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Effects of antiviral therapy on the prognosis of patients with chronic hepatitis C and type 2
diabetes mellitus

ZHANG Aiping, YANG Jianghua, WANG Wenjie, SHEN Haoyuw, HOU Weishun, YU Yanlin
Department of Infectious Diseases, The First Affiliated Hospital of Wannan Medical College, Wuhu 241001, China

[ Abstract 10bjective: To observe the effects of antiviral therapy using pegylated interferon ( PegdFNa) and ribavirin( RBV) on the prognosis of patients
with chronic hepatitis C and type 2 diabetes mellitus. Methods: Twenty outpatients and inpatients with chronic hepatitis C and diabetes mellitus treated in
our hospital were included from January 2008 to October 2015 in the study group, and another 20 cases of chronic hepatitis C without diabetes mellitus
were recruited as controls. Patients in the two groups received antiviral therapy with PegdFNa2a and RBV for 48 consecutive weeks, and patients in the
study group were given additional insulin. The levels and indicators, including HCV RNA, sustained viral response rate( SVR) , blood biochemical test
results( ALT, TBIL,ALT.GGT) , liver fibrosis markers( LN, CIV, HA, CG) and fasting blood glucose( FBG) , were measured in the first 4, 24 and 48
weeks of therapy, respectively in the two groups. Results: The SVR was 65% in the study group, and had no significant difference with the control group,
yet the blood biochemical levels and liver fibrosis markers were improved in two groups at the end of therapy( P <0.05) . FBG level had no significant
difference in the study group before and after therapy [(7.96 £2.34) mmol/L vs. (8.03 + 1.36) mmol/L,P >0.05]. Conclusion: Antiviral therapy is
safe and effective for patients with chronic hepatitis C patients and type 2 diabetes mellitus.
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1 #wRE5HE

L1 —fgerl B oLl Bs B 12 FAE Be 5
1) B EAE AT 4, Horh CHC & 51 T2DM 35 20
B AR 4, 20 FAE A I T2DM /) CHC 835 4 XF
MaZH . oS 12 4], 2 8 o], AR is 32 ~ 72 %,
SEH1(56.05 +10.78) % XFRELH 5 11 f41], 4 9 f4],
AERY 31 ~70 %, F-14(50.64 +9.68) %, 2 HHEH
PER AR AR AT AR 22 S5 R G 2E L (P > 0.

05) .
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1.3 ik 244 TR ZFE T E ( pegylated
interferon, PegdFNo) B4 F| B2 =5 #K( ribavirin, RBV)

1GYT 48 Ji, PegdFNa2a( JR ¥ ik, 1% Qi 2520
RJAE ) B R S O 2 H B L SRS 1K,
— UG 135 ~ 180 wg MR #EATIRYT: A 354K
SR R 2L B 2 ~ 3 IR IR, — IR R
200 ~300 mg [y &, iR YT 48 JH. X F At
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L, T (W RBE 30R, T R R ] 245 A BR A
Al) T S AR A A 45 R 18 Y P L PegdFNa-
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OB H R 4 A b P N 2 ( rapid virological
response, RVR) : {67 4 J&l 5 , B I FRAE IR A1AE 1k
TEREARIRE IEH - 5820 % ( complete virological
response, CVR) : J7 R4 05, 8 1 i PRAE AR AN A=
PCAEBRIR S AE 5, TN BT 580 B2 A A IR 5 () 4
L2 N 2 ( sustained virological response, SVR) : 3
R PRAE RN A 48 Bn SR AR O T4, TR YT T 24
JEl, B RO LTS N R R e A% Bl A LR, N RLF
FEAZAERL R S B . G 25 ( null response, NR) : £
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2.1 2 HIRITHT G — WG DL SR RS N IRYT
J5 2 HEF IR IEREAR (= T7 9 22 K SE)
JFRE S A AR R (s ( W 1) o IR dif
JPHTA 5 Bi(25.0%) BFEF4efe e X IR A 7 4
(35.0%) FFer4efb 5% PUm 867 I IF 4T 4
fEFR PR HTEE ( W3R 2) RIT IR 22 5 A %t
227 (P <0.05) . WF5E2H HCV RNA FREKF K
BN A AT IR 22 R g R (R 3) .«
IRIT IR, 2 2 R Y IR P A (L
JH#PegIFNa2a ¢ RBV [, G 1 filf52Y

TiH 151 HITHT BWITIE dzxs, Pt /2 P
ALB/( g/L) W4 39.68 £5.09 44.18 £5.00 4.50 £4.94 4.07 0.001
Xif iR 2 42.70 +4.74 46.38 £3.42 3.68 £5.18 3.18 0.005
TBIL/( pmol /L) 5T 25.04 £29.75 17.56 +7.88 7.48 +31.45 0.28" 0.77
X HE 21 18.94 +18.29 15.41 £6.50 3.53+17.33 0.08" 0.94
ALT/(U/L) Wt 98.15 £61.97 49.50 +28.88 45.65 +66.79 3.26 0.004
Xt B2 104.60 +93.84 34.80 £22.11 69.80 £82.49 3.927 0.00
GGT/(U/L) WFFE 92.30 £58.20 70.50 £68.25 21.80 £71.82 1.36 0.19
X HEZH 73.25 +73.88 42.05 £35.59 31.20 £71.83 2.25" 0.024

T BRI P <0.05,
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5iH 51 RIT R HIT R dxs, Wiss /7 P
LN/( mg/mL) ol 136.89 +91.26 55.32 £47.42 81.56 +47.26 3.86 0.018
X HEZH 87.82 £20.35 32.54 £5.61 55.28 £19.83 7.38 0.00
CIV/( mg/ mL) W9t 67.42 £22.59 26.91 £11.63 40.52 +18.35 4.94 0.008
Xif BR 24 54.08 £25.03 30.48 £20.36 23.60 £9.29 6.72 0.001
HA/( mg/ mL) T4 162.25 +40.81 82.47 £36.81 84.78 +27.19 2.02" 0.043
X B 21 251.33 +£96.31 99.68 +£42.11 151.65 +70.03 5.73 0.001
CG/( pg/ mL) W 4H 7.60 £3.40 3.84 +£2.07 3.75+1.36 6.19 0.003
X HE 21 5.64 +1.68 2.64 £0.41 3.00+1.39 5.70 0.001

TE: BAE I P <0.05 AR AR Lo

#3 2 MR E R (HCVRNA < 107 copies mI) [n
(%) |

217 n RVR CVR SVR
Wigee 20 9(45.0) 16( 80.0) 13(65.0)
XA 20 11(55) 18(90.0) 15(75.0)
e 0.40 0.78 0.48
P >0.05 >0.05 >0.05

2.2 2 HIRITETIE IMBEAR AL TS 2 4Ry R R

MU G 25 R R U Wk 4) o AP
3B(15.0%) B3 4 )5 25 I8 b TR, Z )5 2 4l
(10.0%) B MBET 7, AR 285 I PR R e i 36 2
URBEPURTEIRYT 48 Ji J5 BEACIR S 6 97 1T 1 7K F- o
87> SVR (835 2 (15 4%) =5 B2 MUfs I e, 1
o1l i R, 1 P S 3R B IR Ss
SIFEHI NS XF BRZEIA 7 1 72 rp fubE T W] ks
TR ERERIG . (IR W, BUR BEIRYT X CHC & 9F
T2DM B Z AL

4 2 HimpE LR mmol /L
20571 Feek 4 JH 12 & 48 & F P
W 7.96 +2.34 7.51+1.70 8.27 £2.07 8.03£1.36 0.56 0.643

X HRZH 4.62 +0.49 4.61 £0.39 4.73 +0.45 4.64 +0.39 0.325 0.807

3 iFig 1 IR 3 B F s 5 kA4 IR . 4R, H i CHC
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AR . HEAh, HCV B IA 73 B B iR £ AE k55
o A] S SR OC R AL N 3R05, 515E T2DM.
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A1 T2DM B9I7 R A 3, i IR L i R B A 2 I
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SC I EPE 53T CHC A 94 T2DM (/& BT FEI 7R,
JEREalitE CHC iy B #E 1 iRY T AT L, BF9E4H SVR
R 65% , 55X A 22 RIS E L. T RS
J5 ,2 AN AE AT bR I EF dE AL bn iC P 48 A X BT
3t ( P <0.05) ,2 2 TBIL Fiffiss 4l GGT 8T RIS
X 2E RIS R X, W] R T AR SR A &
B WA YT HTZS W MR A (7. 96 2. 34)
mmol /L, J8¥7 5 F(8.03 +1.36) mmol /L, 2% R T4t
TR (P >0.05) o S5 FRW, B a8 iR 9T AL
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