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[Abstract] Objective To study the relationship between polymorphisms in interleukin-2
gene at position ~330 (IL-2-330) and the clinical outcome of hepatitis B virus (HBV) and/or
hepatitis C virus (HCV) infection. Methods 277 subjects were recruited including 79 chronic HCV
co-HBV infection, 55 chronic HCV infection, 69 chronic HBV infection and 74 controls. Single
nucleotide polymorphisms of IL-2-330 was investigated by restricted fragment long
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polymorphism-PCR (RFLP-PCR). Hepatocellular injury, as revealed by alanine aminotransferase
(ALT) was detected by Beckman LX-20 analyzer. The presence of hepatitis C viral particles in serum
was determined by RT-nPCR. Results (1)IL-2-330 polymorphisms showed close association with
persistent HBV and/or HCV infection. IL-2-330 TT was associated with an increased risk, but
IL-2-330 GG with a reduced risk of persistent HBV and/or HCV infection(y*=14.24, P=0.03) with
ORs (95%CI) as 7.14(2.13-23.81),3.46 (1.17-10.02) and 2.93(1.15-7.46) respectively. However,
IL~2-330 TT/GG did not significantly differ between patients with HBV and/or HCV infection (y’=
2.09, P=0.72). IL-2-330 T allele was associated with an increased risk, but the -330G allele was
associated with a reduced risk of chronic HBV/HCYV infection (y*=12.33, P=0.01), with ORs
(95%CI) as 2.26 (1.39-3.69) , 1.82(1.09-3.03) and 1.73 (1.10-2.73) respectively. (2) IL-2-330
polymorphisms showed significant association with the outcome of HBV and HCV infection (y’=
13.52, P=0.04). IL-2-330 TT was associated with an increased risk, but-330 GG with a
reduced risk of mild CH, moderate/severe CH, and cirrhosis. The ORs (95% CI) appeared to be 3.33
(1.75-6.32) , 3.31 (1.75-6.26) , 11.23 (3.09-40.76) respectively. IL-2-330 T allele was associated
with an increased risk, but the -330 G allele was associated with a reduced risk of mild CH, moderate/
severe CH and cirthosis (¢’=12.32, P=0.01) , with ORs as 1.86(1.32-2.63),1.71(1.27-2.31) and
2.77(1.57-4.89) respectively. (3) The polymorphisms of IL~2-330 showed no association with HCV
RNA replication (y*=0.83, P=0.66;1*=0.20, P=0.66). The polymorphisms of IL-2-330 were not
significantly associated with abnormal ALT ( x’=1.10, P=0.58; x*=0.08, P=0.78). Conclusion
These results suggested that [L-2-330 TT/T was associated with an increased risk, but 1L-2-330
GG/G was associated with reduced risk of persistent HBV and/or HCV infection, and with the

development of mild CH, moderated/severe CH,and cirrhosis.
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(1) FFSh REK: W : A Beckman LX-20 2 H 3 4=
653 B SR W TR AR F B BB (ALT) , B =40
U/L B IFTh 8 L A,

(2)HCV RNA Fikfil: AR R-HRAR A
M 5EHE R (RT-nPCR)™, I 7E &4 RNA SRR
RAEE, BHOK R RNA K5 F N cDNA, R
T AR AMEER N . 519459 PL:
CCC TGT AAG GAA CTA CTG TC; P2: CAT GGT
GCA CGG TCT ACG AG; W 5% : P1: TTC ACG
CAG AAA GCG TCT AG; P2: CAA GCA CCC TAT
CAG GCAGT., ¥ H#7™=¥K/Nr Bt A 245 bp,
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F25 ulo HIBFHKIKAA : 2.5 pl 10 X PCR buffer
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(5) BRI PE P V) BB A V) R BL : 10 pl R R
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45.13%, 1R 9 HWE S8+ B EFH AR E R
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R ERE AR B R
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B HBV B i X R ARG E R 1L-2-330 £ H
RFENERBERITEEL,-330 TTHEAR K
F iR, -330 GG EH B MK FXHA (=
14.24, P=0.03) , #7330 TT & H & A (kR H
HBV.HCV.HBV & & HCV B4 #) OR 18 (95%CI)
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10.02) .2.93(1.15 ~ 7.46 )1 . T £ RG2S R [H] K Y
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%(E i TT GG TG T G
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HBV 69 33(47.8) 4(5.8) 32(46.4) 98(71.0) 40(29.0)
HCV 55 24(43.6) 6(10.9) 25(45.5) 73(66.4) 37(33.6)
HCV+HBV 79 34(43.0) 10(12.7) 35(44.3) 103(65.2) 55(34.8)

x¥=14.24,P=0.03 x¥=12.33,P=0.01
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B HCV B Y H R E T M R : ARG K A
L-2-330EFMEBEMNERARITEREN (=
13.52, P=0.04) , B8 v 252U fF & F0 BB 4L 4 -330
TT 4R B & Tt B4 , -330 GG SR I BKF X+
M4, OR 1H (95%CI) 4 1 3.33(1.75 ~ 6.32) . 3.31
(1.75 ~ 6.26) . 11.23(3.09 ~ 40.76 )% . A[F I K513
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74(64.9) 40(35.0)
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¥=0.20,P=0.66) , 3% 3,
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6. IL-2-330 3 F R AN % B R ST 3 5 ALT 19
¥ & TL-2-330 3 (B B F % o 3 H AR E ALT<
40 U/L #1=40 UL B £ R X4 T8 X (¢=1.10,
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RIRT 4 s BE A RR B B 5 1 CDA* A CD8 ™ 41 8
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