S A AN TR ABF R
7, GRS, WU AR LA 25 Wi 4 1 W e A
XL (P <0.05) ; A2 VRP, VSP HIBHE Y 4
FrLkif (E] B2 T XA (P <0. 05 ) s M4 T fig
PEPRIE R Fdie R PRI 5 P st e 0 BRZH (P <
0.05) , Ui WML LR I WU e S VI 2R RE 6 i
A TR LS L F2 0GR AL T B L
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Tl SUL A HA B e T (B A I PR AE)
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B IRRTE 1 ~4. 9 4R35 5l RAVPL &1 5K DR I80IR &
HEFERTF 5 ~9.9 4FF1 10 ~ 15 4E3,10 4E DL b &5 1 &
3% RAVPL LAVPL RAVP2 LAVP2 []it % A &7 ik 1)
REVAR R D0 3 T Ry o IR 85 SR R I D Pk vy i
BRSO, O = IR D RERGR I A
DE M E M AT R RS O EE TR II6E
R T E

4 SR

[1] Ozdemir K, Altunkeser BB,lcli A et al. New parameters in i-

(4] FERE. AR 5395 75 2007 10 L 22 IS D RR R A 52 e WL
500 PREE:, 2013(9) :94 —95.

[5] Hay-Smith J, Morkved S, Fairbrother KA, et al. Pelvic floor
muscle training for prevention and treatment of urinary and
faecal incontinence in antenatal and postnatal women [ ] ].
Cochrane Database Syst Rev, 2008(4) :CD007471.

[6] ZE AT, Sty NA P IR R AR IROGER IR [ ] Bt e
2=, 2013(12) ;1636 — 1637.

(7] At AW Rt i R S R OK 2R RY 7 ot PR
RARRImAR ISR [J]. BRSE AT BE 2%, 2013 (12) : 1370 -
1371.

(8] MEHE, RER 5. a- RS RIERRK Z B 6T L1
FESIMEPRRER MG R [T ] AR JRAMEF K, 2003
(5):351 -353.

(9] e R SRR K™ e A A JULPA BB T
BER[J]. BEaREgAR, 2012(24) :4195 -4197.

(10 ] WG , 3208 WRAs 55 BRIV ZRn] 2 7 5 2%
WhRERIE LT ], s E AR BRop A, 2013(3) 2234 -
237.

(11 JBRAEDR AN RS, 5% [ R AR B At vl OB 5 B T SR
FP AP SR R R AR B 7 ROREE () ] STl IR B8 2 2%
s, 2011(5) 146 —48.

(2014-09-29 Witk ,2015-02-16 &[0l )
TS X O SO B 3K

dentification of right ventricular myocardial infarction and
proximal right coronary artery lesion[ J |. Chest, 2003(1) ;219
-226.

[2] Christ M,Grimm W,Rostig S, et al. Association of right ven-
tricular dysfunction and Cheyne-Stokes respiration in patients
with chronic heart failure[ J].J Sleep Res, 2003(2) ;161 -
167.

[3] ChakkoS ,de Marchena E,Kessler Km, et al. Right ventricular
diastolic function in systemic hypertension[ J]. Am J Cardi-
ol, 1990(16) . 1117 —1120.

[4] Nunez BD,Messerli FH,Amodeo C,et al. Biventricular cardi-
ac hypertrophy in essential hypert-ension[ J]. Am Heart J,
1987(4 ptl) :813 -818.

(5] 1B, SRR ML R A S T sk DI RERIFE [ ) ). St F
PREpBEsl, 2000(2) 25 -7.

[6] Todiere Gl,Neglia D, Ghione S, et al. Right ventricular re-
modelling in systemic hypertension; a cardiac MRI study
[J]. Heart, 2011(15) ;1257 —1261.

(2014-09-28 Witk ,2015-01-18 &[0l )
WO L B SO B 3K

419



F40 % H4H = mE ¥ B Oo¥ W Vol.40 No.4

2015 47 4 A JOURNAL OF GUIYANG MEDICAL COLLEGE 2015.4

=
(=]

IR BB Y1 KT8 4T 'S 3075 B s 22 B9 lIm AR 2R

MeE', F *®°

(1. %%

(1.

AL

PSR — P BERE 1077, PUJIl BEFH 6423505 2. pU)Ilas NREERE MR, PU)Il i#R  610072)

[ ZE] B8 HIFE S IR (LEEP) 5 T8 SURRTR S (CIN) B IERECR . 773%: CIN i3 221
B, % F LEEP FARHAATIRIT , LLBARTHT CIN Z 5AR GBS WAT &2, 1P ARTT ARG 1 AR 3 4R S fa Bk
Pk (HR-HPV ) JBRYe R RIGFHRNE. 4R 221 #i CIN BE KRBT MA G R HIH2 CIN [ ZFFE%
ik 83.4% ,CIN Il A1 CIN I 2% (947 A 53k 90. 4% 5 I BRESE o m — IR VI BRI A 148 189 5l (85. 5% ) , #1341
FAR32HI(14.5% ) ; 1 4H1 3 4ERETFHT HR-HPV SRR F AR FT I B FEAC;3 4F HR-HPV B B Ik, 276
FitFE (P <0.05) ; 7 GBI AIE, KHERR 3% ;KRG 1 AERTIR R E & 110 5(49. 8% ) ,Fifivi 3 4FRE
K 5141(23.1% ) . 4518 : LEEP FARIEIRYY CIN LR Tk,

[ REIR ] HIEPRRIA; B AR SURRENS, A PAREIRE

[hESES] R737.33 [ XEAFRIREE] A [ 3XELHS ] 1000-2707(2015)04-0420-03

Clinical Effect of Loop Electrosurgical Excision Procedure
on Cervical Intraepithelial Neoplasia

HE Jinhui', WANG Ying’

Department of Obstetrics and Gynecology, Second Hospital of Traditional Chinese Medicine in Ziyang City, Ziyang 642350,

Sichuan, China ;2. Department of Oncology, Sichuan Provincial People$ Hospital, Chengdu 610072, Sichuan, China)

[ Abstract] Objective: To investigate the clinical effect of loop electrosurgical excision procedure
(LEEP) on cervical intraepithelial neoplasia ( CIN). Methods: A total of 221 patients of CIN were
treated by LEEP the coincidence rate of CIN grades before treatment with pathological diagnosis after
treatment was analyzed, and evaluating postoperative complications and infection rate of HR-HPV of
patients pre-treatment, 1 year after treatment and 3 years after treatment. Results: Coincidence rate of
CIN I of pre-treatment test and after-treatment confirmed diagnosis were 83.4% ; coincidence rate of
CIN II and CIN III were 90.4% ; pathological results showed that 189 patients with one-time removal
of pathological tissue(85.5% ), 32 with peripheral operation(14.5% ). After treatment visit in 1 year
and 3 years showed that HR-HPV infection rate were obvious lower than pre-treatment stage; patients
after 3 years of treatment showed the lowest HR-HPV infection rate, differences were statistical signifi-
cant( P <0.05) ; 7 patients showed complications (3% ) ; 110 patients showed no complications after
1 year of treatment (49.8% ); 51 patients showed no complications after 3 year of treatment
(23.1% ). Conclusion; LEEP is an effective and safe therapy for CIN treatment.

[ Key words | loop electrosurgical excision procedure; cervical neoplasms; cervical intraepithelial neo-

plasia; papillomavirus,human; postoperative complications
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4 1] il 4 2555

B HEME UIARIGT T E SR A A I R RCR

7 (high risk human papillomavirus, HR-HPV) Ji& %t
Bl BEHIHIEHEYIA( loop electro surgical ex-
cision procedure, LEEP) 3% F ¥R KU 45 22 t i V5 97 4%
FEr S 2, A PR/ TR B 24 TR [A]
B AE TR D G5BT 2 T RSN, B CNIRYT
B A H R . LEEP HLUIAR S B3 AT R
AR BRIBE , AN AT k. 2010 4 1 ] ~2013 4
12 ], % 221 55 B i 28 #5411 LEEP RRPIAR
07 ROR B s n R .

1 AR5

L1 ¥k

2010 4E 1 A ~2013 4E 12 A #:4F LEEP FA
TRYT I E S FiE 22 (CIN) &5 221 4], 22 ~ 51
438 £6.8) 4 A1 ~ 11 4F B E I, R
HiZ Wi CIN 1 9% 42 1 (19.0% ). 1l %% 85 fi
(38.5% ) M 2% 94 5] (42.5% ) , [T A5 Ko 3 HE R 2
R BB 3 A B OB AR S T I TR
ARSED
1.2 mi:

221 5] CIN S AR FTAT ML L BE I, FH 5 46
kit , FH& T )5 3 ~7 d 17 LEEP TR JRY7 AT
3 d TotEA TG . FARET H LB A S, 7E AR
TR LA 5% 1 UK B R VS WO sk AL BR 2R AT
i . RAAFHE HF-120B &4 LEEP B ], )8 2
50 W PIEIAR  Fe B A LB P SN A, 218y
TR Sl ER D) E AR X ok f5 4 L Y 5 e e
B, DL 30 W Ty S8 A 6 47 1 E AT F R Ak i, DR
P AARIC S, 10% 1 AR R E bk [ 5, 325 9 3
Rty . ARJGBEIMAREREE ARG 2 A A 2501k
A TG B SR BAIE o TR T AR BT 2 A TR
BRI HERL. KRG 3 ~6 17402
(TCT) K | BHIEBE KA
1.3 WEAEHR

TEEE AR ET CIN 50 5 AR 5 9 B2 W, UL
ARG 1 ARl @E A 1E . AT ARG 1 4E
A3 A IR A 8 43 6 ) K I HPV-DNA ) 1
HR-HPV J@& YL s 550, F AR T ARG 148 K& 3 4F
) HR-HPV e 4, R J5 1 4> H BRI B PHAL A 3 4~
ULt A, RJG 1 AR 1 AF K 2 443 AT
BT, AR 4 R Yo SR SRR YT 1 IR
1.4 itk

K SPSS 13. 0 B A7 404, THEBORH Y

B bR (3 £ 9) JO1, BRI ¢ el THEOV
BRI (% ) Fm , LR x° K, P <0.05 222
SR

2 #R

2.1 CIN BEARFDHGARIGHEFISH L
221 fi] CIN i % A i A A F0 AR J5 9 1] 1 12
CIN T )45 A %3k 83.4% , CIN 11 ¢ A1 CIN I %%
MIFFE 315 90.4% , L3k 1,
F1 CINEBERM ARG ARG REHD XL
Tab.1 CIN grades before treatment and pathological

confirmed diagnosis after treatment

LEEP A5 HH2 (n, % )

AHZE n

FHL CNIT CNT  CINT B
CIN I 42 3(7.1)35(83.4) 4(9.5) 0(0.0) 0(0.0)
CINT 8 2(2.4) 4(4.8) 77(90.4) 2(2.4) 0(0.0)
CINI 94 0(0.0) 0(0.0) 4(4.3) 85(90.4) 5(5.3)

2.2 JAITRCR

221 {5 CIN fR 5 PREE A /s — AL VT BR o
ARZHZ 189 i (85. 5% ) , A A2 1hl AR A R 4T b
DAL FA 32 4] (14.5% ) ,5 G829 B 5
TrE2YIBRAR. ARJG 1 AR 3 4RV 2 I8
i) HR-HPV DNA, % #i HR-HPV J& YL K4 T
AHIHA PR 3 4F HR-HPV J@& e d >, 5 1 4F
B ZE A G (P <0.05) L3 2,

% 2 LEEP F A 77 CIN £ HR-HPV J& % %1
Tab.2 HR-HPV infection rate of CIN
patients before accepting LEEP

HR-HPV Jgjy

A ]

RN R SERE
AR 221 0
ARG
1 4F 1349 87
34 6V 205
O EFERFTHAEL,P <0.05; P 5ARJE 1 4 A, P <0.05
2.3 JFRAE

221 5] CIN JE ARG 7 Bl B KAE , K A=
3% 34 BIA T A R BUKR G, FAREE R
JETH 3 BIAR TG S5 2 K BLHTE 1 i Ae Ik, 46 4
BT WA R B L, O A R R ki 24 h S
Wi, Blm A1 S .

2.4 KJFkaii
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Bt 2% 40 %

221 i CIN JBEARJE 1 AFREVTAR AR K 110
191(49.8% ) ,3 AFREVIAR R K 51 611(23.1% ) , R
AR RGN T TE AR TS S B2 W CIN T £ HPV
&G 1 ),

3 g

B 5 (cervical cancer) SEZrPEAETE R4 H W,
AL R, TR I LABEAR 13 T B 3, i
SR TAERAL Y B SR B R REAE (CIN) 2
B S AP R L T U B0 — R 10 4R AR
47, HR-HPV e b JF 2 ol S 308 S0 1Y 5%
FZE

AWFgEHr,221 ) CIN BE ARG 7 6 I A&
i, KA 3% o 4 WA T IE AR 4 UK R
W, FARGEHRIG IR ;3 BIARESH 2 Kl BLHTE
MR A A QT AT WA R 2 I, To W D A 2 R
1k 24 h EHCE Bl A TS, £ LEEP 4]
AFIFIRIT CIN I RAE A 5, 2424777 o CIN
1) B PR R I BA R e, HA B ] i i
R AE ], PR R B R R 7 T KA AR
7B SR A B S, MRS IR EE CIN 7] 432
CINT .CINTI #1 CINTI 3 462%,CIN | B A5
(3082 S5, of BB SRR I BT , RTORb BE YR YT
TR AR . LEEP 3 PIAR BA ] % 22 U Bk E 8
SR G X, TR AR B, N R N
LEEP H YR &% F = il JC4k FL U 38 LOOP 4 )& 22
HY LR 2R3 77 A 3.8 MHz (14 798 25 3 fL %, 7E - R
DI M ZH 2 ik T BT HE DA A A RE , ol 4 P 7K
I3 GHRZE K A R B 58 VT | 1k 1l S5 2
AE , [ D) FINAS 25 A ZR R hE R AL IR R, AN
SR Y] FL 2 AL 2L B R A . A IESR
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B, KA B U AL B U (R 25, BERUE AR
M RBEDNRE , TH BR A5 R YT BR & SURRAL 10 5% A
K30 5 R OH R B R BRI R A
419 221 ] CIN JiF 258 LEEP BRPIARGYT, —Ik
PEVIERI A 22 4143 189 1] (85. 5% ) , A Jm A1 il /9 1
FIFE] R 4 ~10 J& ;1 4F-H0 3 471 HR-HPV Jgge R
BFARTI L3 4R A R HR-HPV JfL & iy
D ORIE T ARREDIIN R A A5 K 51 491(23.1% ) ,3
AERETIN AR A 110 4] (49. 8% ) , HATIEA 50 4]
(22.6% ) (EREVI , U] LEEP BLPIAXT CIN 2
(AT MR A4 T B

4 SEW

(1] DA BE IR, LEEP J& Y7 5 3008 R 28 19T S W A%
[J]. GIREEZ:, 2013 (8): 1688 — 1689.

[2] 55%4. LEEP JIIAY7 B U8 HTRAE 120 4 R Y7 3% 43
FrlJ]. 0B, 2012 (19) : 76.

[3] #okT5, EEED5, B4, LEEP A5 # A 5 ] 1E
B8 B S0 RN B SO FO AL B2 W ERR [T ] S
JEZe R, 2013 (3): 269 — 271.

(4] BLUOE. FHL B4 LEEP JJI697 B 20 BE R 1) I FR 3%
Rorpr[J]. hEXRBEZ, 2014 (11) ;29 -30.

[5] &= FESHFFBRARL T I K A28 1 b
SRTLT]. HAME RS, 2012 (8): 3 - 4.

(6] xIEgnG 2= Bk, 5 S S IBR ARG T & 3L B R
90 YT AT T]. MBS, 2010 (32): 64 - 65.

(7] 2507, Skl LEEP 18 U8 1 ik 25 1236 Hh 1 1
[J]. wdLEE2:, 2010( 1) : 58 - 60.

[8] AR, HHlE. LEEP J& YT & U AT A2 A7 00
g2[J]. THEESZ4E, 2011 (7): 650 — 651.

(2014-08-25 Wi Fi ,2015-02-10 & [A])
POCHRE: X T SRR B B



%40 % F4H §=2R A, SEA
2015 4 4 f M E ¥ kK F R Vol.40 No.4

JOURNAL OF GUIYANG MEDICAL COLLEGE 2015.4

SMREFIFWKREANDERTAEHAR"

i, REEX, RIS, A B, RS

(1. BEisa g R s DALy, B 2018065 2. b IETH 5% % IX P ZORE AR 55 0>, BifE 201822)

[ Z] BEY: SRR RO BRI L2 SRR LR SRR AR SR 0L 2 2
JEMR R, Ak RN B0 SN E SR 1) 244 2 5885 N AT 6 2, orp B84 153 A, Zo
91 NG HA AEFLL(18 ~44 2 )63 N, HAELL (45 ~59 %) 94 N, ZAFEA (=60 )87 N ZHBREE A=
(NFERLIT)O0 N H 42405 (H) 94 N B 24 D5 (R A ) 60 A EL 0K 174 A, RIE 59 AL B 5 8 A
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An Investigation on Psychological Status of the Handicapped in Family Care

SHEN Hongyan', ZHAO Jiaowen' , WANG Hongying’, LIU Yan’, PANG Haifang®
(1. Jiading Mental Health Center, Shanghai 201806, China; 2. Harmonious Family Service
Center of Jading District, Shanghai 201822, China)

[ Abstract] Objective: To discuss the psychological status and the social support of the handicapped
in family care and their relationship with gender, age, marital status and educational background.
Methods: The method of random sample was adopted to conduct questionnaire survey in 244 handi-
capped people, among whom there were 153 males and 91 females. All of them were divided into
youth group (63 cases, from 18 to 44 years old ), middle-aged group (94 cases, from 45 to 59 years
old) and old-aged group (87 cases, over 60 years old ). They were classified into 3 categories accord-
ing to their education level; lower education level ( primary school and below) , secondary education
level (junior middle school) and higher education level (high school and above). Among them, 174
were married, 59 unmarried, 8 divorced and 3 widowed. SDS, SAS and SSRS were adopted to evalu-
ate psychological status such as depression, anxiety and social support of the handicapped. Results;
The research showed that 156 (63.9% ) handicapped people suffered from depression, and there were
significant differences between different age groups. The percentage of those suffering from depression
in old-aged group was higher than that in other groups(2 =9.300,P =0.010). The research also
showed that 94 (38.5% ) handicapped people suffered from anxiety, in whom the percentage of woman

suffering from anxiety was higher than that of man suffering from anxiety. The score of SAS showed sig-

“OEERTUH ] R X ARG =R (I E D) BB CGRERORE Fi 5 S AR s 27 ) T H (GW03)
P25 R TR] 2015 =04 =20 2% H fidbudil - hitp - //www. enki. net/kems/detail/52. 5012. R. 20150420. 1842. 010. html

423



M OB

Be “# i

40 %

nificant differences between different gender ( P = 0. 031). Different marital status and educational

background played an important role in social support of the handicapped, and the diffferences were

statistically significant. In SSRS assessment, the married handicapped people scored obviously higher

than those single handicapped people while the lower-educated handicapped people ( primary school

education or lower) scored lower than the higher-educated handicapped people (junior middle school
or above) (1=6.242, -2.466;P =0.000,0.014) ; the middle-aged group scored higher than old-
aged group in SDS, SAS and SSRS assessment (P =0.003). Conclusions: Generally, many handi-

capped people suffer from psychological problems, especially old-aged handicapped people. Marital

status and educational background are the important factors for the handicapped to get social support.

[ Key words ] psychology; the handicapped; depression; anxiety; social support
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The Value of NMR DWI in Cervical Cancer Staging

CHEN Jie', GUO Xiaoshan®

of Radiology, the Affiliated Tumor Hospital of Guiyang Medical College, Guiyang 550003, Guizhou, China)

[ Abstract] Objective: To investigate nuclear magnetic resonance diffusion weighted imaging in diag-
nosing cervical cancer staging. Methods: By means of double-blind grouping, respectively comparing
and analyzing MRI staging and clinical staging with pathology staging of 32 cervical cancer patients.
Results: 32 patients with early cervical cancer clinical staging: 2 cases of IA, 20 cases of IB, 9 cases
of ITA; MRI staging: 3 cases of IA, 13 cases of IB, 16 cases of 1A ; pathology staging: 2 cases of 1A,
19 cases of IB and 11 cases IIA. Pathological staging results of 19 cases were consistent with surgery
pathology results , coincidence rate was 59.4% ; MRI staging results of 24 cases were consistent with
surgery pathology, coincidence rate was 75% ; concerning DWI, cervical cancer tissue showed high
signal or higher signal. ADC gray scale showed low signal,the ADC value of normal cervical tissue was
higher than that of cancer tissue, differences were statistically significant( P <0.05). Conclusions:
Cervical cancer MRI staging is obviously superior to clinical preoperative staging; DWI can serve as a
choice for the accurate positioning of cervical cancer, qualitative test and staging.

[ Key words ] cervical cancer; staging; magnetic resonance imaging
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Brain CT images of case 1
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