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W E. AR LsMmF (hepatitis B virus, HBV) &L # —AB Eag otk T4 9. HBV
REBRNEITR, Th—F L REAFRIE ZZBACAHIFRE. FLE L (interferon A, IFN-L) f&%
KERRORRZ—, ZiumEH A EZmIeR T. IFN-A K& 048 4 AR A, 984 IFN-AL.
IFN-A2. IFN-A3 #= IFN-M4, ©H A7 R Z Kk B e9iE4E § A5 HBV 09 S 4 fe B4 6976 57 K

AAARAM., LPREEHBRGAZEEET IFN-L AR 2 5KE HBV #9R8E . BX6miz
k&%/ﬁﬁ%¢%5%%@ Mt —F T st % AMAE HBY B EALmi2 T 1ER, 4
HBV R0 T 5 &5 09657 RALIE B A b, Az EmIE F15 A3 HBV B4 ey AR RAEAFE .
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Abstract: Hepatitis B virus (HBV) infection is one of the most serious public health problems. HBV

infection could lead to hepatitis B, and even further develop into hepatic cirrhosis and hepatocellular
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carcinoma. Interferon lambda (IFN-L) is a member of the interferon (IFN) family and an important cytokine
for antiviral defense. There are four members in IFN-A family, including IFN-A1, IFN-A2, IFN-A3, and
IFN-A4. The genetic polymorphisms in the /FN-A genes are associated with HBV replication and treatment

response of HBV patients. In this review, we summarized the roles of genetic polymorphisms of the /FN-1

genes played in HBV infection, disease progression and treatment, with the aim to better understand their

function. This review could serve as a reference for the HBV prevention and treatment of HBV patients, as

well as for future clinical usage.

Keywords: hepatitis B virus; interferon A; progression of disease; treatment effect

CHIF R Y55 (hepatitis B virus, HBV) &
SRR BRI, 2% BEE BT DNA
JRTEFHIERE T DNA Sk aE s, HE A B,
293200 bp, HBV #EAANESS , SN S
WUEE IR Z5H5  (covalently closed circular DNA,
cccDNA), cceDNA J&—2m B E 1) DNA,
HAEAIME N RS A TE R AR (AT HKRJLAER),
PR 520 HBV & GY 3 B BT 511 T ROR A
HBV 8y & 4 BR 1 Bl A e 2 20 3 1 [t
Pt A 4140 (World Health Organization,
WHO) %iit, #2015 E2ERAHA 3.25 (NI
e tEI R, Hd 2.57 A2 AR A R
RFEMEPUR (hepatitis B surface antigen, HBsAg)
FHE, B2 2 FEKSe  (chronic hepatitis B,
CHB), YA M A 1125 B 4 i A s X
IR 60% N HATEFEIZ M X, HaIX 24 X
ERZ B R EPER, T AT A K
RIS SR A R, S EOX SE i X HBV L
FFNATHAXT S W HBY R E 25 2
PR G2 A, Mo sh— it g g
PE HBV JE | D HEE 28 4 i hy Al A s 41 it
i (hepatocellular carcinoma, HCC)™!, B A3k [H
C S B4 L S e fh I BT R , {H
THE N O EBER K, HAWIZ & 5 H X BT 4%
PFR®IEN R, FEEEDE T RE. H
AR B8 FBIGY HBV B 259 T4k

http://journals.im.ac.cn/cjben

% a (interferon alpha, IFN-a) FIRZ “FETILE
(peginterferon, PegIFNs), #ififfid (tenofovir) F
BB R (entecavir) #7 B HUNK 8 25 IR IT AL
BT TR, BAEMELG . w25 .
AER A SO0, AT T K IAHT HBV 19697
Y,

HBV J& 4y | B F R R ANG T RO 2 3|
ZH MR, AR5 R
A FR L R T RERZ I HBV S
o 18 FE R E 5 B R TE HBV J&R L | i
PRI T RO P A 2 CEEMEN .. Cf
R, AKEAMMEPE (human leukocyte
antigens, HLAs), I 1. #ILHE IR |
toll FE3Z {4 (toll-like receptor, TLRs) 2§ f)istf%
Z 0055 HBV By S HA M e, 23K
20 KB M1 (genome-wide association studies,
GWAS) ZRRW], i Fistfe L 5184 HBV
YL IR T T4 E  (interferon lambda,
IFN-A) & — 28 B A B 28 F e 92 8 15 55 2 R
RIABE R 7, HF IFN-A B9S2 5040 HAG 4 4L
A A S, PO 7 RE ) 52 31— PR
{EUHCAZ R AE 0 rh ek T IRk TFN-DL 7T A
NTETE HBV BTG IT 25 . A SCH HBV %
e IFN-L G HE R 5t 4% 2 BV SR A 7 T
G, DR G 2 A AR IR T T2 A 24
B HR LA
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I INELES Y&

THZE (interferon, IFN) & 1957 4F Isaacs &5
FERIFSE LI I A B S — A i R, 2
— R HA BRI REN P EREE A TR
KA 3 FpZeR, Bp T R T RSAITIIR 3L &K
[ BT Z FRALHE IFN-a F1 TFN-B, 1178 F3k
FAUFE IFN-y, 17 IFN-A J& T 18 40 2 F Rk
SN AR R LY IFN-A1 (IL-29)
IFN-A2 (IL-28A) Fl IFN-A3 (IL-28B) ', DI K&
UTJUAE R B IFN-MAM BAR K R TR H
AT IBPURTERN Y FIRE, (HRARSEE T
PR R Iy A 22 31

IFN-A SR LN AL T A 19 S Q@
K q13.13 X, Hgifth ™45 2 AR 5 k45 H
AW . TFN-L KR Z KA BB A S
IFN-a/B FWRAFAERIR 2R, TFN-a/p FIEZ 1A
i IFN-o/f 521K 1 (interferon alpha receptor 1,
IFNAR1) F12 (IFNAR2) P4 [ 6 W7 K20 i
M IFN-A KR Z AR 2wl TR L 2K 1
(interferon lambda receptor 1, IFNR1) # S
10 3Z1A 2 (interleukin-10 receptor 2, IL-10R2) 41
SR R AR, BR IFN-A4 DISh, TFN-L K
TG R B3 2 11 FE 90 B AT A v B )R, TFIN-A
5 IFN-A2 Il IFN-A3 By [RIIEPES3 R 81%F0
96%!"'%, HHR IFN-A3 5 IFN-M4 (1 56K 4y 7
VA EZAS, B i T8 5 AR B 5Y
Yo7 Ok A el , & Z IRl 2 A e 9 [m)
1H 30%14,

R TFN-L 55 TFN-a/B ZE 05 R 51 1
SRR H 22 AR, B 8 1 F80E0E Janus
PG S 5 S 55 WG (Janus kinase-

signal transducer and activator of transcription,
JAK-STAT) {55!, WL HAERE 1Y

&: 010-64807509

[ # IFN (IFN-a #1 IEN-B) AH{L, JCie7EMsh
SRR B BR PR EE . BUMoR IS M
LR e RSV A P i = LI R IBURS .37
TFN- AZ 44 () Z2 it 200 Jf %) T AR A B30, 0%
i A OETR TR A R=R i S NI EG S PN P AN
BB L B AR T 52 45 R AR W] TEN-L KR i Bt L
AT ISR IRE, AR I s AT
M2 APETE JE 2 B et i A2
PE BB G 7 (human immunodeficiency virus,
HIV) W HU% . T IFN-L #H5TF IFN-o
BARIWER/INICE, BTl IFN-L A 645
UMW BB R s R s 2 —

IFN-L 55 Z P a1 52 9o 1) J G T AR RE &
JEHATRI KA . Chen SEl I WFFE A BL, TFN-A1
i 1 B E JAK-STAT 15 51 % 52 i 4% 1A
¥ -xB (nuclear factor kappa-B, NF-kB) HJ¥siz,
AT A1 T 5 240 B R T ARE 4R TR~ S NOD #52
& % F1 3 (nucleotide-binding oligomerzation
domain-like receptor protein 3, NLRP3) 4/
PRAIE AU, 2020 4F, Li SRR 5 Bt 22
IFN-A2 1 IFN-A3 A DU 5 40 R i sE
(interferon stimulated gene, ISGs) MYk MM
BEL TR R s B 1) Je g, o AR ARG 285 2 1t A
FrBERIRE ST, LAUD a3 5 S 1Y pl 28 Pk R AE
AT ek 55 O v RO BRI Z A, GWAS Y
FEAERAER IFN-A3 SER ) 15 2 28 5T A
JF 45 (hepatitis C virus, HCV) &L # 1y
a1 A R 2 SR YT I T BR R A A G
PER22 02013 4E, Prokunina-Olsson 25 1 AR iE
T IFN-M, %8 1 5 3Rk 32 218 T AR 1%
ZAMRZm, YR HIREZ SN A (single
nucleotide polymorphism, SNP) 511322783 N5
fi3EH AG B, IFN-M IEH Rk MiZ0s %
PEFER TT 5 30R 5 58 A58 1 fff 124 3 R AR 7 12
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IFN-M ATLIES: ISGs 3k, Ml S5 S
B S0 7 1 (signal transducers and activators
of transcription 1, STAT1) #1 2 (STAT2) JBEIR
b, DA T HLA 5 3 B R 4T B 1R ™
{H Eslam % F1 Ray 18 12 4317 i 98 FH-£F 4k 2
# 11 TFN-A3 Fl IFN-A4 A XU L 0l TFN-A3
SEZ X BONREMI AT, T IFN-M BUPR BT X
XK H R,

2 IFN-L A ¥ % HBV £ % ful 7
H1E A

Hi T IFN-L fE PR R s 4w , HOH
A B 50 2 MR 1 Shag , R e s
BETEIF R AR HBV 2%y rp & 44450 F B i
Mo 18P HBV JEgL 2 3 BT i 1 32 25
Wz —, HRFEdt e — Mo 4 D Be: ik
M 52 B B¢ (immune tolerant, IT)., 4% 16 M o
Bt (immune active, IA). JEE S8 £ B
& (inactive chronic hepatitis B, ICH) BBt Hl
S % e Bl PHME (hepatitis B e antigen
(HBeAg)-negative, ENEG) J#MrBt. IFN-A 7E
AR By TE HBV By b hREfA A — 2
fZE5 . 2017 4F, Romani 24041 T HBV J&i
BE AR BB 37 A A G BE R i Rk
0L, & B IFN-A2 fil IFN-A3 () mRNA kK
SPAEIT BrBeThm, TTE 1A BrBefeit, %55
FIRTTREV B EE XTI M HBV JR 8 i Rt ik i
TR B 14 R 251260

IFFE N B3 TEN-L 3] HBV 52 4l 13 7 119
BLHRTF T R ARG . 2005 4, Robek %
ANTF] 5] IFN-) b AT B HBV #4970 Bk AR 1k
JFadiffi & (HBV-Met), kil IFN-A X HBV & il
IR, 45 JLESE IFN-L A] LSS ISGs 1Y
Feik , T & HEM R HBV &2 il 5 thRER7 b 5

http://journals.im.ac.cn/cjben

ZWFFE L K PR IFN-A X HBV A3 64 AL ] 5
FoMh TR 2RSS0, 38 BH L 40 BT HBV A%
FITE RLE g HBYV B9 & HIPY, Sun 5% B
IFN-A 5 520 k7 20 e - 5 05 440 i 4 9% ) 3 TR
FRIEAN AN FE 4 BA B LA
P HBV YL H AR R R A Bl (dendritic
cell, DCs) B, i DC Pt ZHEEE Ty, HYom
5 FIHBR HBV M5t 1%, Bockmann 5%
N T A A E AR T4 R HepaRG 41 fifd
[ BAIIIA IFN (9T HBV E & B AEAE 22 5],
AP IFN-A1 fl IFN-A2 5 IFN-o YJEEA 2075 5
HBV cccDNA [ A%,

IFN-A3 J& H AT 2 1) TFN-L 75
51, Makjaroen %] IFN-A3 4bFRF4 5E & HBV
BT 22 (HepG2.2.15) J5 &3, IFN-A3
F AL T B HBV % A FI 40 i ) HBV DNA 7K
SRR, B S X LT R T4 E T, E
S5 TFN-A3 30 52 175 0 2 5 DR 118 & 25 DT 4100 )
T HBV p&E 4B, Yamada Z:[RIFEM] IFN-A3
XF HepG2.2.15 HMIZEATAR], UESE IFN-A3 [
ik T HBV cccDNA 45 A%, 71 H HBsAg FlZ Y
HFRAZ TR (hepatitis B core antigen, HBcAg)
F) 8 A B/, OS85 TFN-A3 1)
R BLE FEPY, Guo 28 HEFT T 28U B 55 15 51
FIRERZ581%, 2014 45, Cao 85T T A4
4% 27 (interleukin, 1L-27) Fl IFN-A1 275X
HBV & A EN], 4551 B/RTE IFN-a 1)
ST, IL-27 Al IFEN-AL B 48 A Al 17
HBV & H R RIX MR SCE I DNA BY&
O, DL EANIE SRR g AR R, TFN-A 7E40 i
HKOV-BEA A HBV 5 B a8 7, AT LL3E
15 S AU B 8 (1108, AT s AL 4
15 HBV [fE

HBV JE UL (1 2 P 7 v TFN-A R IR 15 150
VERPLBE A A TR AR XT3 /D, DU JR PR /)N RS 7
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W5 A . 2010 45, Pagliaccetti Z54R i IFN-A2
FERESEDR/IN BUFFIE o B 555 19T HBYV 164,
ML o IFN-A2 B95T HBV {5 PG, Al 6
T I3 2 X IFN-A2 H AT 300 i I Ak 1
B Giersch Z83FSZ T IFN-a Fil IEN-A REf%
A AL HBV &3 (1955 3L K/ U HBsAg 7K
SRS DL ERRSE R, TEN-A S0 R 5t IR TE
YL AT 2 B K- 3% HBY & il 5 A B
A EIE T, BB HBV MBLH EA £k
i, APl HBV B iyt Ak 28 T LA .

Cheng SFHIMFFELE RAE 1, HBV B E
3 3 O TP AL TEN B84 R R 5O 276 A
117 2 368 3 30 3 5 W 0 0 T 98 9 K AR e g i
1, AHIX — G ok TR 0 F R A A 1 T Y
HBV &y A, 7EHRVIEAR HBV RYLA
REICTS TFN BUR 53842 , (H L R RE R RE R 1L TFN
Wk s R R EBUR EEERPY. 7E HBV 5 HCV
MR R F Y IFN (5558 B il
HBV 80 VE Fgsss , 20 IFN {5 538 B 7E
P HBV Jig s 30 78 p oA EE R, HOH T U™
A AN N B PEAE HBV FRBOE (I R AN
EP DL RS Ss RN, B HBV SR AT Rk
AN UE HLAR Y TFN s 42 U i i 2k 4y, {H IFN
245 5 107 FE AR H At DR X% A 5 B ST
XA HBV B | 34 58 Kl R FAf HAg E 2
k.

HBV 0] 5 HAth 5 75 5 51 2% gy i 1 3 BORE
MRINE, HFTHFRFEE (hepatitis D virus,
HDV) 7EMRNAEK M AMMBTE HBY W2
5, B SEEEA N, HLR —& 45
FRRYL I R E . 2018 4, Zhang %5 kK BL7E R
ORI AN R IE 5 (melanoma differentiation-
associated gene 5, MDAS) 45T, HDV gE
TS TFN-B Al IFN-A & H R i 1SGs By ik,

&: 010-64807509

B IFN HIAHEA AW H HDV (42 HI1P%, HDV
J& YL 53 IFN-B M1 IFN-A (7K EFHE, fff HBV
PR R AL FRIBHE I, FEM TS 7% HBV 1Y
R EEYE T 400, A4 H AR B EY )
RED HrIk Al UL, HDV fEMS 38 TFN 2535 E 1
WAL SR, & FEMH HBV & 6l FBCR
i — it IS A B B HBV IRYT 6 it
Z—s

3 IFN-) W& %5K5 HBV #
RO B LA A K

WS NG IFN-). SER R fe 2250k (R
AR 2 AL, , single nucleotide polymorphism,
SNP) J&15 5 HBV JgZ S 3oy HA A G e I
THW5E . HF IFN-A3 1 SNP i1, rs12979860
1 18099917 5 HCV B M i i PR R 2 A
FHOEME, N2 HBV 83 ARE P45 BF 9% 19
WAL S X WIS SNPs (LR 5 TFN-A3 1
FiRkKFE B A M, Grzegorzewska ZF 5 &
P rs8099917 A% p5 TT 3k K I 3 35 #r
(hemodialysis, HD) ¥ £ H &K K TFN-A3
K, AH 7512979860 9 FE RN N TFN-A3 1)
TR K RS, BFIT/NLA T T OHD 3R
T R G W 2,3- B4 (indoleamine
2,3-dioxygenase, IDO) f¥ IDOI FE[RF1 IFN-\4
i) SNPs J& 755201 HBV ¥ 1 B fh % 5 HBV &
PeHEPi-HBs A WEE S, KB IDOI ) SNP 5
Pi-HBs (7= 4 JeAH K {2 IDO T FE N IFN-24
) SNP JEF A HAES5H0-HBs A9 K- HA
FHCHERY ) [RIREHL, TFN-A4 1 rs368234815 fii
ML A S BT-HBs 1T B K B A e
AG/AG FEH B HBV R 1H A0 A REE R Y
NGy P G B P -HBs, R IHZ A 5 A 3 [
RUR] DL SR BN AE 47 HBV B i B A 24
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P8 AN

2017 4f, Song F7EH [E = AHE HBV J&
Ye B FE AT IFN-23 (AR b, KRk
P SNPs 512979860, rs8099917 Fl rs12980275
() SE R R RN A6 (7 SL R AL S HBV B 56, (H
WE S H 40 e (leukomonocyte, LYM) K- 5
rs12979860 F1 rs12980275 F{FER A HA A5
PE, HEM LYM 7KV AT B8 32 2132 36 K st 15 A8 5 1
S, MR s AR i SR ) Bl X HBV Jkge
H IFN-L RERZEWRSZ, X HiEfr
Meta 43 iR IE W HCE B Z . 2016 45, Zhang
LAY e B IFN-A3 rs8099917 [ KL TT 7] ik
5 HBV B SEA HCC KSFEMRAE, Wi
rs8099917 A KL G Fl 512979860 1) TT
PRI U T B 234 i HBV 33019 HCC i KU,
Qin FM A HT45 RIUESE T Zhang FHI4518, I
HA&ZB IFN-3 rs12979860 ) CC &K Rl h 5E T
B i HBV 512 i HCCY, SR, it i Meta
A3 AT 45 R R TGS I R A 2 o B
IFN-13 1 rs12979860 .rs12980275 Fl rs8099917
2 HBV B B E MG RS 5 o1,
R, T AR AR I RsE, Lot
AN ) B G B RO [R]85 B I R 5 HBV Jk e
ARG

IFN-2 SN Z 8RR T5 HBV L5 &
G E I 2B e TR R B S B A g
HLAGAH S A, o FT BE A 2o 5 I Ath 5 DR AR O EK
HYERZ I HBY BE M A RN B SRR
2017 4F, Chen SFFEHE AT T 397 £
HBV MHCHE PR B . 434 £ HBV IR )5
B &I BR A 1 238 £ il AR IFN-14 FE[H £
S, KREI IFN-14 1) SNP 5 HBV & K A
RAGBRZ A G . (HATTUESE T HLA-DQ
LR 159275319 Il IFN-)4 FEIH ) rs12971396
1 rs12979860 i 5 HAT SNP-SNP H.Bh/EH M

http://journals.im.ac.cn/cjben

SR HBV B 5 B E 0 A RIERY . Ma
BT 3 128 NiDURSZRE (5 3 il T
HEZH . HBV H4RIERR4L. CHB 4. JHil{bgl Fn
HCC 41) #47 IFN S H 32 RS A i ik PR R 4y
Mr, #EW IFN-24 FERHE) 3 4 SNP i sX
rs12971396 . rs8113007 F rs7248668 W BE S
HBV gy J H 5 300 i i R b R i) s 22 5
RN, I H R HA TR LSS (i
IFNAI . IFNA2 . IFNLRI Fl IFNAR2 %) il 1&
E HBV UL 45 R T 504 1 e HE )

HHT4EXF IFN-23 F1 IFN-24 3R 845728 H
5 HBV &G e i M B AR BREERIOC R 1
WA Z , (AR ARERER 45 R B A
—EMESE, HILE LY KRS —
HRIEHAER . W, nTROEA SRS
[ SNP A3z 5 14 /AN [ i R B ) e A 7 P9 SR (A
MR TR RIRTOR . A B0 XA SE) i
1740 Bl A S K- Sh REBF Y, W iZ 25
SNP v s J 5 %7 HBV kYL | B85 2 75
b B2 ER, SR B R D RE M A
gt WA, FTEYRMESE IFN-L KRR T
Ah 2 AR, TR A 53 BT 12 K 1 5 R 7E HBV
G g/, NPT HBV #7245 RO WF & 25 5 B
WA

4 IFN-) ZE%AHL HBY RER
BN HRNF R H R

IFN-a 1 PegIFNs JZIfi K _iA¥7 12 PE HBV
BB MH ALY, N IFN-. JER LA 5 e ek
UESE S B 10 HBV H A B HAH S, R4
JE TR IRHE R Y SNP A7 i o PR Y g S5 457 i [A AU 1
Z 5 3| 25 Y30 97 Ja 0908 B HF 28 A
(sustained virological response, SVR) Wg? 2012 4F,
Sonneveld WAL T BRI FIE I 11 %K & B
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205 5|33 PeglFNIRYT I Z T e L) (hepatitis
B e antigen, HBeAg) FHMMLIFEE, W5 H:
IFN-13 525 SNP 5 PegIFN 67 J Ifil i HBeAg
AL FR, BRI IFN-A3 BN rs12980275 Fi
rs12979860 f1 3 K 71 5 g8 3 1L 3 1 HBeAg ¥ FH
PR AT SR, Galmozzi Z87E H A I
E AR AT TR, ARG RS
Sonneveld 5 [R] A 45 18, X 7] BE 2 A58 X
% FEARBESE RGAIT A W B RR R R R
M 2aR, R E U —2 R HiE st

Domagalski %507 T 52 #4%5% PEG-IFNa-2a
BIF AR ALE CHB 1Y IFN-13 MENFAF IR &
Al (oligoadenylate synthetase, OAS) FEL[H 04S
HE AL As S G5 R SR IFN-13 JENAY rs12979860
RSP R & UFERE (oligoadenylate synthetase
like, OASL) K[ OASL ) rs10849829 LA}z OAS
HAIEH 44~ SNP AR AR S22 T RIA
7R JLEE CHB I R T HAT AR 4R,
Wei SE7E4T T RAUBIGEG , ZIRUESE IFN-A3 235
PRI CHB H# i PeglFNo-2a IGJ7 SR,
filt, Vergori EE T 70 #f8ME HBV B#F
(80% 1A N) IFN-A3 1) 6 1~ SNPs (rs12980275 .
rs8105790, rs8099917 . rs7248668 . rs12979860
M rs10853728) WFERAY, 454 HE 1Y HBsAg
JK- . HBV 5 5 285 Al HBV &K B 9045 40 #r
gE L R IFN-)3 () SNP J:[H % 5 HBsAg /K-
HA IR B S 2, AR A % IFN-A3
W% AR 5 HBV &L ¥ PeglFNs 1) SVR AYAH
KW RS A —3, RATge SFAR, BH
FRIE (BLAE RN AI %)  HBV R B DL JIR T
TRNEFAR (1), EFTHLHEANR
H58T

W% IFN-)3 5N, IFN-).4 3£[X SNP 15368234815
1) Z 8 H O THF98 CHB 35 PeglFNs

&: 010-64807509

TRITRBORAYIEAL . Limothai Xf 254 44 7% [ HBV
YL (107 151 HBeAg B F1 147 5]l HBeAg
FAYE) B rs368234815 4T HE R BIMN & , 43 Hr 3L
5 H PeglFNs JRITRCRIAHCHE, 45Kk
B 220 KA B R 2017 4,
Galmozzi S5 XF 42 T PeglFNa JA¥7 1 126 5Kk
P HBeAg BT CHB & #4734 DNA
434, PEAS IFN-A4 B 2757 5 B3 HBsAg
KK F, KB IFN-24 FEIH SNP i A5
rs368234815 Fl rs117648444 K=K B IBEA 43 B
YA B T HBsAg BA: CHB & 1% IFN jf
JERORPY, Gk % 4 T CHB % IFN-A3
I IFN-A4 3 R Z2 25 PE X BT 3510 97 2B RUR
BRI, 45NN IFN-A4 FER A 2 250k 0] fg
XFH CHB M35 MHi 89097 T i 16 5
O R WL, IFN-A4 FEDR 384 5 RS A
RIEANFE AR HBV J&YeE b i fEi i & A
R (&1, TR KA.

5 RE5R%

SZ, % HBV YL E LTI TFN-L 5 5
R 2 8 A R 2, (HZ2 554
i IFN-13 F1 IFN-24 J:R A2 5, X
IFN-A1 Fll IFN-7.2 (/)45 7% 5 5 HBV s Je B
WA S0 o B AR ] A P I 3
R A 9 25 R AR B — B 258, H IR REE
T AR L Rk . FEAREGE . IRy 2 oy
ML AR S8 (3R 1o BEAM, IFN-A F%
(AL A IR XT HBV JEge | B 3 i it
Ji& Ba T SR A B A A E R A, R,
W A7 W BLAE AN [A] HBV Jgkge A B o % TFN-A K i
A WAL Z AT R IRAM ST 58T, i it
— S HAE T, S HBV B 1B A~ AL 167
PEALH IS LA
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Fz1 IFN-AKEERBEESZRES HBV B RELE

Table 1 Correlations between IFN-A family genetic polymorphisms and HBV infection
SNP Wild-type/  Population Samples Patient HBV Association  References
variant allele characteristics genotypes with HBV
(Yes/No)
IFN-13
rs12979860 C/T European and Asian 205 + A,B,C,D Yes [49]
Caucasian 52 - _b Yes [51]
Asian and Caucasian 701 +,— A,B,C,D No [52]
Caucasian 70 D Yes [53]
rs12980275 A/G European and Asian 205 A,B,C,D Yes [49]
Asian and White 701 +,— A,B,C,D No [52]
Caucasian 70 - D Yes [53]
rs8099917 T/G Asian and Caucasian 701 +,— A,B,C,D No [52]
Chinese Han 140 - _b Yes [56]
rs8105790 T/C Caucasian 70 - D Yes [53]
IFN-14
rs368234815 AG/TT Thai 254 +,— B.C No [54]
European 126 - D Yes [55]
Chinese Han 140 = b No [56]
rsl17648444 C/T European 126 - D Yes [55]

a: no survey about patient characteristics; b: no survey about HBV genotypes; +: HBeAg-positive; — HBeAg-negative.

(1]
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