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Research advances in SOCS3 in hepatitis C virus infection
and therapy
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Abstract: Hepatitis C virus (HCV) infection has become a serious global public health problem. Interferon
(IFN) therapy is the traditional anti-HCV method, playing antiviral role through Janus kinase/signal
transduction and activator of transcription (JAK/STAT) signaling pathway. Suppressor of cytokine signaling
3 (SOCS3) is one of the important negative regulatory factors in this pathway. The expression level of
SOCS3 is closely related with host IFN resistance. HCV infection and IFN therapy can change the expression
level of host microRNA, and microRNA targeting SOCS3 can participate in host anti-HCV replication by
regulating SOCS3 expression level.
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STAT)E ¥ . J5 &2 T BRI B IFN & 4450w 2 1E
FHEE S i . BFoE %W, SOCS3 35 5 HCV
PN PN 9 52 A 8 435 DDA G, TR BRI 4R BB TR
A SOCS3 1 [ F k34 him, 11 55 7K ~F- SOCS3 ik
5 IFN &7 #EPT A G . TRl iF 40 e SOCS3 7K
SR R B TEN Y897 HCV R YL 3008, LR £ 78
M5 1 X YU B IR T R AH G, AR SOk
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1 SOCS&EH

1.1 SOCS
SOCS % jk 41 & SOCS1 ~SOCS7 #il CIS 4t 8
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REVE Y . B4, SH2 4546 38 T 410 kil 40 15 5=
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1L STAT 1] il i SOCS FE PF Y % 5%, {2 #F SOCS
HE ik, M, SOCS J5 ] 1 45 & i 1L iy
JAK, E—E V45 STAT AY7=4= . NIl FE mii 22 HiL i £
S VAT [l
1.2 SOCS3 fa %A T JAK/STAT {5 5@ i
JAK J&— 28 e A7 i 2 TR G . .38 JAK .
JAK2 JAK3.TYK2 3t 4 Pk 5. 4 JAK Fk
B 5 EA T ANRSFEE A, To s LS A SR C BRI
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Fig. 1  Interactions of SOCS3, miRNA and IFN in HCV

infection
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B KA RPN RN
2.2 HCVEAS IFN iR

7E TEN-o 5] HCV Jg e (1 [7] i . 55 75 7] 3l 2o
ZREE S TEN 1Y 7= Az K 55 HH s 8 500

e 49

i HCV core 5 H 7] i & /E F F STAT3 11 i
JAK/STAT il g%k . /EH T STAT1 4 1SG %%
53 HCV core & [ AT H# IRF3 00 IFN P74, o
A i ISGF3 F352, HCV NS3/4 & 14 al 41

IRF3 [ 1% DLy 2> TFN p= 400 HCV E2 fl
NSS5A FEH i #f PKR #3% EEY . NSSA & H ik

AIFEAIL pSTATL ik /K- ISG ¥ 5% & ISRE {5 %
&3 175 S REAN ] IFN-o 19 IL-8 (43552,
2.3 SOCS3 &Rik5#H HCV i&Fr

W5 IE . IFN/RBV 3897 5 09 78 BT 46 58
P .SOCS3 1y iLTER SVR HH T T 2.275
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