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WE  IFNARH AN 2 L AA THEG4ME T, & IFN-LL, IFN-22 fo IFN-A3 41
&, WFRIE IL29, IL28A Fu IL28B. IFN- A it 5 H TR E MG HTE TR, ZEE4Y
B 4F S M B IEN-AR1 VAR 5 TL-10 48 5 o 28 0 B F S5 A 89 2 4K IL-10R2 41 Ak, IFN-AE E 3
& Jak-STAT BEF TR EF. . JuE RSB RECE Rt e R, HBREH L

KA

IEN-L

f& 5@
P
ERHERS AN

IL-10 #HLH T K RAE L. FF IFNAXERAWRE N REAREYN, £—2RE LR
IEN-o.£ {0, # % TRIF, RIG-I % IRF7 i@ %. 1L28B W% H 8 £ A 5 WA BT %K & HCV)
BB KMERK HCV BRAIT iE N RA KK, Fa IFN-AH LUE R &R B # IFN-aiB)7
HCV Rt — N E AR 3. ARG T IFN-AH — 8t 5 # &, % T IFN-LH 1R £ HL %

E BT 2 R A .

IFN-A(interferon-A)+2& £F 2003 SE4% 2 ANJHAL FIHF
5T A 3L A A B IR) — o (1 TIL S 40 i DS K e,
IFN-A1, IFN-A2 Fl IEN-A3(tF% 4% 29(interleukin
29,1L29). FI41 % 28A(IL28A) I 14 2 28B(IL28B))
k. IEN-AILAE ek N T 4 35, AR 4 FL 451
FRAE 24k AW D Re A T 2 1T 2 T & X 4y
JFPL e AR — A RE 9 B IFN-AR1(CRF2-12
(cytokine receptor family 2 member 12))F1 IL-10R2
(CRF2-4) & i ) ¢ — iA=L &4, Wi
Jak-STAT(Janus kinase-signal transducers and activators
of transcription)fis 5 1l B K BEAT (5 544 2, KL/
Y12 oM. IFN-AR1 EBAFLE T 1 414000 40 g,
WA IO BN SOV b R a0 B A 40 A, — 284
FEAN Mt Al LU= IEN-ART; 111 TL-10R2 JULEAR £ 41
Wb ik, [RINHB A TL-10, TL-22 I TL-26 24 5 &)

43>, Lind 25 NTWTIEH R T A
PRI 4t 25 5246 TEN-AR1 [F363%, MR IEN-L
T P B TR AT 5 A I e PR T A, A T T
M, AAN IEN-AR1 3K 040 i 2570 ml fE A& R O 1R
% A1 0 2 7R - A TS T AR B R L. TEN-A A AE A
X A BP0 M S R e e A 3 T K e g AN i
Az, R SR AN e R DALE R S A
Morb A b R i PO IRN-A AR A S
PO DUBIRE . PO AN G g s 1

1 TFN-AFi1 IFN-AR1 SR 4544

IFN-A ML TR (R4 0 22 5 R R AL 2 B A~F 6 MIRiE
ZH %, 6 MRTE LA A JE A AR ZE £, e A, C, D,
F JER— bR b= B R R DY s (& 1), 4l

SIS R, x5z, SRR TR R BT, R ARk, 2015, 45: 142-155
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B 1 IFN-A1F1IFN-AR1 SE&5WIHERH

IEN-AffRZ OG5 X TL-10 KL, oA
9 TEN-AH A BETES A 2 AN 1 AN R R % 1) ol i
MAE 1A RE—ol@lE, FimsS 1L-19 WK EE N
FAH IFN-L TEN=y [ @5 R ARPE AR =, 3L romus.d.
R 2.6 A; i IEN-LS T BT & 10 a5 AU AT
PR, BEAREATERZ AW D BE A BLEN,

IFN-A2 FI1 IFN-A3 BA7 7 Mg, Bk 3 A4
P o Bt 7 U D L1 e S O g AR 7
PR R-16 N2 PR ER-115 2 0], 8 N A b [X 5k
D IBTEM R, 2R 2 AN B R -50 AP
RIR-148 2 10), EH: AB WEUIE M) [ AR F Eie (1 46
by B 3N IR Y DR 2R 157 IR R R- 164 2
|, 75 F BRBEM RN/, £ TFN-A2 il
IFN-A3 FERMET 2 Mo F W e A E T
IFN-AL s FIRMESG | A EHERERIE R T
] A, B MO A T el

IFN-AR1 B 3 NI i, B 46 & A 206 2d K
PRI B AMIX . 23 AR IR 11w B o5 i P A e 1 5 i
DX (B TR0 B8 T i — A~ ol ) LA S AL 7 207 NE IR
MR XM, e B AN AR CEE 4 1 45 A e ),
i 2 NB=IA S MR D1 A D2 i, — o ARSI
TR ALK, IFN-AR] 25 A5 13 N, K
L1~L13, D1 #l D2 &5# 38 H 1 ANEFR L7 FI3F L13 2
IR IR R e B, VA 5 RIS 1 11201, TOLss UL
(LSS AW

TEN-AP) 52 A 45 B A7 1 AT LA 43 7 A 1 R A
2. FEAE 1, ABENE S IFN-AR1 ) D1 45 /)45 (131 L3,
L5, L7 #HEAE T, MiAEAL A5 2, FIZJiE 5 IEN-AR1 [H3R
L9 FIFN L13 AHEAEM. AHEAE G2 gk )

RV AP B Ak, i 9 A LA AT R T A ) D 45
%, WnEs RO IGIEN, BLR s KA B AEH
TR 5 i A B AR R RR

IFN-L1R Fl1 TL-10R2 ELAA 0 AH B AT FH 2 11 1 A
€, IEN-A P 75 4F 2 B 4% IFN-A3, IFN-LAL,
IFN-A2 #< VCi#, IFN-A3 b IFN-A2 5 5 16 1%,
EEMRAG T AR T R 22 5 aligr T DL
B IL-10R2 [P 520 B e, DROAEX 7 N8 R (1) A B 40
ANFE IFN-A/IFN-AR1T EA YA BAE &, 12
HR5E A7 T U2 C/D/E FIFR AB b R W] fE T ix sbAp 7
WA T TFN-A3 F IFN-A2 5 TL-10R2 (A B AEH, M
IR T A 5 o 5 B RE SIS R), 3 B R AL R R
R AR,

2 IFN-2EE N SR R e s

TFN-2JE AT T Y44 19q13.13 [ 3L X 20 5 B
ACO11445.6 U IFN-AR R &4 %2 40 571,
IFN-A2 ®VIFN-A3 3% 6 NN R ¥, IFN-A1 7% 54>
AN F, IFN-22 1 IFN-23 2 4N 27k 59887
WBFRANE T 1), HRE 1 AN i s e a2 iR
FE N 1) 4 AN IR 1 46 G i X 200 IFN-AFE RN & 7
Hh T4 ZR S5 [R] TL-10 AH 5% R 20 B IR 1R 2 BL=Y,
RE IFN-2HER N & IR ZERR, HAME 1)
KNS LB TN T/ 57156 45 R HE B840 = 5 O <7,
X5 A TL-10 A 40 i 7 56 DR — 2 22,

IFN-A3 JERME IR T 1 NS IFN-A1 A
IFN-22 FER R B, i BeAE g sl fa, DAk sk
()77 ) OB AN HE A BIBE AL, =2k IFN-A3 KDL
IFN-23 KX JU A IFN-22 R AE IFN-A1 K2R
[H), PIATE R IFN-A3 JE R B By (1) IFN-A1 &R 72
RAIERA, TEJEAREH IFN-A1 FER X8 g 3
YU — LI R B, w1 NS DIRER SR, R
{E IFN-24 ¥,

TFN-23E R (1) J5 3 4 T A7 A AR 2 352 (1) 5%

AP NF-«kB(nuclear factor kappa-light-chain-
enhancer of activated B cells)™ 20/ 22 Fiofis 55 NV 25 70
-, 25 B TPt & 8 15 A F (interferon  regulatory

WA EL, AT IFN-AE B3, g
1L IRF3 il IRF7 /445 &7 5 /) IRF 454 ot
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(IRF-binding elements, IBEs), A7 7E T IFN-BHEA 1)
JE By e,

IFN-A1 55 R R 55 715 1 IRF3 B IRF7 4%, (H
X} IFN-22 F1IFN-A3 3L R A 87, HliEE 2 m
WHT IRF7PO. X ARRE T IFN-AT1 FE R [ 28 LA
I IFN-A2/IFN-23 3 R R 305 F0 N 25 50 IR 11 8)) ) 2 2%
St 4 IRF3 4L )32 Riki IRFT %A P%
NF-kB n] DUl T IRFs Bl 5 IFN-AE R R IE,
T IFN-2FE R 28 3ty NF-xB &5 507 55 2R 4, IX L6y 0
AT LAE 5T Alu(Arthrobacter luteus)f1 LTR(long
terminal repeat) 5 & 1154 6 1 01 KA AR I B,

3 IFN-2ZER BT

e I T ENERNERIL EER 3 &%
(1) 4EFPRE SHIN T (retinoic acid-inducible gene
[, RIG-1)ili%. 1 RNA J§ 55 YL 7 g 2559,
(i1) TRIF(TIR-domain-containing adapter-inducing
interferon-B) 1 % , 1 i Toll Ff %2 4& 3(Toll-like
receptor 3, TLR3)H1 TLR4 47 5& (4% 3% & (4 TRIFS640;
(iii) IRF7 i #%. 1 TLR7/8 F1 TLRO il i 00t 4% sk X
T IRF7UY. Gl 6 2 1% S IFN-A3E R 3 348 Tl i
RIG-I, IRF-3 1 NF-kB () 5 Z {: Fi, Onoguchi % \**
P, ARG R, IFN-ART T 8130 & (3 N R0k
B AN AH ] A LA 4 8E . Osterlund 28 NP iR T
FKALL i RIG-T A T 10 %, TLR3 /v 310
TRIF {155 % S8 TLR7/8 /3 IBETE MR & =
I AL [H] 88(myeloid differentiation primary response
gene 88, MyD88)ff #1113t % # il LAWLE IFN-A1 )3
B sk, MILLZ R, IFN-A2 I IFN-A3 JE R 31
F B4 MyD8S K # l i IRF7 (45 5 18 3% TGS,
EONFEJE FIERL IRFL 30E, 10 IRFS FI IRFS NIAfE
753 IFN- AR R RIE, 540 IRF8 nl e +4t IRF7 )
DNA £54 i IRF7 RS AFE5E.

AN [ 411 () BIF 50 A T R T 4k R R AR s v
TFN-AF 577 A2 R % v 40 B DR 7. R R U R B
SOR40 M, TLR2 IIBCAAARE TS T IFN-AHE IR,
TLR3 1 TLRO (1) 42 GERITE IFN-ATR) 7 AR Ty ik 2]
PUWG R LR 015 F U2 PR 2 1) 40 L o B9 2 S e b
PR B A N IEN-APUR B SN, AEZ2E 1) A0 JE
I PN Z AN ] TLR7 BCARS S0, e 2124
1) IFN-A 25 0800, SR/ PR A AH G I S e AR A e flt 7
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W TLR7 hfgMEE RN E, FN$RT TLR7 £
TEN-L= A3 6 o i 28 4 ) 78 S0 B i i
thiE Sz 7 TLR3 Al TLR7/8 & iZ 40 Murh 3= Sk iy
IEN-L5 58, (& 76PN B8 35 1R SO0 B 4
TLR7/8 AHEH G774 IFN-A*Y. BDCA3 B SR 41
ERFAE R IR 2, £ BDCA3 W SR 4n gk, H
TLR1, TLR2, TLR3, TLR6, TLR7/8 #1 TLRY it 44 4l
B, N A TLR3 IR A g3 B00m 1) IFN-As AR
I H. BDCAZ M SR GH i A —Ff TRIF AR ) 38 2% iR
S A B 48 955 B (hepatitis C virus, HCV)Jf77 2 IFN-A,
Il TRIF & TLR3 /1038 % oA B B2 R AL
FE A TR IR AR S b 4 e A TLR1/2, TLR3,
TLR4, TLRS5, TLR7 A1 TLRY (%) Hc A4 J3 51 sl 3 20 o,
Ry W0 30 38 5 AN TR I IR) Y TENs [ 77 4, 45 SR
IEN-ME 140 M0 rp L= AE T4 &, JFH TLR3 2
ME—A 5 IEN-AP A2 TLRs™. S48, A i
W R 41 RE il i TLR3/RIG-1 /v S5 58 S 2400
AL R A R G 5 T N SR oI N S i 5 e S O
(human immunodeficiency virus, HIV) ]/ 4e, 55iH T
TLR3/RIG-7E TFN-A;7 A5 ) 7 5 4 i 101,

/NF# RNA(small interfering RNA, siRNA)H] LA
Wik RIG-T FIT#E#Ey B FHEE 16 Hiik(interferon
gamma-inducible protein 16, IFT16)15 5 i # il 55
DNA 7 $ 15 DNA Ji i3~ IEN-A1 (1774,
siRNA 7 I HBEFR 50 T3 RNA BLUTER RNA, /&
21~25 nt H RNA XUEE, W Tk e 2 N 1 2
KW FE SIRNA fFAERI4E R, siRNA XUEE 1 JF IE
N e XA RERE RIG-1 R 59 TFI16 B,
RIG-I-siRNA-IFI16 £ &4, 44 7K DNA 5 DNA
WEEf, IF116 ME 5445 #5115 DNA Bl DNA i &
gi & BUR UM STING(stimulator of interferon
genes)-TBK1(TANK-binding kinase 1)-IRF3 i 5 ifi
%, %53 IFN-A1 [0, 10 i 1] LU 5 IFN-BIT)
3" [E I RIG- [ /MAVS(mitochondrial antiviral-
signaling protein)if #1373 2 5 | IFN-A1 [¥15- 58
% 101

IFN-ASE PR AT DLZE TFN-afl TEN-AJR 33~
Wik S, B TFN-AJEDN B 5 T4 20k
[ (interferon-stimulated gene, ISG), &/~ IFN-AFEH
Al DL H B B IPN-A ] B SE ¥ 3(interferon-
stimulated gamma factor 3, ISGF3)ak 3 HAh T4t 215
S SR i e RO
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H A& AN RER E 2 5T TFN-A™ A4 ) i
54 A AT, R AR I T BT RS
P EARALURIIL 5 5 AT (10 5 T

4 IFN-LFTHIfE 54

5 1T BT, IRN-AF RIS Jak/STAT i
BE1T(E 2). TEN-L S HSZ 4 1) 45 45 18 Janus S5
ZR W RO ) E B AL, JUILAE Tak 1 I 2R L
2(tyrosine kinase 2, Tyk2), Fifi/5 Jaks fff STAT1
STAT2 LIMms GBI AL e RE bl iy rp gl
LS STAT3, STAT4 Al STATSPY. ER 1LY
STAT1 M STAT2 JEIk 2Rk, ¥R RIgitz+, 5
IRF9 JE 1 ISGF3 & &%), % G457 5 DNA L
TP F A B G (interferon-stimulated response
element, ISREs) |-, 55 ISGs H#63%, Hiltn, FARHE
PR FIE 1(2'-5'-oligoadenylate synthetase 1, OAS1),
MXI1(MX dynamin-like GTPase 1), EIF2AK?2 (eukar-
yotic translation initiation factor 2-alpha kinase 2)#l
IRF7 (¥ BT IR ISGF3 A4, BRI
STAT1 v] LU B[Rl — 2R A&, 456 240 %= -y IBas 4

Ri(interferon-gammaactivated site, GAS) I+, 15 34
FANHI T 2 [ 2 TL 10

TEN-R) S U0 38 36t 0 B AR 23 288 D 3 A 2 11 e
(mitogen-activated protein kinase, MAPK)ifi [, p38 Al
INK(c-Jun N-terminal kinases)H 317 571 & 2% /> T
IEN-ARIC T 1SGS6 [14E A K7, IEN-LAI U 1)
b an e B SO AN T T B 1/2(extra-
cellular-signal-regulated kinases-1/2, ERK-1/2)F1% [
P4 B(protein kinase B, Akt)I0HDY, J5# K IFN-A
(1) | N 7 i IR W UL EE 3 3 B (phosphoinositide
3-kinase, PI3K) 4, ‘4146 R Jak-STAT i it i
£ 1EP, Jak-STAT 3l 4 /& TFN-AJE DR 7 K CSF 1 O gk
PTHLE], RS RPEACE FIHLEI AN 4E.

TEN- 0] DA 40 A0 P45 -5 14 779 i (ERK) i
i, Kroczynska %5 NPV 58t 26 WA, TRN-AF IR 5L
W) W% 2% #085 ( (mammalian target of rapamycin,
mTOR ) H R 5 HRUENY, WS ARE R S6
Wl S LN AR R A R B S6 MEAZ BRI A
4B-454 H 1(eukaryotic translation initiation factor
4E-binding protein 1, 4E-BP1); I H., IFN-AHI ¥ 5 2L
MEK (mitogen-activated protein kinase kinase)/ERK {5

p [ BT ER

<
IFNAR1 ( .
(_,

MAFHER

IFN-ARL IL-10R2 R

22l

B2 IMATFRRE I BHEFHER TS 58
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5 T B RS R R UiE POO RZ A AAER 11 S6 B 1(ribo-
somal protein S6 kinase alpha-1, RSK1)ffjZ 5. RSK1
Gt A 4E-BP1 S5 % 1| ANE &Y, 4543
H % 2 U5 [N “F 4E(eukaryotic translation initiation
factor 4E, elF4E) F——HAZHCIH M T 4F B 59141
BB 4, LA — 40 i 28 70 R S v 6 R e U7 oK BHL
mRNA B, — Bk IFN-LH 75 MEK/ERK
W BRI, RSKL B 30 - R 1K 4E-BP1 E 1Y) 5 2 IR
37/46 {7 pi, {315 eIF4E 43 15, T elF4F 4515
DA R, 6 U M A R 1 o 26

5 IFN- G #AEH

EARFE R RNA 50 DNA J55 28 )R 44 4 Fi
RAME Z g0 v] 7748 TEN-A, TSR 5. BT 5% 0%
B KD R AR W ONRFERE. &
s g A A 7100000 A B N G e B B
BE(HIV) WPIRE 95 2 A A B 9890 BE(HC V).

76 BV 40 i TEN-A1, IEN-A2 I IEN-A3 #FE A5
PUHIV ({2 fE. {HIFN-A3 $t HIV [f1fE 77 558, TFN-A3
WL Jak-STAT il B HIV FG R EZ &), FiiE
NI ISGs ik, FF H—FhkE T HIV 40 i K
¥ APOBEC3G/APOBEC3F(apolipoprotein B mRNA
editing enzyme, catalytic polypeptide-like 3G/ 3F) 14§
S ] HIV &GS 1195 1 2K 11 tetherin 18 i Jak-STAT
WS SR

IFN-A3 it kb GE R % 1%S TLR3 [FREC.
TLR3 Rl K 22 20 75 A6 H 2 0 R vh s 2 7 AR XUk
RNA a4k, gk 5 2802 Bl R U 2 G ik
288 SN X B BRI S, TLR3 SR Z 5t HIV K1
Ik T Fdhl HIV &6, BHE: (1) 41 mm
microRNAs(miRNA-28, miRNA-125b, miRNA-150,
miRNA-223, miRNA-382), ‘&A1 o fffi 5 11 HIV FR
HIE 7 (i1) CC b IRF, fEA CCRS A4, @il
S A B HIV 5 25 8 0E A\ 41 e ; (iii) APOBEC3G
H1 tetherin'®. TEN-AXF HIV-1 (¥ 5400 55 2 P07 Hoax
B R0 e S I T AR A R s HIV-1 [EEA. HIV-1
JEH IFN-MEEL L 41 48 h Jm, HIV-1 [FJE K 41 4
LR T BT AN 40%~50% 1/ [FIFE, HIV-1
Ja ¥, ARBIY)LHETY) 2 85 P) 1 HIV-1 mRNA
B 50% 1 FFAE. 7E/R4E CD4Y T 41 B I aF 5
FaH T PR AR i U AT AR R R, X AT 4
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W, FRTI — WA, O IFN-L T Ak 21 R Jk
HIV-1 )4k I 5/ 2% 40} (peripheral blood mon-
onuclear cells, PBMCs)al CD4" T 4/ & ] LAt =
HIV-1 SZARFI L2 A 30k, DA i (2 2B 2 10 45 & &
A 40,

P W0 2 6 F0 B 5 PRI B M A B
o3 HE A, PR O R K G T U 26 T HL A% 0 e 2 v
Jilis (R Ak, TR A IR, e S 8O A
B W R AT R R — U9 C e,
TN 77 AR A 175 2 0 i 508 A 1071 I Wiy 38 4 ey
TRRE D FB S g e G T8 R B R
JH R 22 i A ERE N S5 3 S BUZ AR IRN-AW % S Rk,
I HLG | A SBR[ e Ak, W TEN-A ] LA —
Tt 0 4 T B8 BHL L W Ak, %5 T TLR3 £EXT L
B3 T B A 2 R A N R f B A T A K IR
ZHEIOE TLR4 1 %70 IEN-LHAS /2 7l figws )2 TLR3
AT TLR4 3 % 1) AN i

WP T8 17 20 2 WP R 3 9 45 4 11 3 2 40 i
R MMM AIR = KE ) TLR2, TLR3, TLRS Al
TLR6, ‘B AIT#0 T AE i 3 iz A K R 7 52 f (epider-
mal growth factor receptor, EGFR) A4 4K 4 (1 7
KBS, B IL-8 Ml W BRI, PRk
PR APE 2 N RN JRAE Je g 7274,

723 PR TP, 0T R PO B e
N, TEN-L 2 00 H 5 25 2 (4 F 2770, I 3 9
BRI 1 2R B A KR 32 AR BES LU IRF1 1
(10 308 B A0 ) TEIN-AUFR) 77 A2 T80 33— AN 3B 0 24161
PRI b B 4 M B BB AR LR, TRF3 A1 IRF7 &
IEN-o/B77 25 (57, (B2 781, IRF1 AN /& IRF3
¥ IRF7 2R TS IEN-AE AR E T XY
AN 2 TS 45 FEAN T e W T 95 7 R S P WL
Fe 41 f i S IRF1 7724 DL & IRF1 A1 IEN-AJE 814 A
AR EGFR # IRF1 2 [ 15 58 SE 15
T

NG E g firb, RIG-T #Bi TEN-AE S
T B 2 7 X T TR A A R IR I B
PR £ 2 AR I B 2 Y b A R A M R
B € 40 Ml (plasmacytoid dendritic cells, pDCs) J& ,
IFN-o/BF1 IRN-A 2774, (H & TRN-AZEAR A IR ]
FRAENACE B 2, o T AR RO Y S
470996 25 997 080 1) 5 5 A7 193, — I TE BN L
B N M R I S S, AU R A R 2R
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Iy B I YL T BN TN TG M 4 (reactive oxygen species,
ROS)®Y. HUR LLRTATHRE ROS F MW I 8 48 JE R
W5 BE K 2y 2 —B5 H ROS #EAIFS<9 & EGER (1]
WOEB T EGFR ] IFN-AJf 722 A2 870 (F g F R 3
JE ARG LR AN 1) ROS 77 AT I, it B4
IFN-ABLF B ROS(HH REDR /> TFN-AIR) 7= A8 )& g fd
PRI IO PRI I, $¢75 7 ROS A5 HY 2L i 8
FES T 10 TRN-LE 500 8 v ) J L4 1259,

PR R T 98 903 73 B G A 03 1 T 48 P9 11 3 2 Ji A
Z—, RN — A EER R HErinIr
HCV L (W hRUE 7720 K 48 JI 2R 2 etk T4k
Fa-2a BT FRa-2b SR EFHRPEATTE, Ha
ok 7 I EIAE . BOR 2 IR R W], VR T
HCV & He b, IFN-A 1] AL EF IFN-a.

LA 7 R I, TRN-ALE 41 i Huh7 9 6% B
1k HCV Sl 7 WL A 4 KR = H. EA
IR A AN B (Mus musculus) T IFEAR R A IEN-L R
AN AR SRV R BR HOV G130, JF H P& 1 i
JoC AR R 2R LMY R 1 B A W) (cationic  liposome-
polyinosinic-polycytidylic acid, LIC-pIC)if5 5 ) IFN-A/*
A S AR R AR B Sk Ay PR KR PUR RS S R A
T (MAVS) #1 Toll/IL-1R 45 ¥y 38 1) # 3k 2 7 -1
(Toll-like receptor adaptor molecule 1, TICAM-1)f1 XX
FIRNAT, £W T RIG-I M TLR3 7F IEN-A S
(16 A 01,

BAR W, HOV LR 29 85— FF, A oty
(1) BIL A 1 1) R 3 38 1 3= U 5 K1 (- TRNs) 1) 5%
i, HCV 4 [ NS3/4 & (A REFL 1 MAVS Hil TRIF
g, Hlid R 2 AFE LIS Jak/STAT {5 53
28 R AR Z W50, IRN-A K 5 e X
HCV 900 28 ORI A IS5, R HCV LT ik
W3R TEN-AMF B 5E R N, T H IFN- AL 1)
ST HCV 1) RNA SR A UL RIG-T K11 77 X155
F, HCV ) RNA EABEARAERIN 8RN, 75T
0 R P AR S R S SN 5 L T I A5 5 A R 4%
S S5 T AR AR EE Y EE AT R ) S
WARPRIESE, 78 Huh7 4, HCV FIIL #E &
115 TLR3E 54 5, JF HAWHI M A ¥ IEN-L1/1SG 3£
KOS KT T AER A S ARSI R RS R [AR A
AN L HCV b R RN 26 R G 8 W 25 2 (8] ) — /N AN )
ORIV S SINR L I8

2009 4E, — RANMAL ISR T IL28B K5

A R % 21 (single nucleotide polymorphism, SNP)
L5 RTS8 TR Y S 097 2 MR R, Ge 5 AP
B LN T 1s12979860 SNP. & A5 44 A Jit [K] 7Y
(rs12979860 CC) 1) & & #H L T 77 A7 A F) K& P 3¢
(rs12979860 TT & CT)M i 18 SL i 58 £ — B Ak T4k
Fo G R BB ITIEE, A 2 50T BE LI RF4E
PRI BE S . B S, Tanaka 28 AP7R1 Suppiah %5 A%
i 7 1s8099917(TT AHILF GT/IGG)Z 1 ™5
rs12979860 AHAR 158 XL BIAN 117 1] SNP. Rauch %%
ANPVREREBAfA T 1s8099917 J:H AL HCV &G I
HOHATT SOV AR, XSRS EL 552 T IFN-AK
HAZ IR Z AR E T HCV BYLhe 1 LR IT
HCV g5 (Al 2R, BARILHLE H wr R &0,
FALN IEN-ME A — BB 26 97 5770 16 1 PR 56
IEAEREATIOO02 SR P 25 10 4 ) 3% 3 45 P 11
RO TR SR BRI k(%75
AMF R ML REYE, g PR 0 g AR it/ 9D
FE B AT MURE S RIME ], JF A y7 ek ) HCv-1 Y
R AR R 172 BESEILFR SR 55 N (5 X
HIRIT )R 24 FIWAIIARE] HCV RNA))! 104 — 1t
15 PR 46 5 SR R0 I A JEAT 1 — B0 Bl R W, 2R
L TEA IEN-AL o] LUE S B s8R0 1F, RO v EUH
IFN-o [\ A SE, IF H Bon i TR rig 52 vk, WA
Mg FFEOY, A A EE T IEN-AL, TEN-A3 ()84 1
W % AP B TR HCV 3697 45 33k 47 it
IFN-A3 SVFrf LA AF 840 TIFN-a!') JF A sk
B, 76 Huh7 I 40 M F0N 54 g b F 50 TRN-A
T (1) ISGs [2RIAB) J1 1), IFN-A3 5511 ISGs
FILRIGA L IEN-AL i S0 5546, IFN-A3 Al
IFN-aff)if5 5 RIA AT B33 )y 2% 25 Hl HCV #
¥ Huh7.5.1 40 Mo AN AR 40 B, TRN-ofR PRl 4t 155
S 3F HAR FLAt A B ; TEN-A3 WU B H — /Mg
R SEMFF S I Rk G 1y BRG] TFN-o MY fig
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Complicated, Critical and Elusive Role of IFN-A
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IFN-A are newly described cytokines classified as type III interferon composed of IFN-A1, IFN-A2, IFN-A3 (also
named as 1L29, IL28A, IL28B). IFN-As signal through the IFN-AR complex consisting of a unique ligand-binding
chain, IFN-AR1 and an IL-10 related cytokine receptors shared accessory chain, IL-10R2 and activate primarily
JAK-STAT pathway to induce antiviral, antitumor, anti-proliferative, innate or adaptive immunity. The crystal
structure of IFN-A resembles topologically to the IL-10 family of cytokines. Induction of IFN-A genes expression is
to some degree similar to IFN-o through TRIF, RIG-I or IRF7 pathway whereas this remains under exploration.
IL28B polymorphisms are linked to spontaneous eradication of HCV and outcomes of recombinant therapy and these
implicate the use of IFN-A as a more effective therapeutic alternative for HCV infection compared with the current
IFN-a. In this article, we provide a comprehensive review of IFN-A which is still elusive with large amounts of
mechanisms unclarified.
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