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[(HE] HI W NBI R 5 (hepatitis C virus, HCV) 564 3 BURPLE R L " TIHR o
(pegylated interferon o, PEG-IFN-o ) B | B2 =5 MK ( ribavirin, RBV) U 8697 MG S r fE . ik ik
£E PEG-IFN-o B4 RBV 3979 HCV LR 3 RURGL I Im R 7R, AR P87 2 5L R AL 3 21, LB 255
MR MAR N, 850 A HCV FE[H 3 AU YL 3 150 1], B 9 75 2% i 2 (rapid virological
response, RVR) 154K 7EF W 4 (sustained virological response, SVR) 43724 78.52% .90. 67% , HCV
3a RUEYLSE 60 4], 45 Fay7 FR AL AR EST FR 4] M HE Y7 FR4L RVR (SVR W#, TSI #4225 (P >0.05)
HCV 3b RYRYLE 90 §], 48 507 F2 4 AR vEST FR4H M AIE K7 F24H RVR 4031 K 7/14 (50.00% ) \51/62
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B, A2 (X =20.14,P <0.01) . ZERIFRABARMETRA T B 2R MK E o
o ARSI REE 3RS SVR M AFIF R (P <0.01,0R =11.18,95% CI 3.79 ~32.92) , MAb, iEKIT
TS BN BN Ak 2N, 85 PEG-IFN-o BE4 RBV Frif i, 57 2 24 J&, {58 HCV
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Optimal treatment course of pegylated interferon « plus ribavirin therapy for

hepatitis C virus genotype 3 infection: a retrospective study
Deng Ling, Chen Juan, Zhu Yan, Zhang Changjiang, Zhang Peng, Wang Xiaohong ( Institute of Infectious Diseases,
Southwest Hospital, Third Military Medical University, Chongqing, 400038, China)

[ Abstract | Objective To determine the optimal treatment duration for the patients infected with
hepatitis C virus genotype 3 (HCV 3) by pegylated interferon o ( PEG-IFN-a) combined with ribavirin (RBV).
Methods Clinical data of the patients with HCV genotype 3 infection who were treated with PEG-IFN-a plus
RBV in our institute from January 2006 to December 2014 were comprehensively collected as possible as we
could. According to the course of treatment, gene subtype, the cohort was divided into subgroups, and the
virological responses and adverse reactions were compared among the subgroups. Results  There were 150
patients enrolled in the study. The rapid virological response (RVR) and sustained virological response (SVR)
were 78. 52% and 90. 67% , respectively in total. Among the 60 patients with HCV 3a, there were no
differences in the RVR and SVR ratios among the shorten, standard and extending treatment duration groups
(P>0.05). In the 90 patients with HCV 3b, the RVR ratios were 7/14(50.00% ), 51/62(82.26% ) and 7/8
(87.50% ) , while the of SVR ratios were 8/15(53.33% ), 63/67(94.03% ) and 8/8(100.00% ) , respectively
for the shorten, standard and extending treatment duration groups, both with those of shorten treatment duration
group significantly lower than the other groups (Chi square =7.31, P <0.05; Chi square =20.14, P <0.01).

No obvious difference was seen in the 2 ratios between the standard and extending duration groups. In the
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analysis of influencing factors, shorten duration of treatment was independent unfavorable factor for acquired

SVR (P<0.01, OR=11.18, 95%CI. 3.79 ~32.92). Moreover, extending treatment duration increased the

incidence of adverse reactions. Conclusion

Sufficient dose of PEG-IFN-a plus RBV therapy for 24 weeks is

still the optimal treatment for the patients with HCV genotype 3 infection. Shorten duration will reduce the

efficiency, especially for the patients with HCV 3b. Extending duration seems not significantly improve the

outcome, but increases the adverse effects such as bone marrow suppression.
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BT R 5% B ( hepatitis C virus, HCV ) 2 BR/E YL
NEZy 1.85 42, B4 H HCV gy T 3000 T 18 i1 4
2935 J7 , Je A AR P A Bk TAE )z —, HCV 1)
BEPR AP 9 5 v B S o, iR IS A IR P S AN ) 23 1~
6 1, FREILIFEP] 1b . 2a BN 3, PG AR X LY 3 7Y
el F e E P R TR o
(pegylated interferon o, PEG-IFN-o) B4 | B =5 Ak
(ribavirin, RBV) (PR) VENARMEGINGRE J7 58907 HCV
FEH 2.3 AR Y F O %% F (sustained viralogical
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FNE I RITHR 24 JAIN HCV RNA af il
1.3 B4R

HCV L 3 Rkt %1% PEG-TFN-o fl RBV 34
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HRPEIE R Y TP REHEFT /040, HCV 3a RUEKYLE 60 4],
LA 45 J YT AR 13 ) BRifEyT R AL 42 ] e KT AR
205 {51, HCV 3b BRGS0 1], Gl : 4y T REdd 15 )
FRUEST RELE 67 i) BT AR 8 B, HRJyT REAL AR
HEST RRA HEA YT AR 4 Y S B~ 3497 2 40 il R 18 ]
24 Ji 33 JH, 4 kT AR AR TR A, ST AR A A
PRUEST IR A B 22 7 (P <0.05) . PUligeeziiik
Perb, 45 50 97 TR 4 6 JH PEG-IFN-o-2b 1) [ il %5 K
(67.86% ) , SHRUESTREAL (33.95% ) LbAs, P A <0.05, 6
GuilSr. HARAER Mo LR IR JEZE RNA
IR FEEL ALT/AST KPR TR 27 (£ 1),
2.2 FFRRITAESH

150 1) HCV A 3 RUSYLE 99 A 4Hr, B4k RVR
7 106/135 (78. 52% ), SVR H 136/150 (90. 67% )
Y547 FE 4 SVR N 67. 86% , bR HEST FE4L SVR
95.41% JERIFRELL SVR S 100% , 45 %6 7 FE 41 5 b
WP R 4L SVR W 27.55% , A Gt 2% % % (X =
21.46,P <0.01) ., W45 HH, HCV 3a 1R Ye 245k
73 RVR 2y 41 5] (80.39% ) , 4% 7 e Ay gl
SSERS TR 5300 7,30 4 f],3 4 [A) LA TCGe T
Z5(x*=2.59,P>0.05), HCV 3b Bl 315
RVR 2y 65 5] (77.38% ), 45 50 y7 P41 An ey 7 Fedl I
RERSFRELLA> R 7 .51 7 ), 45 Fa Rl Shn e T iR
HRIERI TR L, A G427 (X =7.31,P <
0.05) . AHRAYEXT SVR [)5r#rrhts & 8L, HCV 3a I
YL 34T SVR g 57 15 (95. 00% ) , 45 5597 FE 40 (b
HEST R A Ky R4 430 11 .41 .5 4], 3 ZH [a] e
LG E 5 (' =3.82,P>0.05), 1fij HCV 3b
TG EARATF SVR S 79 5] (87.78% ) , 4 i y7 4
PRIEST AR SR 7 FEZH 5300 Ry 8 .63 8 14, 4k y T R
L SGHRETT AR R KPR U Ge 2 22 5 (X =
20.14,P <0.01) ., DL EZ5SRAR, 4isy 7R FEIL HCV
3 BRI E G RO B2 B, R & HCV BE[R 3b A

B . K SERRL 25 RE ST AR T R T
SR o M, o 45 T B2 [ OR = 11, 18,95% CI
(3.79~32.92), P<0.01], Za%yrfikifs SVR fymh
SAFIEER . HARE, LG #E L (P>0.05)
2.3 RRBHLAET LGS

14 5] 55 5 AR ARAT 47 22995 5 2% N 2 (non sustained
virological response, NSVR) , 454572419 4], B ARE
i 52 25 AN B RN B AT 5 25 55 IR A5 IR IR T 5 e 7
K B e, FRvEdT RR L S ), o 4 )58 K, A4
1 {5 HCV 3a BUG P 835, 4R 1% 29 %, A #i ik 25
o TREPIRT RVR & EVR, & & J5 4 PEG-IFN-a-
2b GREEYT 24 R REFE s A% 3 134 HCV 3b Al
YL AR 2 BIAE Y Y R 40 & 224, 345 RVR ¢
EVR {5245 12 ~ 16 JAW 8 & &, 4k 2LiR Y7 3815 SVR;
1 {5k 30 % Lok fdi F PEG-IFN-a-2a + RBV J7 L
I E AN RN, 152 4 T JE Gk SR YT,
TBIT AR AR A N B 2 12 R K. 1 B
50 & B R, MR E TR IBYY 8 A
H 7345 RVR [EVR \ETR,
2.4 AN

LA KRR &L ] (0.67% ) i & 2
(1.33% ) .= 71 1 151(0.67% ) 3% 4 #i(2.67% ) fKJ5
R LF1(0.67% ) HHfE 1 61(0.67% ) . H B
PESEHR T H11(4.67% ) FRIEDIRESH 13 141(8.67% ) .
AN B R AR R 112 5] (74, 67% ), 45 56597 FE 4
22 f5](78.57% ) FRUEIFFEL 79 4] (72. 48% ) FERKIT
TR 11 ] (84. 61% ) ,3 40 bL %%, LA il 2% 2 H
(P>0.05), HEEMHIAIA KRS H, oMok 4B | i
/INKR B AR B 51 358 K, 43 30l Ry 54 5] (36, 00% ) 69 i
(46.00% ), HERAIH <0.75 x 10° /L. A 7 i, Il
/MR <50 x 10°/L A 15 il S K7 R 41 Hpodr 40 it 4%
JEEREAIG I/ A A & AR i T LAy PR AL, P A 4351
<0.05, (5405 (£2),

1 HCV EEI3 BBSENARELEIRST

% k'8 Y

HZL RNA i 23 3a RURGE  3b AURGLE

415 e
[#1(%) ] [Hil(% )] (vx5,%) (U/mL) [Hi(% )] [Hil(% ) ] [Hil(% )]

gisdyr el 28 14(50.00) 14(50.00) 39.39 +11.50 1.35 x 107 1(3.57) 13(46.43) 15(53.57)
FRESFRREL 109 67(61.47) 42(38.53) 36.12 £8.79 2.64 x 107 6(5.50) 42(38.53) 67(61.47)
RG] 13 7(53.85) 6(46.15) 38.15 +10.68 3.84 x 107 1(7.69) 5(38.46) 8(61.54)

AiF 150 88 (58.67) 62(41.33) 36.91 £9.53 2.50 x 107 8(5.33) 60(40.00) 90(60.00)

13 e I TP PEG-IFN a-2a PEG-IFN a2b  PEG-IFN «-2a/2b ALT AST

) [#(%) ] (x5, J7) [11(% ) ] [#1(%) ] [#1(%) ] (xxs, U/L) (xxs, U/L)
iy 0 17.79 +3.14° 8(28.57) 19(67.86)* 1(3.57) 138.69 £122.13  99.08 £78.09
Frifedy Rl 4(3.67) 24.06 £0.33 69 (63.30) 37(33.95) 3(2.75) 128.96 +135.36  84.69 +71.37
SER TR 0 33.23 +7.37* 7(53.85) 4(30.77) 2(15.38) 176.00 +166.48  121.14 £103.76

it 4(2.67) 23.68 £4.57 84(56.00) 60(40.00) 6(4.00) 133.97 £135.09  89.55 £74.85

a. P<0.05, AR 7 2404
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F2 HCVERE3IBHELENKETENAYAIRRME[#(%) ]
213 . . .
21531 n . - R ZJ] & 22 (NN 5 iR /MR B
AN RN
gRETRRE 28 22(78.57) 0(0.00) 1(3.57) 0(0.00) 0(0.00) 1(3.57) 0(0.00) 6(29.41)"
PRUEST R 109 79(72.48) 1(0.92) 0(0.00) 1(0.92) 4(3.67) 0(0.00) 0(0.00) 53(48.62)°
FERITREE 13 11(84.61) 0(0.00) 0(0.00) 1(7.69) 0(0.00) 0(0.00) 1(7.69) 10(76.92)
At 150 112(74.67) 1(0.67) 1(0.67) 2(1.33) 4(2.67) 1(0.67) 1(0.67) 69(46.00)
ML/ B AR E 217 (T B AR
2H 5 2T 3 A TR
75 ~99( x10°/L) 50 ~74( x10°/L) 25 ~49( x10°/L) <25( x10°/L) =85 ¢/L, <100 ¢/L. <85 ¢/L
T R 2(7.14) 3(10.71) 0(0.00) 1(3.57) 5(17.86) 5(17.86) 0(0.00)
FRUESTRELH 20(18.35) 20(18.35) 13(11.93) 0(0.00) 18(16.51) 13(12.26) 5(4.59)
FERKSFRH 5(38.46) 4(30.77) 1(7.69) 0(0.00) 4(30.76) 3(23.08) 1(7.69)
At 27(18.00) 27(18.00) 14(9.33) 1(0.67) 27(18.00) 21(14.00) 6(4.00)
e s . N ALT T f s N AST Fh 5 it i
HA  BABPUKERE  HIIRW ALT Jh AST Fh5
43 ~105(U/L)  >43 ~105(U/L) 43 ~105(U/L) >43 ~105(U/L)
FHEITRRAL 0(0.00) 2(7.14) 1(3.57) 0(0.00) 1(3.57) 0(0.00) 0(0.00) 0(0.00)
FRIES TR 6(5.50) 8(7.34) 11(10.09) 3(2.75) 8(7.34) 10(9.17) 4(3.67) 6(5.50)
FERIFRRAE 1(7.69) 3(23.08) 3(23.08) 2(15.38) 1(7.69) 3(23.08) 2(15.38) 1(7.69)
A 7(4.67) 13(8.67) 15(10.00) 5(3.33) 10(6.67) 13(8.67) 6(4.00) 7(4.67)
) rpe LA A AR
2H 51 LA A R
1~1.3( x10°/pL) 0.75~0.99( x10°/uL)  0.5~0.74 ( x10*/pulL) <0.5( x10%/pL)
AT AR 6(21.42) 1(3.57)° 4(14.29) 1(3.57) 0(0.00)
FRUES TR 41(37.61) 19(17.43)° 16(14.68) 5(4.59) 1(0.92)
ER TR 7(53.85) 5(38.46) 2(15.38) 0(0.00) 0(0.00)
it 54(36.00) 25(16.67) 22(14.67) 6(4.00) 1(0.67)
a;: P<0.05, 5t ks A220 b4
3 it 8 HCV F[A 3 AU RVR N 62% ~72% ,SVR K
VITtE

IEEH /N T4 & W) ( direct-acting antiviral drugs
DAAs) HHEHUREEZ HCV 36T 1B #4U5, DAAs 7T LA
AR A B DA BN, 4 BT R, BRE A [
FEIZRAY . 5 DAAs B BT, Hirak & 5, - i
HAb F i R 5 By B Bk, PEG-IFN-a % 5 RBV
(PR) A3 3K HOV B BIbRUETR YT I % . AP
kiR PR J5 269A97 HCV 3£ 2 3 & SVR 2 70% ~
80% ' AN AR T IR RUBOR” JEATIR A VEA L H
BEA 2= EATE R AR TS I, HOV K 3 B
Z S AL PR B AN [R] , 451 4 200 e B I 72 1 T
LR AL B 2 A 2 2R R At SR R R e Sk
[ 11438 PR J7 53Ry HCV JE[H 3 1 SVR AR T2 A
2 #U(76% vs 82% ) ,JuHIE HCV FE[H 3b BUA R0 #E
N HOV JEER 1h Y i [ P93 350 43 500 1+
HEZ AT HOV R 3 RURYeE Fod I

AW KB HCV BL[H 3 RIS B RVR
78.52% ,SVR 4 90. 67% , ¥ [E 4 ik [ 8,10 — 11 14k

2% ~89% W= FE Ak, v 5E -5 6 = AFpPrin A Al
KPR (IL-28B 1512979860 CC) (5 Z % (82. 8% ) 45
Sl ARBFFE R LN 3 TR 4 T AL SVR Oy
67.86% ,Fr EST FELL SVR 2 95. 41% , 4L K J7 FE 41
SVR 2 100% , 45 Fi¥7 A B A fE YT #2 4 SVR R F%
27.55% A% ER(* =21.46,P <0.01) . X5
SCHRES 13 JARIEARST & o R N2 AT, 45 J6 )7
kAR SVR I SE AR 2, $27 , 46 J6 7 R B 0 B
Ik HCV L[ 3 RUSRYL 5 A7 J00 B LA R o
AL 5347, HCV FE[R 3a B 3b R YL
SVR 43514 95.00% #i1 87.78% . HCV 3b UYL 45
FEIT AL SRS R M JE R T R A 43 31T RVR
SVR A%, i Gt 2# 3 L (P <0.05) i HCV 3a HUJ&
PeB KRB S . MO, brdey P REZE P oA 4 i
BITRRES R &, Forh 3 i3y HCV JE [ 3b AU g
F LR HCV 3b B 3a BU“XEIR” o X T 3X &K 7 i
BRI R TR . SCERLS 1R, IE KT AR
Al TE—E R 3R HOV LR 3 BUFak, (Hm4E 3k [
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