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[ ZE] BEY: R CD25 BN A0S 2= BB N HEE S0 KB & RIS . 77 3% « B U2 R i X Ui
NHHERTNAS (CIN) FB35 136 fil, B 50 o 227 61 LS DU flt B (A4 T 483 4], SR il TaqMan FR4E} 3L 43 7
Jii%F CD25 BE[F Hh SNP {37 5 rs7072793 (C > T) Fil rs3118470( C > T) AT R F 43 8, WF 7% LA (R R R 70 I
JITFA R (4 PR R A CIN SR By S0 o R R X B R vh A3 A AR . 45 R 11s7072793 (C > T) i3 C 0 T
1 CIN 4 Fx WAL L CIN 4 59 41 /3 A 3R 10 25 53 B AT e 22 L (P =0.039 F10.039) , #2781 A 5 5500
T C A B 50 & AR BB i R AR (OR =0.75;95% CI: 0. 57 ~0.99 ) F1 XU F % (OR =1.38;95%
Cl:1.02 ~1.86) ;1s3118470( G > T) FSE A7 KK C A1 T 7E CIN ZHHIG HRZH | CIN ZH FURERE 2H oA A R i 22 7 B
AHIT2E X (P <0.001 Fl P <0.001) 4&7R%N1 S SF AL C 785 30 & A FUR J& B B 43 i R 4P (OR =
0.576;95% CI: 0. 436 ~0. 762) FX & H 2 (OR =1.750;95% CI: 1. 283 ~2.388) , £ : CD25 3 [H v A7 4
157072793 (C > T) Fl 13118470 ( C > T) MEEA LA C J& B 50 & AL MR M R 2R B 30 R R R A AU R 22
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The Correlation between Polymorphisms in CD25 Gene and Initiation and
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[ Abstract] Objective: To investigate the correlation of CD25 gene polymorphism with the occurrence
and development of cervical cancer in a Yunnan Han population. Methods: A total of 136 patients
with CIN, 227 patients with cervical cancer and 483 healthy individuals were recruited in this study.
TagMan probe genotyping was adopted to analyze the genotypes of SNP locus rs7072793 (C >T) and
rs3118470(C >T) of CD25 gene and to research the frequencies of the alleles, genotypes and haplo-
types in CIN patients, cervical cancer patients and healthy controls. Results: CIN group < cancer
group < control group in terms of C allele frequency distribution of rs7072793(C >T) andCIN group >
cancer group > control group in terms of T allele frequency distribution of 1s7072793 (C > T), the
differences were statistically significant (P <0.05). The allele C of 1s7072793(C >T) was a protec-
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tive factor in stage of initiation of cervical cancer (OR =0.75,95% CI:0.57 ~0.99) and risk factor
in developmental stage of cervical cancer (OR =1.38,95% CI:1.02 ~1.86). CIN group < cancer

group or control group in terms of C allele frequency distribution of polymorphic site rs3118470 (C >

T)and CIN group > cancer group or control group in terms of T allele frequency distribution of poly-

morphic site 153118470 (C > T). There were statistically significant differences between CIN group and

cancer group or control group (P <0.001). The allele C of rs3118470(C >T) was a protective factor
in stage of initiation of cervical cancer( OR =0.576,95% CI: 0.436 ~0.762) and risk factor in devel-
opmental stage of cervical cancer (OR =1.750,95% CI: 1.283 ~2.388). Conclusion: In polymor-
phic sites of rs7072793(C >T) and 1s3118470(C >T) of CD25 gene, C allele is protective factor of

cervical cancer and risk factor in the development of cervical cancer.
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B B0 O R ARG S Ak I Z S
Rl JBIR LV A i 8 B R R, AR R A AR AL O
410 J7 B SRS 2w e L A R e
1R DI SR 1 0 oy Ve 25 S B R, U H
AP TR R P N AR B
WF5E R WY R I e 40 1 ] LLsE 5 22 R pIL i i S
SR 521070 I e R 4 il st R 9 2k B R
P& SR O PR 1) 2 3R BEL RSB Jit 48 5t o R, i i
e 210 M0 e AN 2 3K iR R e M L LT S RE S
AR G 98 5 o WS B AR il R 40 L A
PR MR RR S R DT T 4 5 30 b e A0 e e T
P ZR GEMRIR AN RE A S80I A 450 b 96 1oy 257, ¢ W e
Jed ARk AT 53 Hb — bR A A v 6 3R AL
BN 875 T 48 i (regulatory T cell, T reg 2 Jifi )
GBI 327 7, T reg 41 a AT LA aof 4 il
HoAl T 40 B O G DL T RE K 4E HF SR R
Gutet 1 B HL IR A1 A 0I5 S B A A
HAE R B AR CD4 + CD25 + T 40y, 3% 25 40 iy
TE R A i Je ok A v A 3 iR 20 2L A e
TR BT AN CD8 + T 2 Jif X iy 41 B 14 A5 13
CD25 43F CD25 43 ¥ 2R (4 & 2 152 14)
) a B, 0& T reg 2 M 2 T 3 209 R AE PE AR IC 43
o WERERPIAAE T CD25 JE[H TI2RA i 235
PEA7 5 2 Fhop i M1 T R E . A
WF5E 2 AL T TL2RA JE (5 rp 1 22 25 1 A A
157072793 (C > T) A1 13118470 (C > T) , W 5¢ X
PRI SNP 37 i 55 o7 PR 35 DX U A 2= Fig 48 I TR
B U 988 i 72 S 0 E B2 N R 72 (cervi-
cal intraepithelial neoplasia, CIN) ‘B #0Jg5 5 & Al fit
SR NTREH 09 A 15 0, DU 4% 30 5 8 30 & 2B R
JEAHICHY CD25 Ji A vh BAAZ B R 22 S ML i, Oy
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1.1 W54

R RS [ 27 D, A 5 % 52 4 BELDL T 44
AFREE: (1) 2 Wibs ER I (e IR 1297 48 - 107
B4 (2)30 ~75 %, (3) R FIGO 433 &
GERTE ST IR 3 o HEBRARUE : (1) AR Fi4%&
AT SEPUIMIREIRTT e 11, (2) A oAt
Jifsed , B 5 IF 0 MAE 0 DR JHE 98 LB SR
IR, (3) TR . K LR AFHERR
PR, BEHLZEER 2012 4F 10 J] ~2016 45 F
fERERfi2 R e S /8 3 S CIN fR 35 3k 363 191 4iE
24 227 {5, CIN £H 136 {51]; X} B 2H 2y 2013 4 10 H
~2016 4 5 ] IEH AR # 483 N, AdibrifEN
HPV BTGB S0 A8 (R 2o 1,30 ~ 75 % i
AR AR JE AT T 2 e XA TG I 2% 6 &R Y
DUBEAA
1.2 Taqman FREFIEH 538 )7 ik
1.2.1 L2 DNA $2H0  RAEWFFR X 4 25 I i
KIS mL, ] EDTA SR HTEE, 6 4 i 5k R 241
DNA /N &3 7 & 32 B DNA ( QIAamp DNA Blood
Mini Kit, i F QIAGENE /], 485 51106) , I A
R T 22 AT UL 4306 Y6 FE 3 (ND-2000 , 3 [E] Ther-
moScientific 73 F] ) #5 il DNA 1)y B FIAGE .
1.2.2 EHAGI  AWF5ER A TagMan 541
PN i PCR Jy Kl SNP A/ 5 ) F R A | 4374
X% % [G LightCyclerd80 S %5t 5E  PCR Y,
G3 RS Y TaqMan #5855 |9 LA K [R] 4375
&7 ( TagMan Genotyping Master Mix ) ¥l H 22



4 1 RS A DU CD25 R 22 3515 e S Y A A R R A A

ABI 7y 7] ( http://www. appliedbiosystems. com ) ,
AWEGE I £ A1k 5 1s7072793 (C > T)
rs3118470(C > T) ffi FHRYFREF Je 51 ¥ Xy ABL %
w) TR i, Hea A 1D 4350 € 1841427 _20
#1 C_1882662_10, PCR Jz WAKFI 10 L, [ i 5%
£95 C HiAE 110 min, 92 CAE T 15 .60 “CiR k
1 min, 3t 40 AMEIF, 5540 CHEMHS min, PCR JZ
WEBE XS IR, B LKA RS DNA 747 PCR 2
I, PCR SZHGH 4k HI %P [ LightCycler 480 & [A
SI RV (LCSA80 1.5 Al 1. 62) HEAT 40 #T, FF 5% A
() KPR L FY) TagMan 73 BUSE S GEATI0 7 56 00E
L3 Gitaabr

>k H] Hardy-Weinberg i 304 il A AU IE,
N T A6 56 0 B CIN 2H 8 E 2H 0 XS BE 2 [] 119 48
W25 ) Ko 3 A8 CD25 JLH
2 AR st 5 DR R R A5 A5 R A A58 11 2 5 o
FH SHEsis #77 [ 12,13 ] 3155 & 5 18] (1) 1% B
BERFR  EBUNPEHE D3R, DA O I, i
SEA -7 s DME R 1, EBE AP D> 0.8
W AR SR B, FAFTE SR IE BT SNP 7 5
P EERARETRY I FH X G B0 G 0 B35 A R A 3 4
YA Z B 22 570 Geil @ik 24 P <0.05
AN 2255 BA G758 3, Z B RN R FH Bof-
ferroni A21E oy i 5> 2 A PEAL FUE H SUE &
Az R JE Gt R rp R AR B Ak R B AR BF g
SNPStats #ff ' Xt A 22 A5 VE AL S AT T AN ) 3
AR 70 BT, 70 B9 35 A R 7 e S P A A
7 ( Codominant model ) | ¥ 1 18 1% #4 7 ( Dominant
model ) | i P4: 35 1% 55 2 ( Recessive model ) | it 32 11
1% 45 5 ( Overdominant model ) K 32 % 2 fin i 5(
(Log-Additive model ) ; AR 4 2% ¥t £5 2 # oz )U)
(akaike information criterion, AIC) FI DI M-8 {5 B #E
] ( bayesian Information Criterions, BIC) ) 4U{E
SRR 5 B e DU A 2, dme/ly AIC A1 BIC By
X I B gt A A A e P ) g A A =

2 #R

2.1 WX RIEAFHIE

fat EXof RERZEAEAS g 483 5], g B ZH A A<y 363
B, Ko CIN g35 136 ] 5 5 #5060 £ 227, Hovh g
I 156 5], i 35 91, HoAth (L 4G /INAH s P 22 N
ATINIERSE) 36 B, CIN 41 Jfie 41 Kt B4 3 4[]
FIAEY A LR, 22 RIS 24 L (P >0.05)

2.2 W RARERME BT

Hardy-Weinberg - £ 35 45 S g 7~ , CD25 Jt
I 3 F X SNP i f5 157072793 (C > T) A
rs3118470(C > T) [ 5L A 43 A 76 CIN 41 J& e 41
Lot BRZH b ) 42 B85 45 Hardy-Weinberg - £ i 13
(P>0.05) , ULAAHIG H i FEAS 2 2 A B3R
PERIBELFEA
2.3 CD25 FH 25NN E S kA KR
A DA 43 B

CD25 JE A rf 2 A A o5 S50 BE R S B R R A
CIN 4 JAE L AN AL () oy A A L 3% 1, 2%
HIR 157072793 (C > T) & 3£ C #1 T £E7F
CIN Z Hpr 1) 43 A5 5L 58 53 531 Sy 49. 3% 1 50. 7% , 7
JEERE 2L 1 3 AT AR 53 0 Dy 5. 2% TN 42. 8% |, TE
Xof BEZH vh 1) 43 AT B3 3 53 DR 59. 5% F11 40. 5% 1%
P AN FERAE CIN 4Rt BRZL LA & CIN 2 Filgig
SR R R BEA RIS E L (P =
0.039.0.039) , LA PE 5 13118470 (C > T) 2k
PR C F T A8 CIN 41 H i 43 A 5502343 5
34.9% F 65. 1% , 7E 9 A AL 1) 53 A7 3503 4 3] Ky
48. 4% F151. 6% , 1 X% B Hh 18 4 A 45123 43l
48.2% F1 51. 8% ;i i i 55 57 FE R 7E CIN 20 i %}
HEL LA K CIN 4RI AE 21 Hh A A A5R 1 22 S B A
it L (P <0.001) o g5t A% 488 = 1 43 A s
157072793 {E CIN £ 5 %} B 40 (P < 0.05, OR =
0.49;95% CI: 0.30 ~0.81) .CIN 4 59 fELL (P <
0.05,0R =1.94;95% CI: 1. 14 ~3.28) L%, il
()it B34 2 dominant B (CC B AL CT-
TT 356 H B 47 4 ) 5 13118470 £2 75 M o7 45 7
CIN 415X} a4 (P <0.05, OR =2.35;95% CI:
1.51 ~3.67) \CIN 4 53 E4 (P <0.05, OR =
0.47;95% CI: 0. 30 ~0.76) 4%, fe Al i s L5 =
¥14 dominant £5X (CC JEF 5 CT-TT J F AU i
THE) « W2,
2.4 CD25 FE[R 2 25 M A7 % BAS -l LA B B
RIS BT

CD25 JE PR v i) 22 A 67 s A Al 245 21
7, CIN 41 5%+ B4 CIN 40 5 % e 4 M e 41 5
Sif BE 4L H 17072793 (C > T) Fl 1s3118470(C >T) 2.
) 247 A7 75 58 3% 45, D {43 %1 2 0. 947 0. 968 #il
0.940, AR % PIA T 45 5L 2 1s7072793 (C >
T) F1 rs3118470(C > T) By A5 HY , I 43 By B A5 7
FBULRI AR, 85 R CC HfERIFE CIN 415
X RRZH K CIN 2l 59 AE 4l rh o A AR 1 25 55 B
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it (P <0.05) i BAs B A B U8 e A= B
BEAARGRAP AR T, T 5 S0 1) 6 R B B A 4% X

e E o CT A TT SR B A 2% 21 R o0 A B A 1Y) 22
FRILEAE (P >0.05) . W3,

F 1 3 AP CD2S BEE P LA MM R F LR A FA A ME
Tab.1 The distribution of allelic and genotypic frequencies of polymorphic sites in CD25 in CIN,
Cancer and Control groups, and different inheritance models
L FLERE/ CINg] il OpEs| N S LA
EZ (a0 - Jy4LHAR
A (n,%) (n,%) (n,%) p OR[95% Cl |
C 133(0.493) 255(0.572) 543(0.563)
CIN 4{ 5x}#g41  0.039 0.75[0.57 ~0.99]
T 137(0.507) 191(0.428) 421(0.437)
rs7072793 c/C 25(0.185) 70(0.314) 154(0.320)
CIN 4 S5¥Es 0.039 1.38[1.02 ~1.86
C/T 83(0.615) 115(0.516) 235(0.488) AL AL [ J
T/T 27(0.200)  38(0.170)  93(0.193) AL SXfHE4l  0.765  1.04[0.83 ~1.30]
C 95(0.349 217(0.484) 465(0.482
( ) ( ) ( ) CINZH 5% M4  <0.001  0.58[0.44 ~0.76]
T 177(0.651) 231(0.516) 499(0.518)
rs3118470 Cc/C 16(0.118)  53(0.237) 109(0.226)
CIN 4 5¥aE 0.001 1.75[1.28 ~2.39
C/T 63(0.463) 111(0.496) 247(0.512) SR < [ ]
/T 57(0.419)  60(0.268) 126(0.261) JEREALSGAIHR4L  0.944  1.01[0.81 ~1.26]

%2 3 MWRHCD2S HE® S ARAASRER HEDLEHR
Tab.2 The distribution of the haplotypes constructed by the polymorphisms in CD25 gene in CIN,

cancer and control groups

EifE 7 HPV (HPV16 i1 HPVIS 28) it 43545 &k
PREIEAENERRNE, BRHERIES E6
FET A B S8 S PR B T DA A 3 S
20 2 1T, LI 200 AR SR R L R AR 1 Ho e ik 3
B, X AEAR KRR BE b 518 J2 e R G000 S v 1y
BLEIAH DG . FESEE BTG DU eI N A 2 %
Tl G2 R4 20 B A R B GEIE S e FR AR T
reg 4H I 1 1) 15 I RT A8 5 IR B e e R T
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P B RS
e FE PR Y OR[95% CI P OR[95% CI] P
Cc/C 1 1
Dominant 0.002 0.004
C/T-T/T 0.48[0.30 ~0.78 ] 0.49[0.30 ~0.81]
Cc/C 1 1
rs7072793 Dominant 0.007 0.012
C/T-T/T 2.01[1.20 ~3.38] 1.94[1.14 ~3.28]
C/C-C/T 1 1
Recessive 0.470 0. 640
T/T 1.16[0.77 ~1.76] 1.11[0.72 ~1.69]
c/C 1 1
Dominant 0.001 <0.001
C/T-T/T 2.04[1.37 ~3.03] 2.35[1.51 ~3.67]
c/C 1 1
rs3118470 Dominant 0.003 0.002
C/T-T/T 0.51[0.32~0.80] 0.47[0.30~0.76]
C/C-T/T 1 1
Overdominant 0. 680 0. 640
C/T 1.07[0.78 ~1.47] 1.08[0.78 ~1.49]
LR SRR X . RUEROBF i T
3 T veg JH LB T M 7E AD B SURLE N ) 2R A B

YR BUEIRT T reg 41 7E MR A A 1 L1
By B F LR e BiRg 41 4L i, I FLAE AR AR AN
Wi SR F IR LR 0 T reg 40 S8 S 14 4
588 5 IR R DA BT ARG, O B B A TR
SO, T reg 41 B B AY S CD4”
CD25 T 20}, HC 40 B % 180 1) R AE PR AR ic 73+
CD25, WFEA& IR CD25 43 F AL & CD4 " CD25* T
reg A HURFIETE AR IC 73+, FLAE T reg 4 iR 187 11
FEIRXTTEERT B B R bR s R AASTE T
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RS A DU CD25 R 22 3515 e S Y A A R R A A

2 S B 7 A 28 56 T i EL X T A g
VI T M AEE R, T H-CD25 fy B
SEREPTIR L BR CD257 CD4 ™ T reg 41 il 5 7] LA it
iR 28O0, T A MRS JE 4 e A
e F R PR Y HEFR T CD25™ CD4 ™ T 2 fa 7E 41
T2 A TR0 G A8 S R P R T AR
FIO 7E HPV e f b CD25" CD4 " T 41 ffg

5 HPV e pkik UL S B F508 1Y &k A S AR 2% DA
ST xR CD25 7 CD25 * CD4 * T 41l
FTA IR T L2 W 15 32 038 R G2 %) T 5 M e
FEPUIR R it Z Ak R H L, BT AL T CD25
SR ) 2L S 2R B O, I
AT BT W07 CD25 SR T2RA i £
AL A, SR M He 5 8 S0 A A R IR A DG S

&3 3 A CD25 2R L A ML oA 2 0y B A iy A AR AE
Tab.3 The distribution of the haplotypes constructed by the polymorphisms in CD25 gene in CIN,

cancer and control groups

5707 1s311 CIN 41 JEERE2H popiiekicl

P {EAZIE

A p OR[95% CI
2793 8470 (n,%) (n,%) (n,%) AALLE Bonferroni [93% il
CIN 41 5%} 20 0.000 0.05 0.60[0.45 ~0.79
C C 9300 210.58 420.76 CIN éﬁ :;Xjréﬁ 0. 000 <0 05 1 71%1 25 ~2 34}
4 SRS . <0. ) .25 ~2.
(0.35) (0.48) (0.47)
BRI XA 0.832 >0.05 1.03[0.82 ~1.29]
CIN 41 5%} 841 0.031 >0.05 1.56[1.04 ~2.34
C T 38-00 a2 20-24 o éﬁ :j‘iréﬁ 0.059 0.05 0 64E0 40 ~1 oz%
H SRS . >0. . .40 ~1.
(0.14) (0.09) (0.09)
JEAEH SXF R 0.979 >0.05 0.99[0.68 ~1.46]
CIN 41 5%Ff82H  0.024 0.05 1.37[1.04 ~1.79
T T 137.00 183. 38 407.76 CIN éﬁ %?réﬁ 0.031 >0 05 0 72%0 53 ~0 97}
H SRS . >0. . .53 ~0.
(0.51) (0.42) (0.42) g
JEdEd] SXT R4 0.843 >0.05 0.98[0.78 ~1.23]

ARWFFELER o, 157072793 (C > T) 2 F2 [
C M T LEXFIRZH 5 CIN 20, CIN 4 590% 20 TP Y 43
MR ZEF A G FE L (P <0.05) , fEX
415 CIN 41y LA A7 JE R C O 8 309 & AR 1)
1P PERZ (OR =0.753395% C1:0. 574 ~0.986) ,
X5 Li g5 AR LR o BF g 45 R A ). L
S AT 157072793 (C > T) 5 31 & A KU
FAH I, L85 R B 7Rz v S SR 6 ) T 2 FL AR
TR AR 2 A 5T s A 20 o i
g s CT-TT K& PR R 2 B 8509 & A i LR (A
Fo XU LR T FIBERN AL CT-TT A fE A7
FIF HPV JRYL ke % CIN [t 8 . SR 7E
B S R R ARG I Y 25 SR B R SE LR T LA
S SRR CT-TT J& 5 38 &k AR R &R,
RFNF 8 S0 AR i . P 17072793 (C >
T) R ) B4 2557 35 PRI S 3k PR R A 8 2B N e
1L FEH AT BE AT B A AEAS R AR . FRATTSLGE 1 en-
sembl JE# T rs7072793 (C > T) A ] 3L [ B 7E 45 P
NBEF R o3I O, 455 8 %7 55 CC.CT A1 TT
FE PR AR AR v ONTE HR ) 40 A AR ) A 30.8% |
48.7% 1 20. 5% , 3% 5 AW 5 v AH iz 5 PR 28U 78 %
R 55980 41 A 0 A AR R AR — 3K, 1 CC AN
CT JE[H BRI CIN 41 A i 43 AT 238 55 4 B 09 43

i SR 22 AR, 78 CIN 41 rp CC LR 43 A5
AR AR C'T A3 A7 451 25 B S 8 2, 41 e 3 A1 T4 00
A CC A CT KR BIZE HPV 8L LK CIN fy
A R R AR R, FP L R CC T R
HPV Jgife LK CIN 7 A P R & % s 4%
137 2 PR e e PR R A B S0 2R % R R W BE R AR R
[G) 112 T £ s R AT 2 PR A 1 8 350088 % e i a7
SRR R L HARW 224, TRl R 5L C
FIZEPRI I CC 12 HPV gt & CIN 7= A 5 Fi b &
LR R (B B2 6 1 2 R AL % i) PR 255 4
TF4h S FEAE Y, T 10 25 (o7 5 DR PR R0 F) £
SRR X B R TE TR L P 22 25 M0
FaAHSETERT , B X AN 7] 2 R B BEEAT 40 A O
A BT B B PR 22 25 PR 0 2R R R R v R

PRI
RIREARF 8 h 5 — Z A5 PE L 4 13118470 (C
>T) % 3 C FI T 78 CIN 415 % B0 L & CIN
SRR P MR 2 7 B SR (P
<0.0001) ,7E CIN Z1590E 4119 lL AP C ey 30
9o A JR1R XU BRI 25 (OR = 1. 750395% CI: 1. 283 ~
2.388) 3% 5 Fichna %™ 75 T B IR IG A BF 5T
25 AR, AW R AR A T B B R CC-CT
JE BT AR A2 B 1 AU TR 2%, K 1 A A3 ) C A
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SERA CC-CT A ge s A A T i CIN [ 5 S5 &
J& o BRTIAE CIN 555 B2 1 b vp 4 30 46 v J R
C DAR SR CC-CT W] g2 7 S8 & A= AR 3 1k
N XA REDLII AR EEA C LR A CC-CT 1]
REHT AT HPV BYLAN CIN (172 4k, {H & AR Sl
HPV 1 CIN =4 J5, S5 3L R C AL 7 CC-CT
AIRES7E 134 AT CIN 9 & 8 By 30 1 7= A=
XA ULHA T[] — 22 25 P A7 A5 110 R ) 2 057 3 P A 3
PRI TR0 AT i 76 95 93 AN [\) Jk Je B B e AN T g 1
AR CD25 K& H i A 2 AL 64T T
BB 53 BT, IR A 453K T 3% 1 B AR
FEXT R (CIN 21 L) K gs e 2 v A 43 A1 A 3600 4T T
O3B, G5 R B CC B AR S 850 & A i R b &
PRSP WERT (P <0.05,0R =0.60;95% CI: 0. 45 ~
0.79) 5 Il £ 7 209 & SR L Bt vh B FE R AR (P <
0.05,0R=1.71;95% CI: 1.25 ~2.34) , X 5 H 4
A S B R AR B VE FHAE— 3

25 PR AWFIE 45 5L BT 157072793 (C > T)
SR EEPR C ORI A CC R B U & AE I AR 4P 1k
RIZ 1M rs3118470 (C > T) 55 FE P C 0 JE A Al
CC & 8w KBNS E . I WA 2508
A A [ 8 2457 35 R) R 35 R 700 o 988 114 & A
RIS BORFEAE AN E ), X AT R TAE R
Fg R AR RS B T R R R,
T 325 T[] 2 2852 A7 A (1) 45 7 s 8] R 3 5] 724
TEE 50 K A R TR I AN ) B B & HEAS TR) (9 7
XU A R I PR 2 A S A D R £
XoPI AN ) & J B B 147 43 A vl R B A B T
BIE R 2 A S kAR R R B A etk . AR
AR5 I [ B R R 22 25 1k 5 S0 R A KR R
A I T B Xo) e PR 2 SR A Y I RE A T Sk, I
T BLE A 2R P Z T 0T o

4 BEHE
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