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Abstract

Hepatitis B virus (HBV) infection is a major
global health problem. A complex combination
of environment and virus, especially host genet-
ic factors, play a critical role in determining both
susceptibility to HBV persistence and different
clinical outcomes after HBV infection. In this
review, we summarized the main relevant genes
such as human leukocyte antigen (HLA), tumor
necrosis factor (TNF), interleukins (ILs), inter-
ferons (IFNs), etc. However, in order to identify
all the relevant polymorphisms that affect the
outcome of HBV infection, alternative strategies
such as genome-wide association studies with
large sample sizes are required to define the ma-
jority of the related genes.
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leucocyte antigen, HLAJER ARG LI A Fiani  Zo”", HBVIFF SRR AN S DQA1*0501, WA A4 i

Hoe. AR LE AR IS A Y
ok RN IHE RGED, AT 6T Ytk
B (6p21.31), £93.6 Mb. L HHLA- [ 283L[K
(HLA-A, B, C, E, F, G, H, J&). I KHEH(HLA-
DR, DP, DQ, DM, DO%%) IR FE R (HLA-c2,
Bf, c4A, cABZH) 4K, HATHUEUH 2 1k itk
WY TN EIL NPT VI IV S P S Y VA
PTIERAT LR R 3004, HAT M isifE £ 25
PE, X 86 22 25 M AT RS I A g N 2 R BT SR IR
Sk, T IE LA G D BRARAS 1R 2 S 1
HB VI G4 5 2Pk 0993 2538 bR 5 MU S 1R ek
Y N 2 DA C, DRI, HL AZE 36 K 2 254k
T HBVHRAL B K bk P DA K.

1.1.1 HLA-T £ ® HLA- I 289 7 U BT 5
JER) AR T N R 41 R 10, s bl
M. FF 7 HECTLs(cytotoxic T lymphocytes, CTLs)
WA R M S HLASE & LR 2 kR, i@
T SRR SR TR AR R R G A AT AR AT, E
N5 5 20 i 5 A AN 58 BRA A i R IBHL A-
[ K9yF, 4 A MEHB VIR YL FHi-HBs I P
PEF RIS B RN, AR R EHB VG
KRR 2], -8 EHBVIE S (WHLA-
[ 254> T IR IL T REFIHB VIR B AT 5. %)
Qatarianff A\ [/MEATF SRR, DTEERFE &
T FF 98 995 55 1) 2 L DAL, D2 35k PR ) L AT KT
PEHI®, A*030159 221G BR 1T 0%, B*08, B*44,
Cy*0501, Cy*1601 LA S48 1 2H B 11 AR B B*44-
Cy*1601, B*44-Cy*0501, B*44-DRB1*0701,
B*44-Cy*1601-DRB1*0701, A*0101-B*08-
DQA1*0501-DQB1*0201-DRB1*0301 5% £ £F
BRI AT G 1) 45 1 WA ] = 2 A BE IR AR A
WFF R RIS v [ A [ DX A FLE S
R, B*S4UHIB*35 2 5 # (K35 bR, 1MiB*55,
B*71, B*74 S A*02U" I 22 1595 53 [ I Gt (H G
TB*35R A HIEN AN G V55 3 DO N5
gE PATAEAN Y 4224 B I RREA
BHTHESE, 13 HB*35 595 53 (IR S UIAHC, 7~
AR TX NI S DR S5 R A B R A AR 1 A
CEES

1.1.2 HLA-TT 24 B ik Pk gihm
FRA R T, S5 5MEMEDUR 28, 5CD4'T
MR 5. HESEHB VIR LL, 2tk
HB V&L 5, CD4 TN M 3G 58 & WY B B o, 3
RHLA- 11 244> T 5HB VI 4L 5 1 45 J5 2 1) A
K. (HDHLA-DQ. XFAEPH/NEA ) 56 [ L Fe b5
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DQB1*0301 % PIAH G, 1 H 5 340 W 1) i
AHIDQA1*0501-DQB1*0301, DQA1*0501-
DQB1*0301-DRB1*1102 % {2 3 1FAH K (P<0.01).
1 & S 5 ] P ok R R OO S 24814 M 2 TR 58
A 300 Zk OB A R E R 10641 i B
st B R o — 8, JF BLE # ES e R I
DQA1*0301 513 £ 1T 4 1) 2y Jd 1tk 5 A7 A
0%, IR P mT e RO L 2 A5 1 Rk
S MHLAS> 1 HUSURIT A 52 4 2 T6] 1) AH
LR (VENNITEEE DR SRR IR <)
HEHBVEY AT HHLA-DQBI A7 JE M £
AP SHBVIEGL 2 (7] 8 R WK, HLA-
DQB1*0402. DQB1*0604 %5 {7 3 P& Xt ifi [1] A
A2 B VIR G AT LR /EHI™. DQA1*0102,
DQB1*0602 /ZHB V4Pt LA, MDQA1*0201,
DQA1*%0302, DQB1*0302, DQB1*0305,
DQBI1*0501 X HB V¥ E 4L BEAE R, X E
SXoF e ] 44 i XN TR 9 45 T AR S5 (2)HLA-
DR. HLA-DRB*1301/1302 5 HB VI L 1) [ &
R L, X 56 Thursz ef al' %) (X LT\ B
IR I, Bl X 45 sk W e,
o 0 2R LA B N B AP 9 4 49 B IR
52, ARSI R, FTHL A-DR137 /A A
tt, HLA-DR13 ™M CD4 Tk L 40 0 £ T
i FEHB A g AE TSR K] S e N2, X PP % n]
RE/EHLA-DRI3%> 7 A & RAT R AP 52E 5
8, BEHLA-DR1355 JLIGIUT I A G e 1 1
PR3 R AT IE AT . HLA-DRI3 W REM T
AMER I PTG RE ), ST, HLA-DRI3TE AR
T3 N AR 43 A B A b A R AR N ERAIR, X
BV AR T N S 5 S e e S R IR R R 22—
EHLA-DRBI1#F5T Hd &3P, DRB1*0301,
DRB1*06, DRB1*07, DRB1*08%% (¢ I #HBV
&Y, MDRB1*0403, DRB1*12, DRB1*15%1)
REFFEHUER. b WA fe— 22 5% Wliang
et al"" 77 B ~, HLA-DRB1*1101/1104FIHBV
TEERAT G, L0085 B NI BIF 9T 45 R S, X Rl
MG — D PR FE A IR T N XTI 7 5
"% (3)HLA-DP. HLA-DP[F#EJEHLA- 11 23k
PRI P 1R T A R 4y, HAT B 2 A, HH Y
[ P ok FEARE B /b, b M L X 2 R A R
BRI, T M X HBV &4t S HLA-DPBI
ToAHHE. X — 45 v REJEDP S HBsA ghi )it vk
SERRIRE R, BUEDPI L A TEXRTHBsA gt
Ji ke A A 3ok S TG S

HHER, S ARK
AW S EMLF
FHBVE # 5 &
HRAERE ST @
0 B — A A
&, FRGER LT
Mg e HLA( T
XAl £). @
Je. B F (4= TNF,
IL-10% ) A= 3k 2%
& (AGT, CTLA4,
TAP, MxA %)% #
AR5 sk gm A8 K
DeEE PN R
il ¥ (pathway) &
[ QR R PN
HAEFRR.
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;ﬁiiﬁ;ﬁ , 1.2 s A -F N 50 &R 40 f 20 i i B IRN)FIRIHB VIR HE Y 1L-2(-330T/G)AHBV
T ik AR

Frik. HREKR
AN 5
ZHFE. R
FERRAARE
ZaF kR E R
WARR—5, X
sFHLA- |, HLA-
Il ## TNF-a ® #F
5P AR A AR K AR
i, B LR IR
ERERuR: 3
KA R B s 14
AR TR A
BERAT A

A AP RIR SR Sk fe s N2 L Pk
P S HRESREN/N T FRIEEEA. B
FER I, AN DX . X U )
(1) 22 5Pk T 5 4t i A1 (9 308 K D g

1.2.1 JFJ& 338 B - (tumor necrosis factor, TNF)
TNF2&—FME 2% 7, HAN5 20 R0 VA
a6 B TNF-oufE 4E R LR P 3135
Fa g LS ARPUA AU AE N AR R T A .
HBVIEGL )G, TNF—J7 HFEHLA- 11255111
i BEPL B AR, O 7 1 ) B e i
NF-x Bill # A HB V Fe A 1) s 4 P i 4 IHB V
DNA (A IR 8 (4 3355, TNF-od& H 47 T A%
o5 Y AAHL A-TIZEFE K % N (6p21.3), Mg
B F IXAFAES AN SR B A% 2 2 &5 1 (SN Ps),
I3 E-1031T/C, -863C/A, -857C/T, -308G/A,
-238G/A, IXLESNPs ] fie 10 ok 57 i 4 S P i A7
HERIEACE AR, o 4 A TNF-0)i3 8 1
X 2 &P R, 238 TR AR R (G
BHA) SHB VIR A A G, e H A N
HRAIE TR [T 257 B0 A R I A O, X BT
S BH T A 8 B IR I S N T B 0 9] - 5 A
WA RIS S4b, Wi 5 [ R A4S A i
RISNPs{ 25T 7, TNF-0-30847 £ AZEA
L DR B A7 7 -8 6347 1 A 5 7 356 DA 1) e 2 A1 e
HBV[K AT, X 0] BEFITNF-0-308(G % 4 i
AJE) S Gy UG sk IR - 52 B 45 G A RS E GRE
P EER ] S KT E A EER). AR
P TNF-o(-857T/T, -1031C/C)H7 5 LA K 154
SNPs{ i 41 ¥ AR TS TNF-a( GGTAT), TNF-a,
(GGCAT)FI LI 98 (G B VA %, $ER7E
T B R i R, AU SNPs, A7
15 JEN [FVRE S M0 A6 09 T R AR R e

1.2.2 & A% (interleukin, IL) ILJ&—Fh£ 1))
AE G0 5 PR DR, A S P B TR AL
8 R G 2 1R Y S R R R R AR
FLA N HE A X A 9E T L- 103 K 31~ 1082,
-819M1-5924 i 2 A PR R R IR, 34N A4
JS T ATA AR T AR TORERH B VA5 417 2 21 b 1) 4
K (77%) W8 120k 4T 98 20.(65%) Fl A
RAL(61%), 73 HTL-10)3 ) TR A7 A2 &b
HLBE R R BIHB VYL 5 1905 15 7 A B i
X} s LR o (6 PR N A N, L [RI45 H: TL-10(-
592 A)FI(-592C)JE K A7 fi AT HB VI G 43 i) it
HERMHIHIE 0, BRIL-104b, G 09T R BIL-
1B-511(C/C) S F 4l L A 32 - 1 Z A4S B = PRI (TL-

G B bR DY W g0 rp A B P A R
Park et al®SHL-63E[K-572 G/CHER BUAEM 1 2,
JH 83 5 Ak R 3 22 18], DL CHB VI G it 3
() JFF9 55 02 1 HB VB e 1) AR s 53 2 1) 3 A
BTG, TR RN ZE S+

1.2.3 F# % -y(interferon-y, IFN-y) IFN-y L 4E
IR YETT I R H 259, TFN-yillid £t
fITAK-STATERAE ., 22 4 5 B0 (1 4K (1 B
(mitogen-activated protein kinase, MAPK)i% /%"
DL S W G I L -3 i (phosphatidyl-inositol
3-kinase, PI-3K)i& 21", Jhilym & = ) 5 7 #%,
IR BT IR G2 R 15 T R (38 5 G 1) JFF 4
it 9 T8 4 TR B2 0 i R P B 1 5, A BT 40 e
WU TE RS 1) 40 45 ) AR A BT #EAE . TFN=y
FER B A 64 2 A i, T8 3 AR i s R 1 4
BN AT RE AT N-y 1k, 1 1 5% e L0 24
A, Hrf, Ben-Ari et al™MASNSLE BOR, FEIFN-y
BN T IX 874 A H5 w A/ASE A FE R A
A, TFN-yZKPEUIS, SR A IEHB VI, 1X
13k 22 TRIE T o 4 UE S (7 282 R
HBVIEG A7 %), 1My H, XTFN-yJA 31X (-183G/
T)FI(-155A/G)I7 i 2 A TR 5 (36711) ik K
B, TFN-yJ2 )1 (-183T) 2547 i A (R A7 4, it
HBV/EYL(OR = 4.5, P<0.01), lij H.BEFESEHS 11138
K, ORHIE K.

1.2.4 H4 KBl SR, MMEZE-o
(ESR-a))"**129 T/TIE A g MA L /b —A
29CH A FE K AN L, HB VRS i 2%
BINP<0.001); HALAEKINFRI(TGFRDINJE 3
1--509(C/C), A LANNIEHBVIERYE, 15T 55 1047
B AR S 5 U G R TR e I ) 2 A
PE(codonl10T/C)FEH], A SMIFFTAT AR S
S5, PR TRATHE— 0 R B A R T,
B ARO[ C AL HE 4 3 (M B L) AE A — Bl i K
SR IR B AR T AR, HAEERS52, 54
BB (5748, AEHLARHB VIS &5 SRR T,
XAE [ A B ARy R R A
(LMP)JE R FHLA- TT 283 KX, 4 fid (I LMP2
FILMP7H A L AR AT B IOK A%, 2
HHLA-11 28 7 PR 58, fER T LMP2 A
LMP74: N £ & VE 5 HBVIE G 5 BAVE 1) AT
R, RILMP7-Codonl14547 55 % & VEAE I
5 NBESHB VY 2 0] (1) 5y A A% 22 S A1 4t
TEEE X, Fon 2 AT BEFRE] T LMP 1 IE 5
YEH, MAEHB VRl I G2 WP, SOfikge k.
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HAT, 5% T 1A 2 PRI 9T L2 o iH ot &
JFF 5 I AL AR R A, i EL AN WA B B A e BT
JIN, AP EZDP AR T, S e
FIRFC B NS rh, AR HBVIE S (1 R L
T T R

2 [BAREE
ITAFER, SHB VYA 5 B BRI AN W8k
L, AEAH R FAL R, 43 BN R 300 JE 1 45
RATRER IR A (DFEACSKIEANR. AR
PRl 22 25 M R A5 A6 ik DR 3 1) 20 A B I L A
e ARG SR VIR, Byt iidm e, BIFFTIN
I ] e PR X e 2 PR 3R T, PR e A
FEARWIF I E T 2 5 QAR IIEH. WF5T
HNREAC R S N T R DR 22 25 P AT Hdts F)
R, W FEGE Y LI, IEH A:1000
ANIREE AT —NSNPs, FEARRIEFE R &K
FEECRRL J5 (B) R 4LR0S A ) e vt &
B IEGEIN HIAE BE (90% %2 LT . 20%-50% )L 3
AL 5%-10% B NI T2 I S D 1R AT 98) A1
P (F TR R R, P L Lot B G I
HBV)2x SHEUA R S5 R, TR SR 7¢ X
HEATIIL %, N2 RBAERE . MR LG, JUH 2
X} d 2R 55 T HB VIR I 1] B Jk Gl g 4% 1 48 1l
(HRBEGEHEMEFR R, MRS EE
FHE 584, AR TS0, JFAEIRSL i R HE A FT;
(5) DA 43 BUITVEAN IR, ANF ) 43 B 7 VAR A5 AT
BRI S 2 AR A AL, H o, W I RT7
A 2 SR BN - AR S M S A TR S
(polymerase chain reaction-sequence specific oli-
gonucleotide probing, PCR-SSOE{PCR-SSOP).
R HE R N -7 5RE S P (polymerase
chain reaction-sequence specific primer, PCR-
SSP). £ 5 ME SO - BRI Bl 2 A 1
(polymerase chain reaction-restriction fragment
length polymorphism, PCR-RFLP)*"4% 3 [R5 F 1
Tl E . A, Joim Q8RR
o3 R SEAER; (6) 4 PR 1 ik BT 22 Ak 1) SR T
Re R B . BHPE A WS TRIK S, A
A B RS IR T I SR A 2.

B, GRS R B
WAL R A HAE IR 5 2R it A 2 B R ==
5. BN Z AL ORISR R AEAE R, T
TEATAE — 3 A AESCHK, IX A SR K R 2R I A P
[F) RS HT, FA AL DU 2 B i (R AR, AT b P Y
FIIF 7 B BE 4 s SNPs L5 000 2 S ) SR I H T,
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JiiEHB VISR IE N 1) T O — e ik e,
I ST BT B SE PRk i 2 AL 1) 2 REE
i GRS TR IR. %1 LA b el S5 gk
Ira Y R VIS 1E, AHB VISR E
GBI IR AW RN S B RE D T T0A T FT R A

B R ARRHK sV EBE R A
SRR B R R AT L PT CBh, B %5 ANOL-
CO-12400. AL A BB B2t 544
AR R0 AT BOR, LR R E B B BB
FHRAR. AL~ R A,
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