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CRIFF9E™ 4 )V A (HCV) x5 2 MRt o BOS, e s SOs i i8¢ C BUIF 4 (CH-C) A 5 B4,  FHHaE~
AT T ARBICB W TEERKXEHZ2HoTWE. CROSDORERIEZHET S LT, HCV 3EIErLHBRENS
ZEERPWTWDE T, BEKSAREL I NS Z 10X ) HORIEREZIIET 2 W REMED S 5. FEB CH-C &S
B HORERBOAREIMOEEIEEBEBE L ELTCHAEICEV I EPME IR TWS. HCV I3
M2 AL, AR CHEEEMEAMEZ 2. —HT, VY230, oM ToEBROMEDLDH Y,
Fed BHIE, THIRHNTOBEBIZOWTHELTE2W. Y UREKNTHCY O#BABI 5 &, Ba iR
WHEUA. BHIRBNTHENRBZ 247707 Y OEREMEESNEHOHUAOEEIGCHS NS, 72, Tl
WTHENBZ 5L, STAT-1 ¥ Z7F Lol X ) Thl fila~OG b HES N 2HE L T& 7. T4, H
OB R LRSS S THKY 71y b & LT Thl7 #ilssFE S EH2£DTw5s. 22T, F4IZHCV
Y & HOEMERE, Th17 MleoBRICO VT ZIT) 2L & Lz

FEHLURR

1. CH-C BEOACHEMEEAHE L HOWES — 7 —OREsR

250 4@ CH-C ¥ & Zh DAt oB i iF s is (1B B BF£EH (CH-B) 62 %4, JE7 Vv a — VBRIP4 ¥
(NASH) 32 44) 2B\ THCORERERBOAHE L B O REMEMRAEREREOHBEICO W TR Lz, %, CH-
CHEACBVWTHLRENERBOAFEICHVAWRENHER SN, 72, 704+ 707 ol ik
(ANA) BEtE=I1Z CH-C BHICBVWTAHEICE» -2 (K 1).
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e CH-C  (n=250)
 — Other Chronic Liver Diseases (CH-B+NASH)  (n=98)

1. HOREMEREOARE L HORIEMME~ — 7 — Bk o g,
CHC L 20D R B CHAFREIRBOREZTo7:. T-HCRERE~Y— T —OEZ{To72. #
FHLBLIL 2 test B H /2.

2. HHEEMFERBICBULTA AL VHlE

TGF- 41, IL6, IL-1 8, IL17A, IL21, IL23 @ E# % ELISA |2 CTHifT L72. &MFEEICT TGF-41 & IL6 DER &
Wi #47-72 (K 2A). CH-C % Tid CH-B %% NASH % & LK LT TGF-41 & IL6 23t i2m v % (Double
High & %E3%) 2SEZICHE 2> 72 (X 2B). Double High % & Fh Ao CH-C BE ThdikE 2 )+ 77 v
DFtEE % I $ % L Double High B ICTHEICH MRS E2 -7z (K 2C). IL-14,IL17A, IL21, IL23 DIl fE b
Double High B ICTHEICE» -7 (K 2E).

IL6 & TGF-A1 ® mRNA 38i% PBMCs Tl L7225, Z D543 Double High ¥ I1CTHEIZE L, IL6 & TGE-
B1 OFEBMBEARIEMILTH 5 Z LA g I h7z (K2D).
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2. 2OFxrua7y) vt PUEPURRYE, Thl7 2MbICEEE2 5.2 594 A A4 VREOMFT.
A, B) BHFEETH A A A v % ELISA THlsE L7z, C) Hilsidifke 2V 4+ 7 u71) v okE# % Double
High & Z1h DA CH-C Tl L72. D) PBMC W® IL6 & TGF-f mRNA #i#llE L7:. E) Thl7 FA#EH A1 b
A4~ % ELISA W2 CHlE L7, #EHLEIE B, C T y2test #, D, E Tindependent Student t test & f\v 7.



3. U YR HCV - RNA OO L
WK1 Strand-specific nested PCR % JI\v»T CD4*T #ifar, CD19 ka4 B #ila o HCV-RNA o 217 o 7. 5%
I% positive strand, negative strand HCV-RNA & 3 Double High B#Z I CTEF LA O CHC BE LB L THEILES

e R

4. V) UoGIYE HCV @ Thl7 /b5 2 % %

Bz ¥4 b A4 BB T C naive CD4ATT Mgz V) ¥ 73481tk HCV % &4 S C Th17 Mifgfbic & X 9 %
B4 K232 % Thl7 cytokine secretion 7 v 2 A IS TNT 24T - 72, K&, U ¥ 2381 HCV & Thl7 biFE% A
HICHWMT 22 WS Ror (M3A). RICFTFT VAT 2 VY AT A2 HWTEEIZY o8P HCV &g
PBMCs, TJEIZHE # D naive T HIfL %2 BWTIL6 & TGF-81 oHfIPiiRd b 7 L OBIE T C Thl7 Mot okst
o7z (K 3B). #H, EBICY »o3gmatt HCV &4 PBMCs %1 < 2 & TTE® naive T Mifgo Thl7 fia~o
SALHPAEICER SN, ORI ILG & TGF-f1 ohiifkzEL 2L TT7ay 7 8RB Lhmho7z (M

30).
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3. U vo8EAPE HCV @ Thl7 5bic 5 2 % 2.
A) A A A YEBRETTY CoMEmMY HCV OG0 F 8T ILL7 EAMBBEZ T L7z, B) b7 VX
7z VEHWEEBROM. C) IL6 & TGF-g O kDA HE, V) v 38 HCV O A #IZ X 5 RORy t
mRNA OFB OB, #HEHLELZX A, C T Mann-Whitney U test & v 7-.

5. Thl7 /HbFHEICEbH 5 HCV BEEA DR E

naive T #if212 HCV oz hZh ok, JE%EN (EL E2, Core, NS3, NS4B, NS5A, NS5B) %8Bl 7 5 A3 K& b F
Y A7z L Thl7 5HLFHEICE D 5 BEHADFEEIT > 72. HCV-Core HE & EA L72MKIC BT, Thl7 %
ALFE DA BIHR L 72 (K 4A). RIC STAT-1, STAT-3 OV Y BILISH T 5B EME L7, HCV-Core #3EA L
7ML BT STAT-1 U Y ELo Il & STAT-3 ) Y B Lo TSR SN (K4B). F/2, BHIRBRELT
HCV-Core ZHL ¥ F 7 4 W A ZAERL L CIRNT 24T - 728%, #ERIT 75 A 3 FICX 23BL% L FBRIC Thl7 HMb#HE%
AREICHR L (K40).
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4. Thl7 HbFHEICEbH 5 HCV EEEH D FE.
A) HCV £ & IS 7 9 A I FaEA LT Thl7 Mg E % ik L7z, B) HCV-Core & 1E A DA T
STAT-1 & STAT-3DV Y fb% K L7z, C) HCV-Core B L ¥ F 7 4 )V A % &Y & Thl7 HMLoBGE %
EMEERRICTHER L. BEHLHIZ A, B, C T Mann-Whitney U test % v 72,



£ =

% O HERERBIZ HCV O#ERE L W 2217 T <, Th17 MiEEEEE LTHIE SN Tw5E. ZOf%ET
X, ) rNREME HCV 25 Thl7 5biFE %2 4 L CHORIEREBORBICH D> TWB I E 2 5HIC L7260, Thl7
SGALFER T L LT OOREELFRIMHR SN, —213 ) Y8810 HCV OFFEAEIC & ) (e 4410 X b 116
& TGF-B1 OFHDPAHEITE T 288, Thl7 LB EIBET 2 L W) FHLTH Y, b5 —21F, U ¥ /83BN D HCV-
Core &A2SSTAT-3/ROR yt ¥ 7 F V&R THZ LI12X Y Thl7 /MLFEZHET L L VI D THSL. ZOHT
HCV-Core ®FHRIETIAI FREBERELV VFIANVZAIHREH W EDL LDRIZBWTH Thl7 5 LFHED
BEASHERR I Nz, ) YoNRAME HCV OGO A% 5T, TF Y Y — A550IC X 5 HCV-Core OME {zE D W e
bH5H. MBEEELZ 3V —20BEIPSEFMICRIZE V) XD, HBEBIHITBI2LE20N15. &
B, Ay =728 2HOGWRIOFORT HCV OFFRASREL 2o T&72. T2 LIZXY, 4%, £<{DHC
TSV A 5 72 HCV BEDBETREE 2o T 5. TRO O EEZFMICHITT 5 2 & 25H C st B
DANZ AL %S LTLETHA.
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