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Hepeatitis C virus (HCV) is one of the main causes of liver disease. 1~2% of the Korean people has been reported to
be infected by HCV. Although HCV is less infectious than hepatitis B virus (HBV), it is more prone to develop chronic
infection (~ 80%) which may link to cirrhosis and hepatocellular carcinogenesis. In addition, prevalence of hepatitis

caused by HCV infection is gradually increased every year in Korea. Recently, a large number of clinical trials using
direct-acting antiviral (DAA) drugs have been shown efficient therapeutic results for chronic HCV infections and some
of them are on the market. However, there is still a concern on viral evasion to the DAAs and the effective mechanisms
of immunological clearance of HCV remains to be elucidated. Here, we introduce the recent findings on the role of
Th17-Treg axis which may play a critical role of the viral pathogenesis and/or immunological defense against HCV
infection. The underlying regulatory mechanisms of Th17-Treg axis might be a potential candidate for the better control

of HCV chronic infections.
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HCV<+ Flaviviridae®l] 43} positive-sense RNA H}9] AEgle] 90% ol’de] A2aIE RAAFIIT (7). 23
gz, 671 Fo FHFoR EFFETh HCVE RNA - 3ol Aol ofs) dod = Q)= whole]=9]

genome®| 5547 wlitol] EAFA A WIS fzF o dA} Wolr) F 3T sFeAdo] glar, HAl oA
o7} dojupar Lo WNkE-S 3|ulste] WAS AR WolE Alste] Fmtole 2~ AAle| tigh Ul o]
frdgieh AR A-gskE wiale] 7] wiitel] vhE 1kl o 4 vk v IR A=l AlFshs HCV
Hpolg| o= ] gl dkate] whalo] &Aoo F7F of tigh utolel WA A M| Ho] Aee] Uis
akaL Qlar, ex|gate] Zg-oll i Ajzkede] 1 dol 9l A JA eFol WA E F3F ulole 2~ XA AT
(). 19913 interferon-a (IFN-0)S ©]-83 €8 7+9 9] X BRI AGWA e SHAZE AR, A LA Q1 A
55 AR rbavirin (RBV)#He] W& amo] WM & Foko] 715 AW gk a9E SoiAT]A,
o7 HIyPH FAEY FFAFEHOE AMGEHIL 9o FALS Y e wyo] Fasth
H, A Az vlolg s vhil S48 Ao 1A AAAGNEE T AU HCVE A ASHE bl
(direct-acting antivirals, DAAs)3} 3= Fufolef 2~ AAlEe]  Fagh ATS Fast=d], vlolg s 714 Z2o)de A
A S A HCVell 7R BAE00A ARRE AL 9f AHAHMEE, 53] natural killer (NK) Al €] g W
t} 3). dAlol= HCV ZAgAEdA sl a4 Wheg B vlo]gEo] A|AH I, o]ojA] fiexe= 4
ARH7IE Kol = thdg DAA Ffole] 2 AAlE SHGAES T A9 &L Fato] A vlolex
o] UMY Fol| JJom, B eWS Eato] HCV 2 9Ad AASHA Aok AR HeV A zae A
o S AT & As Bolgh=E Va7 ol 8l HWGAE B A-gHGAES] #3E uldste] Fufo]
o} (3). 22 715 A0] "ol AEER W3kA 7L, nlol#AE
HCV 79 A z:of 2ol el AAES IA st AAS 5= QA At 9). < A7-2A7)ol| 2w
TR R BREE, QA9 dhteld s Huhe-S & 22 i d5ukgd #ojste FE T AE T SR
= v xdA e} vlole)~ S A FAHOF & Interleukin-17S EH|3H= AlE, = Thl17 Al¥EE &49
T DAAsE HHETH @). A 251 5t IFN-o7F =8 Zhel|A] E3HAl S7kEo] ole Blo] Baisar it (1o,
gufole] s MAFHAAR AFEEJa, A W %S 11). Thi7 AlEE FAagaeels s deglohd o]

QAPAIE pegylation (peg) & AN Aol e BY Aol P WOIRLS AFIAAW, T Aphaga
AT @), BAE pegdENT} RBVS] HE8MH] F2 A D 93D A00] H71E Fh 12). 53] 117
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Figure 1. Subsets of immune cells producing IL-17 and their targets. There are three major subsets of IL-17-producing cells; T helper 17
(Th17), RORyt" innate lymphoid cells (IL-17" ILC3) and gamma-delta T cells (y8 T cells). IL-17 produced from these cells contributes to
inflammation by increasing production of inflammatory cytokines from the target cells, such as epithelial cells, fibroblasts, macrophages,
dendritic cells, and endothelial cells. CCL20, chemokine CC motif ligand 20; G-CSF, granulocyte colony-stimulating factor; GM-CSF,

granulocyte-macrophage CSF.
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