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[(HE] BN FRTEEy(IFNDERANS T + 84 NS EERS ZHFRHE (HBV) &
P HHMAR FilBE BV BRAN#EEEREE. HE RAFIERHEIH-B MmN
(PCR-SSP)FE A4 231 48 1% HBV ¥4 f ¥ . 165 A Btk HBY B XM 135 EEH M RE
TFN-y EAMEF 1+ 874 U T/A RBHREEE. &R B4 HBV R d IFN-y EE + 874 U
B AAEBERSEE(TT. TAAABEASHH0.1% .12.1% 78 8%) B T EH M BA(TT. TA.AA K
A H12.6% .23.0% .64.4% (3" =9.60,P = 0.008) ;7 A Bk HEV B PH( TT. TA AN 4
R13.9% .23.7% 62 4% )M EA X MER LB EM.(L =0.16,P=0.92). #HH IFN-y XH
PEF1+874 L EAM S8 HBYV B A &, Bl i SR THEERE 1k HBYV BB B R
HHHE—~EE L.
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Relationship between genetic polymorphisms of Interferon-gamma geme intron 1 +874 site and
susceptibility of hepatitis B virus infection ZHANG Ping-an' , WU Jian-min, LI Yan. "Department
of Laboratory Science, Renmin Hospital of Wuhan University, Wuhan 430060, Cbina

[ Abstract] Objective To explore the possible relationship between the polymorphisms of interferon-
gamma {(IFN-7} gene intron 1 at position + 874 and the susceptibility of hepatitis B virus infection.
Methods IFN-7 gene single nucleotide polymorphism (intron 1 at position + 874) were detected in 531
subjects including 231 chronic carrier of hepatitis B virus{group CC}, 165 individuals who spontaneously
recovered from HBV infection {group SR) and 135 healthy controls, by polymerase chain reaction with
sequence specific primers. Results  Significant difference of IFN-¥ + B74 AA genotype frequency was
found between group CC{TT,TA and AA frequencies were 9.1% , 12.1% and 78.8% , respectively} and
control group(TT, TA and AA frequencies were 12.6%, 23.0% and 64.4% , respectively) (y* = 9.60,
P=0.008), but no significant difference found between group SR(TT, TA and AA frequencies were
13.9%, 23.7% and 62.4% , respectively) and control group(){_2 =0.16,P=0.92). Conclusion There
was association between TFN-7 gene polymerphism{intron 1 at position + 874) and chronic HBV infection.
This study suggested the possibility that IFN-v gene polymorphism(intron 1 at position + 874) might be
important in determining an individual's susceptibility in the development of chronic HBV infection.
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HBV ¥£#i , ¥ HBsAb 5% HBcAL AL ;484 HBV &
P (CC4H)231 ), B 156 ], & 75 1, £ 45
FEE (52,58 12.6) %, iARBIMEHYATE
2000 P EES SERFSFERWFE TS TR
ESEA B IT R BT 2 2 WRAE, T HEBRHE
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()PCRE| Wit 5 &M . &R [3]Eit
IFN-y BE N E T 1 +874T/A fr &8 PCR 3|1 ¥y,
¥R IEE 3 Y 1. 5 -TTCTTACAACACAAA
ATCAAATCT-3 ;% RIEM 514 2: 5" TTCTTA
CAACACAAAATCAAATCA 3 ; NEE Em 5| #.
5’ - TATGATTCTGGCTAAGGAATG-3 ; 8 B K I
14 : 5 -TCAACAAAGCTGATACTCCA-3”, B |
BETAEMEARTRAAS®E.

(3)PCR § 3% . PCR-SSP R Ri i& & h: B [ 41
DNA 3 pl(#430 ng) .10 X PCR buffer 1.5 pl dNTPs
200 pmol/L & FI K M 51 B R R PEIE [ 5 4 1 (5K
2)&0.6 pmol/L, F# E @31 40.15 pmol/L. Taq
DNA®SM0.5 U, fh R K XWE K E15 plo i E
EMHASKEWTRB(RE)ERAFTH. PCR
N & 1F:95C 2 min. 94°C 30 5,60 40s.72C
405,10 TR RE 94C 305.57T 405.72C
50 5,25 MER; BT 72C S min. ML
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1.IFN-y # B +874TIA L A& B WM ;531
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M:DL2000 DNA Marker; 1:TT®; 2. TA®; 3.AA T
Bl IFN-yEFEAST I 84U E TALSTSHRIKER

2. IFN-y E +8M4T/A i S A S HBV
BRHRE 8 OC 4 SR AN FHE AR [FN-y
EEAETF 1+ 874T/A {5 5 H B M % B
F., & Hardy-Weiberg B {EFHERG R, A 0B HE
T, BARAKRENE. 2 RR, 7 CC 4l fixd
BMAR IFNy HXHEATF 1+ 84ATIA N S EE R
AENEFMNIAEREELRIT¥E XL (P
0.05) ;7 SR 41 1%} ¥R £H ] & B3 20 70 % 17 3 H 19 2
WERTHEHEEL(P>0.05), HH 552K H
Xt REE 7 B R, AA A EE HBV &R K
R TT 1 TA ZHAY2.05f%5(x' = 8.9, P =0.003,
OR=2.05,95%CI:1.28~3.29) (& 1),
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CC I = = = £ Pl = N AE PHE
CCH 231 21(9.1) 28(12.1}) 182(78.8) .60 0.008 TO(15.2) 392(84.8) 9.00 0.003
SR # 165 23(13.9) 39(23.7) 103(62.4) 0.16 0.920 £5(25.8) 245(74.2) 0.22 0.640
baggail 135 17{12.6) 31(23.0) 87(64.4) 65(24.1) 205(75.9)
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IFN- R BRERE EERA. ATARE T
EREZHEAESH. M TEARR RS XL SNP
EHAFEMNES FERAN M EZRATEAEER
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HREH,IFNy ZEEAS T IKEECAE
HFEA, K CAEE RN R KWK, A Rm
MM IFN-y ZABRR. A CAEEFF 'K
%ig+874 i T/A BEME CAERREHMHX, B
TTARRZEHNE AA HEEEREHA TA N
hEFEEEE, BFNET 1 +874 f7 5 IEFAr
TR HF NF-kappa B W54 i &, B AL 3L SNP
EEEWSHEZATHNESEN NN EESZ W
IFN-y 9% 3, El, IFN-y ZHM&F 1 +874
UEEERESRERIFHEENE. Jahromi %
K1 BMRRBRED IFNoy ZREARET 1 +874
s AA BRI(AEZE) B AFERERT TEFEA
H. AEHREA, EBWHEE IFNYy RERE T
1 +874 A TT RI(RFRIFE ) S EEIE ¥ 4 s
f;IFN-y +874 fu 5 TT HEBRH A AR EFH
AAAT XENEES B ESEREAEL AL,
B RIFN-yREMETTF 1 +874 1 & T/A Z&H:
5 HBV BB 5 B MR, B i 8 L IRE.

AR k% HBV B E R RN E R EH,
M—i R E B RN RSN R B RS
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R.EMIFN-TEEHAET 1 +8TAT/A S EEHE
FF A3 R 4 Ao LR ZE 1B BV B & Sy
ZRIERAHT 28 L8 HBY BB ERT4
KT IFN-YRE T 09 AA EF BRIMI R (78.8% ) B ¥
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IFN.YEEAEF 1 +8HUTA LS EERHAGS
IE#AEAAMN, ZREEITEEX. B, Ed=
HABIFNyERASTF 1 +84TANSEHA
MEfEEMESN, BRRIFNYEBEAS T 1

+874T/ADL S B AV AT REAE Y E M HBV R %
EFERUETEAEERE L., iiH, REEMENA
X ML A i 2, IFN-y B[R + 874 AA BN 218
HHBV B B ERE R (' =8.9, P=0.003,
OR =2.05,95% CI:1.28~3.29), #—F ER
FMABIFNyEENET | +8MUTIANHEER
BB, P E B R A IFN-y 3 H + 874 fu 5
AA KRR A SUEABAEFTFHBESTFELHN
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