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[(Z] B i IL-10 £ [ J3 31 T SNP-1082G/A (rs1800896) . —819C/T (rs1800871) . —592C/A
(rs1800872) fiis5t5 HCV MBS, ik AR X IUR AFE HCV 18 MR B35 379 6], {dRExt
M 364 ). SR H] Taq Man 45 4t 3 B8 40 B 07 ¥ %4 IL-10 5[5 3 31 7 SNP-1082G/A (rs1800896) . —819C/T
(1s1800871) . -592C/A (1s1800872) [ 3 A7 M HEAFRE 4y AY, FHAPHEEAAERY, 745 L3k 3 4> SNPs K ALA5H 5
HCV 18R C . S50 TR I AT BAE T, TL-10 JE PR JE 35 SNP-1082G/A  (rs1800896) . —819C/T
(1s1800871) . —=592C/A (rs1800872) FEITUMAFGEN BRI A2 FWAGI2EE L (P> 0.05) . FAGRISHTES
IR, SNP-1082G/A (rs1800896) . —819C/T (rs1800871) #i1 —=592C/A (rs1800872) A% BAAE T A (1K) 3% F o
G E L (P>005) . & EEIUKBEAES, 1L-10 2L 3 3 F SNP-1082G/A  (rs1800896) . —819C/T
(rs1800871) . —592C/A (rs1800872) 5 HCV MRy B A FH S,
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[Abstract] Objective To evaluate the association between SNP-1082G/A ( rs1800896) , —819C/T
(rs1800871) , -592C/A (rs1800872) polymorphisms in the IL-10 promoter region and HCV chronic infection in
Han nationality in Yunnan province. Methods 379 HCV chronic infectious patients and 364 healthy individuals of
Han nationality in Yunnan province were recruited. Three single nucleotide polymorphisms (SNPs) in the IL-10
promoter region, —1082G/A (rs1800896) , —819C/T (rs1800871) and —592C/A (rs1800872) were determined
by real-time TaqMan polymerase chain reaction. The haplotypes were constructed and the association between these
three SNPs and haplotypes and HCV chronic infection were analyzed. Results The frequencies of SNPs —1082G/A
(rs1800896) , —819C/T (rs1800871) , —592C/A (rs1800872) in the I1.-10 promoter region between hepatitis C
virus (HCV) chronic infectious patients and the healthy controls were not statistically significant (P> 0.05) at both
allele and genotypes levels. The frequencies of haplotypes constructed by SNP-1082G/A  (1s1800896) , —-819C/T
(rs1800871) and =592C/A (rs1800872) also showed no significant difference (P> 0.05) . Conclusion SNPs
—1082G/A (rs1800896) , —819C/T (rs1800871), —592C/A (rs1800872) in the I[L.—10 promoter region were not
associated with HCV chronic infection in the Han nationality in Yunnan province.
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PR N B 9% 8 (hepatitis C virus,
HCV) B pir s —Fp it FS I 0 B, 7Eh
KZJA3 8007 FTHCVIR YL &, IR R 25°H3.29
HCV 8 3 20 o) fn i A% 1% . Sk #1567k . M
TERE IR BAERE AT, Ak, RIS SRk
W RPN A G, Eam, kA ARER
77.7% 0] LIS I B HT —HCV $HiiA2. HCV &Y 25|
2 M AF R (chronic hepatitis) . AL (liver
cirrhosis)  F1 AT 41 Jitd 958 (heaptocellular carcinoma,
HCC) ()2 F 2z —B4

VE R S22 8 A -, 1L-10 & —Fh 3222
HY Th2 20 7= A= /0 . 7 I8 1 200 0 4 28 0 8502 41 iR
oy T R A R 7. R YeERE
F2 BT R JAE N, IR S 2 Y 43 Ak R v
FA. IL-10 XFSAE . EMERR . A B g
HEAERPL Rk, —eitsE & BIMTE 1L-10 7K
58 HOV IR ARSE, HAZE HOV JERGL /i
1 1L-10 7K B d i T e 7

IL-10 FEA 5" w3 DX 4% sk b o B JiE ey 3 4
MAZ R 2 & A (Single Nucleotide
SNP) SNP-1082G/A (rsl800896) .
—819C/T (1s1800871) F1 -592C/A (1s1800872) J%
FLAH RS A H UL PAAE AL, AT DLREIR IL-10 JEPH ik K
P ARBIFSE N 2 B X DU RE TL-10 JE1R )5 3)
F  SNP-1082G/A (  rs1800896) -819C/T
(rs1800871) . —=592C/A (rs1800872) L1t 3 /> SNP
BT, BT IL-10 LR S 3 F 280 518
PE HCV IR 151 ) Sk OCHK.

Polymorphisms,

1 5%

1.1 FRARIR

e AR JRNRE ZBA N 379 £
HCV M PRI 5 A Bl 4. KO 2004 428 4 1)
(B RBIGTEEE) Y HCV M2y, it
I R P00 2=k A d6 A5 (B 4& ALT . AST . 4t
HCV. HCVRNA 55) Ayfaill, 250, Jf4HE
PR A 5 1 R

R 155 ) 7 SR SR AR 25 i 48 B BRI 4Ky
XTRAZE  H636445.  fHEFEXTRR A ASRIE : HCV 12187
4 ek R RS2 36 2 A6 A i b (A 45 ALT L AST HLHCV |
HCVRNASE) IEH . FrASmEH R T oM
b DX R B% I TG I 2% 5% ZR UG
1.2 HmibiE

FAEZS G KL 5 mL, FH EDTA sifiF Z b,
i F AxyPrep Ifil 2 K 20 DNA /]y & 38 57 & 42 B

DNA.
1.3 IL-10 EFE SNP i EEF 4 &

F St B PC R BeEfT SNP 4378, i
Applied Biosystems 2\ ] 22 il &5 A6 1 1 rs1800896
(G>A). rs1800871 (T>C) F11rs1800872 (A >C)
DLS 59 S TaqMan BREF.  &FXTBEAS SNP 437 55
BRI 2R 5T 2 B VIC F1 FAM #8747 9¢ Y6 b
e, B LightCycler 480 SEE} ¢ 6 5E 1 PCR A
M) SNP £ 5, I H LCS480 1.5.1.62 3k 4 ik 47 k47
FE[R 4.

PCR RV ARFA N 20 pl, FW &R 95C
10 min FASPE, 92 °C 15 s 284, 60 °C 1 min 1B X,
40 NMEF, 40°C 5 min KIEM. DL 3 AN
HAL (BpAai b1 RABAET . 26T Wb
FE AR R

% I 8 77 9 % TaqMan 43 78 45 590 47 56
UE. EFXF A~ SNP i 45, iz H DNASTAR #k i
W3 X554, 5196 % PCR P91l F 7 ik
THAYIFEARA R A 52 .

1.4 itz

Hardy—W einberg -7 £6; 55 5 K 54 431 42 (4 A4 3%
P x RIS EE R X BRZH 5 HOV 8k ikde 4] 3
A~ SNP LRI | S5 L R % 22 5. SHEsis F
B AE BN Ay, # s Ao p<0.05
RhESHGIEE L.

2 &R

2.1 ARIFERFFIE

SRIHAERS R (4433 £12.22) %, XTHEZH K
(44.67 £9.31) % BBk 207 (54.6%) i,
M 172 Bl (454% ) 5 XRG4 5 M 184 il
(50.5%) , Lotk 180 1 (49.5%) . 2 ZHIAIFITE H
BIFAFERS Sr A 2R TG L (P>0.05) .
22 IL-10 SEMARERGEASHBRARNSE

NMERENRSERFERRE

IL-10 FE[H 3 4> SNP 1/ 1 151800896 (A>G) |
151800871 (T>C) . rs1800872 (A >C) FIfvi 5 14
B S Nl <oa i 1 R4 I O E S Rl I A
Hardy—Weinberg - (P>0.05) . 7E55 1 41 Xt
HEZH R, rs1800896 (A >G) ZENHEH A A1 G A4
RBOHIN 92.3% . 7.7%F 922% . 7.8%; AA. AG.
GG HE K BRI R 50 5 85.2% . 14.2% . 0.5% Fll
85.2% . 14.0% . 0.8%. rs1800871 (T >C) ZEfik
T FC B8R4 50 68.5% . 31.5% A1 70.6% .
29.4%; TT. CT. CC JEHBIFHR 55 K 46.4%
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5, R mEDURARE IL-10 ZES 8 T2 85115 HOV 18 MRS RAR P ERTTE 17

44.1% .9.5% 1 48.9% 43.4% .7.70% . rs1800872
(A>C) ZENSEHEAFICHIHIR S 68.5% | 31.5%
H170.5% .29.5% ; AA . AC.CC 5 [F B 451 3 43 5] Ky
46.4% 44.1% 9.5%F148.6% 43.7% 1.7%. VI F-31
SNP 17 s, % 5407 5 PR 135 PR TR 30 28 A i 451) X HEL 2
R oG R L (P> 0.05), L3R 1.
23 IL-10 BB AERGIASXNRADRE
AR TR R
IL-10 PR 87 X3, 3 A4S Z 2 5 A e
AT R e 151800896 (A > G) | 151800871
(T>C) F1s1800872 (A >C) FIL i Z A fAAE T

1

W% BN 5. rs1800871 (T >C) 4 rs1800872
(A>C) ZI[E D’ {HR 0.997, 1s1800872 (A >
C) F1 rs1800896 (A >G) 4 s [ ) D” fH K
0.983, 151800871 (T >C) # rs1800896 (A >G)
PEASEI D AER 0.967.
24 IL-10 ZBBUSERGIAENREARRE
BB R ERE
M4 LD 25 bt 1L-10 KL B 3h+ XS0 3
A~ SNP o S B B 7Y, 5 RN, B TR AR
TES B A AR P i o A Rt B L (P>
0.05), W% 2.

IL-10 £&E 3 4™ SNP i S 7w FI A FaxT BB A H B FIR L R S EFIRE 57

Tab. 1 Comparison of genotypic and allelic frequencies of three SNPs in IL-10 gene promoter between HCV

chronic infection and control groups

X FHAI (%) | EMEHE (%) ]
SNP i s, OR(95% CI)
GG AG AA G A
1s180089  2(0.6) 54(14.2) 323(85.2) 58(7.7) 700(92.3) 0.975(0.667~1.427)
3(0.8) 51(14.0) 310(85.2) 57(7.8) 671(92.2)
TT CT CC T C
151800871  176(46.4) 167(44.1)  36(9.5) 519(68.5) 239(31.5) 0.904(0.725~1.128)
178(48.9) 158(434)  28(7.70) 514(70.6) 214(29.4)
CC AC AA A C
15180087  36(9.5) 167(44.1) 176(46.4) 519(68.5) 239(31.5) 1.098(0.881~1.371)
28(7.7) 159(43.7) 177(48.6) 513(70.5) 215(29.5)
x2 ROIAYRARZRMERLE (%)

Tab. 2 Comparison of haplotypes in IL-10 gene
promoter between HCV chronic infection
and control groups (%)

. e POy
G (n=758) (n=1728) OR (95%CD)
GTC 0 0.5
ATC 0 0.5
GTA 0 0.2
ATA 68.5 70.2 0.906(0.726~1.130)
GCC 7.6 7.6 1.013(0.690~1.488 )
ACC 23.9 21.7 1.120(0.879~1.428)
ACA 0 0.1

KI5

HCV @ #kaekt, MPRLIESE RNA Ji5E,
4K 25 9.6 kb. HCV B 5, 2 20% 2 11 J&&
Ye B0l B RIEB HCV, HA K& R N8 T 45 22
gu. I, 15 EBUE R EAE HOV BYY 5 B8 Brk
FRLR R YL i 3 B .

SR BN, TL-10 J& 908 R H i — Mg R A
+, #ie b, 1L-10 Al T REH %R B RS Thl /Y

B SN T A A 95 25 119 00 8 2k kit A 1T T 8 02
JEGS HE HOV 12 PR kAR R, i
TIE R 2 —, HIELHEPIM A A v e
M 12 0 I R ) 2 3R 1 S BT HOV B A8 g
BRAr, SRR HCV BOWERE. BF9E kB, HCV
B YL 5 TL-10 FRIKIKFEAHIE. 2005 4, R W%
SRR R, 18YE HOV L3 0 I35 1L-10 7K
S-BR I AE X BE 5 HL 5 TN A R s S R R 1Y
KR ELEMK; SHAFFEMIMR LR
N, SRR BB MLE P IL-10 KE B E ST
IEF TR K HOV #5a73,  HHAH S s R
SAHE 5 B R ARG

HHRE KB, 11L-10 3 shF285%5 IL-10 )

FIE KA K. X IL-10 J3 3 F SNP-592C/A
(rs1800872) 5 HCV YA MR Z AR5 R I,

TEA[AEHL DX | S [ o AR S P A [R] 1o 2010

o, Lu 2 2% IL-10 53 3 F SNP-592C/A
(1s1800872) 5 HCV JEYLAYAH KMEFES T T Meta 43

Br, GEREB, AL IR R HOV B
K. X Lo SR SCR BT E— 20 )s, EH K
B, HCBTBESE B P AR AR P R H AR
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BT Kazunori ZFAOBFSE A H AR ARE, HALAYHFITHER
R E AR, W HJRAE Meta /0B #2788 1L-10 J3 3
+ SNP-592C/A (1s1800872) 5 HCV J& YA %
P, (B2 R Kazunori EFIIFFE B8 T IL-10 J5 3
F SNP-592C/A (rs1800872) 5 HCV 184y
AH A, T At P E A A 2 B R %A S
HCV 18 P B Ye Jo AR SRS, Sty 28 34 4 )
IL-10 J3 3+ SNP-592C/A (rs1800872) 5 HCV
P MR (A S HE E A IR 22 5. 2014 4F,
Samaneh Sepahi o W XFIL-103E N B 3 7
SNP-1082G/A  (rs1800896) .-819C/T (rs1800871) .
dwmammmmﬁtﬂmvum%ﬁ%ﬁﬁﬁ
Wy, HBFR AR BN, BR SNP-1082G/A
(mm%%)f#hﬁl HESHA T B S
HCV YL AHCAHN, HAAEAL FE R, PR R A A%
ﬂﬁiﬁﬁmwum%m%@ A GE S R R R
BoR: PUE 3 HOV e TeHett. [F4E,
Soheir F. Helal 25 fyF27 258, 78 HCV 4 B 5%
Yerp, IL-10 3 31 7 SNP-1082G/A (rs1800896)
5 HCV 12 M Jo A bl RS £ 45 WA X
HCV #4743 TR 200, (HREE R
TNIZANE S5 HCV 02 B GL 9 TE AR etk

ZE LTk, fE I DUGRE AT, 1-10 FEH S
3 T SNP-1082G/A ( 1s1800896) . —819C/T
(rs1800871) . —592C/A (rs1800872) 5 HCV jakl
FITCAROCHE.  BERAY AT 5 T REsZ I 2 IR Y
NSO ﬁ%%ﬂﬁ%# TR, A E

fib b X A B ST BEAT L XS, AT, A BB HCV
%ﬁum%kimﬂgﬁmwmﬁﬁ%%%m.
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