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Durability of Sustained Virologic Response in Chronic Hepatitis C: Analysis of Factors
Related to Relapse after Sustained Virologic Response with Peginterferon Plus Ribavirin
Combination Therapy

Jang Eun Lee, Na Ri Yoon, Jin Dong Kim, Myeong Jun Song, Jung Hyun Kwon, Si Hyun Bae, Jong Young Choi, Sung Won Jeong,1 and
Seung Kew Yoon

Department of Internal Medicine, WHO Collaborating Center on Viral Hepatitis, The Catholic University of Korea College of Medicine,
Soon Chun Hyang University College of Medicinei, Seoul, Korea

Background/Aims: Pegylated interferon plus ribavirin combination therapy has been the standard of therapy for patients with
chronic hepatitis C. Although previous studies have reported long term durability after the sustained virologic response (SVR)
with standard therapy for chronic hepatitis C, it is still unclear in Korea. The aim of this study was to evaluate the relapse
rate and related factors after SVR to pegylated interferon therapy in Korean patients with chronic hepatitis C.

Methods: A total of 119 chronic hepatitis C patients were treated with pegylated interferon plus ribavirin, and 73 patients
achieved SVR (61.3%). Among 73 patients who achieved SVR, 68 patients (genotype 1, n=40; genotype non-1, n=28) were
evaluated for virological response after SVR.

Results: SVR rate in genotype 1 and genotype non-1 were 52.5%, and 65.1%, respectively. Relapse after SVR occurred in
5 patients (7.4%) with genotype 1, and the median time to relapse from SVR was 10 months. Univariate analysis revealed
that the dose reduction of pegylated interferon (p=0.005) and cirrhosis (p=0.03) were significantly associated with relapse.
Conclusions: These results suggested that the relapse could occur even after SVR achievement in Korean patients with chronic
hepatitis C, and the dose reduction of pegylated interferon during treatment or having cirrhosis may increased the risk for
relapse. (Korean J Gastroenterol 2011;57:173-179)
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FortHTable 1).

Successful PEG-interferon treatment
(n=119)
|

1
SVR (n=73) Non-responders
(n=46)

——  —
Relapse Non-relapse
(n=5) (n=68)

Fig. 1. Flow diagram for enrolled patients.
SVR, sustained virologic response; PEG, pegylated.

Table 2. Characteristics of Patients with Relapse after SVR
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Table 1. Baseline Characteristics of Patients

Relapsed Non-relapsed

a

(n=5) (n=63) p-value
Gender, male (%) 2 (40) 40 (63) 0.36
Age (years) 54 (40-67) 5 (31-75) 0.90
BMI (kg/m?) 23.8 23.3 0.45
Genotype, type 1 (%) 5 (100) 35 (565.6) 0.05
Platelet count (*10°%/L) 155 (82-197) 159 (65-284) 0.40
PT INR 0.95 (0.92-1.1) 1.0 (0.9-1.19) 0.30
ALT (lU/L) 57 63 0.42
HCV RNA (*10° IU/mL) 18 (8.5-211) 8.5 (0.01-210) 0.05
Cirrhosis (%) 2 (40) 4 (6.3%) 0.03
Treatment-naive 5 55 0.99

Results are expressed by median (ranges) or n(%).
BMI, body mass index; PT, prothrombin time.
“Based on Mann-Whitney test or Fisher's exact test.

Sex Age Geno_type PEG-interferon  Liver biopsy (fibrosis)® Dose of interferon (%) Dose of ribavirin (%) EVR
M 67 1b a-2b 60.8 100 +
F 51 1b a-2b 75 93.7 +
F 54 1b a-2a 53.1 80 +
F 56 1b a-2a 62.5 33 +
M 40 1b a-2a 70 93 +

SVR, sustained virologic response; PEG, pegylated; EVR, early virologic response.

“Based on Knodell fibrosis score.
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Table 3. Univariate Logistic Analysis: Predictors of Relapse after
SVR

Relapsed Non-relapsed p-

(n=5) (n=63) value
Genotype, type 1 5 35 0.05
High viral load (>8*1O5 IU/mL) 5 33 0.06
DM or IFG 2 23 1.00
Fibrosis score® (cirrhosis) 2 4 0.03
Reduced ribavirin dose (< 75%) 1 30 1.00
Reduced PEG-interferon dose (<75%) 4 10 0.005
Treatment-naive (n) 5 53 0.63
Species of interferon (a-2a/a-2b) 3/2 45/18 0.67
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Table 4. Predictors of Relapse after SVR in Genotype 1

Relapsed Non-relapsed p-

(n=5) (n=35) value
High viral load (>8*10° IU/mL) 5 15 0.98
DM or IFG 2 15 1.00
Fibrosis score® (cirrhosis) 2 1 0.66
Reduced ribavirin dose (<75%) 1 22 0.09
Reduced PEG-interferon dose (<75%) 4 6 0.01
Treatment-naive 5 28 0.99
Species of interferon (a-2a/a-2b) 3/2 24/11 0.73

SVR, sustained virologic response; DM, diabetes mellitus; IFG,
impaired fasting glucose; PEG, pegylated.
“Knodell fibrosis score.

SVR, sustained virologic response; DM, diabetes mellitus; IFG,
impaired fasting glucose; PEG, pegylated.
#Knodell fibrosis score.

|—| 8 weeks

End of treatment 48 88 120 148
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Fig. 2. Follow-up HCV-RNA in patients with relapse.

Follow up in progress
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