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Chronic hepatitis C (CHC) affects 170 million people worldwide and is a risk factor for end-stage liver 

disease and hepatocellular carcinoma. The majority of patients with CHC are from Asian descent (94.6 

million); however, CHC is an underappreciated disease in Asian patients. The goal of this study is to 

review the current literature on Asians with CHC. A PubMed search was used to review the pertinent 

literature for Asians with CHC. 

This research has revealed that Hepatitis C virus (HCV) positivity in Asians tends to mirror the 

prevalence found in the patient’s native country. Asian patients with CHC rarely present with well-known 

risk factors. The most common genotype in East Asia and South Asia is genotype 1b while genotype 6 is 

more commonly found in Southeast Asia. Asian patients have superior rates of sustained virologic 

response (SVR) rates than their non-Asian counterparts regardless of HCV genotype.  

As the conclusions of this research, we recommend screening for HCV in Asians if the prevalence of a 

patient’s native country is equal to or exceeds 2%. Additional studies are needed to explore the ethnic 

differences in patients with CHC.  

[N A J Med Sci. 2014;7(1):38-45.   DOI:  10.7156/najms.2014.0701038] 
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BACKGROUND 

There are approximately 170 million people chronically 

infected with hepatitis C virus (HCV) worldwide.
1
 Chronic 

hepatitis C (CHC) was found to be a significant risk factor 

for 14-62% of cases of end-stage liver disease (ESLD) and 

18-66% of cases of hepatocellular carcinoma (HCC).
2
 CHC 

is a commonly underappreciated etiology of chronic liver 

disease in Asians as it is often overshadowed by hepatitis B 

virus (HBV) because of its higher prevalence. However, 

there are estimated to be 95 million infected with HCV in the 

Western Pacific and Southeast Asia, accounting for a 

majority (56%) of those chronically infected globally. The 

prevalence of the disease is also likely underestimated as 

studies in these regions are commonly insufficient and may 

not represent the general population.  

 

PREVALENCE 

In a small, community health fair setting, 6% of the 118 

Asian Americans screened by Hwang et al. were anti-HCV 

positive; while among 322 Vietnamese Americans attending 

a similar neighborhood screening event, 5.2% of those tested 

for the first time were anti-HCV positive.
3,4

 A recent study of 

1,246 consecutive patients presenting for non-liver related 

gastroenterology complaints to two U.S.  clinics reported that  
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2.9% of the 1,014 Asian patients tested had positive anti-

HCV with a corresponding proportion of 1.7% among 

Hispanics and non-Hispanic whites.
5
 These results suggest 

that HCV positivity in Asian Americans is more likely to be 

greater than the 1.3% found in the general U.S. population 

and is probably more similar to the prevalence found in the 

patient’s native countries. 

 

Large seroepidemiologic studies and meta-analysis have 

shown the prevalence of HCV in many Asian countries to be 

2-5%. Many of these studies are limited by the recruitment of 

volunteer blood donors and/or healthy volunteers, which may 

underestimate and account for the low prevalence of HCV 

(<2%) in these regions. Recent studies separated by 

individual countries are discussed below and are summarized 

in Table 1. 

 

Mainland China  

Xia et al. conducted a nationwide cross-sectional 

seroepidemiologic study of nearly 67,000 people in 30 

counties and found an overall anti-HCV prevalence to be 

3.2%, the largest study of its kind.
6
 Other prevalence 

estimates can vary significantly by study cohort and region, 

varying from 0.26-9.6%.
7,8

 

 

Hong Kong 

Hong Kong is thought to have a relatively low prevalence of 

HCV. Leung et al. used Department of Health data to find a 

Review 
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prevalence of 0.08% among 42,313 voluntary blood donors.
9
 

Other seroprevalence studies including a sample of 910 

randomly selected volunteers at a local health fair (0.5%) and 

another with 936 screened volunteers initially identified by 

random telephone survey (0.3%) also found similar rates of 

infection below 1%.
7,10

 

 

 

Table 1. HCV prevalence and genotype in Asia. 

 
Country Prevalence 

(%) 

Major Genotypes 

(%) 

References 

East Asia    

Mainland 

China 

3.2% 1b (42-68%) 

2a (10-15%) 

[6,44,45] 

Hong Kong 0.08% 1b (61%) 

6a (27%) 

[9,46] 

Taiwan 4.4% 1b (46-77%) 

2a/2c (31-65%) 

[11,47] 

South Asia    

India 0.87% 3 (62-80%) [14,48-50]  

Pakistan 5.31% 3 (79%) 

1(7%) 

[16,51] 

Japan 0.49% 1b (<85%) [18,19,52] 

Korea 1.3% 1b (40%) 

2a (40%) 

[20,53,54] 

Southeast Asia    

Cambodia 2.3% 6 (56%) 

1 (24%) 

3 (20%) 

[23] 

Indonesia 2.1% 1 (58-74%) 

3 (11-15%) 

2 (4-17%) 

[26,55-57] 

Laos 1.1% 6 (<96%) [28,59,60] 

Myanmar 0.95% 6 (21-49%) 

3 (39-60%) 

1 (11-31%) 

[23,30,31,33] 

Philippines 0.4% 1 (73-82%) 

2 (9-26%) 

[35,36,61] 

Singapore 0.37% 1 (43%) 

2 (17%) 

[37,38] 

Thailand 2.2% 3 (53%) 

1(33%) 

6 (9-17%) 

[39] 

Vietnam <2.9% 1 (47%) 

6 (47%) 

[42,62,63] 

 

 
 

Taiwan 

The Liver Disease Prevention and Treatment Research 

Foundation conducted a national seroprevalence study and 

found 4.4% of the 157,720 people screened were HCV 

positive with areas of high endemicity.
11

 These trends have 

been described in multiple smaller scale studies.
12

 In a 

systematic review of HCV prevalence among intravenous 

drug users by Nelson et al., Taiwan had only the 11
th
 highest 

HCV positivity rate in Southeast Asia among this subset of 

patients (41%).
13

 

 

India  

The prevalence of HCV in India has not been studied 

systematically with few large, population-based studies. 

Much of the work on HCV prevalence in India has been done 

among blood donors with most finding rates below 2%. 

Chowdhury et al. found 0.87% of their 2,973 patients from 9 

villages to be anti-HCV positive.
14

 Data on differences 

among age groups have been mixed.
14,15

 

 

Pakistan 

Khokar et al. conducted an observational study of 47,538 

healthy adults presenting for pre-employment medical 

evaluation in the capital city of Islamabad and found an anti-

HCV prevalence of 5.31%. This result was similar to the 

4.7% and 3% prevalences found in two separate meta-

analyses of 132 and 84 publications, respectively. These 

studies also revealed geographic areas of relative endemicity 

including the province of Punjab with infection estimates as 

high as 30% in the general population, 88% in IVDUs and 

56% among hemophiliacs.
16,17

 

 

Japan 

Large scale studies of millions of blood donors, a self-

selecting group for which HCV prevalence is thought to be 

lower than the general population, have been conducted. An 

initial report up to 1992 revealed a prevalence of 0.98% 

while a 2004 update revealed a prevalence of 0.49% and 

increased rates of anti-HCV positivity among individuals 

over age 60.
18,19

 It has been postulated that much of this drop 

can be attributed to improved screening of the donor blood 

supply and a more accurate, second-generation assay.
19

  

 

Korea 

A 2006 meta-analysis by Shin et al. which included four 

different population-based studies of over 160,000 adults 

greater than age of 40 revealed an age-standardized 

prevalence of 1.29%, ranging from 0.57% for patients in their 

40s to 2.16% for patients aged 60 years or older.
20

 Of the few 

studies inclusive of patients younger than 40, prevalence 

rates are much lower.
21,22

 

 

Cambodia 

The study of the prevalence of HCV in Cambodia is lacking 

sufficient data, with only small scale studies and widely 

discordant findings. In a seroprevalence study of 1,431 

Cambodians undergoing compulsory health examinations for 

immigrant workers living in Thailand, anti-HCV was found 

in 2.3%.
23

 Thuring et al. concluded that 6.5% of a mixed 

cohort of 559 healthy individuals and 185 with liver or 

kidney disease were HCV-positive.
24

 Ol et al. performed a 

cross sectional study of potential blood donors and found that 

14.7% of the 1,200 samples were anti-HCV positive.
25

   

 

Indonesia 

Few studies have been conducted on HCV prevalence in 

Indonesia. Sulaiman et al. conducted a serosurveillance study 

of 7,572 healthy volunteer blood donors, finding anti-HCV in 

2.1% of those studied with no geographical trends despite 

wide sampling from 21 of 27 Indonesian provinces.
26

  A 

subsequent study of a separate group of 2,234 volunteer 

blood donors yielded similar results (2.3%), but this study 

also discovered that 65% of the 34 HCC patients excluded 

from analysis were HCV positive, an indication of the low 
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overall prevalence but comparatively high disease burden of 

HCV in Indonesia.
27

 

 

Laos 

Studies of HCV rates in Laos are extremely limited. 

Jutavijittum et al. examined 13,897 volunteer blood donors 

and 1.1% of them were found to be HCV-positive.
28

  In a 

study of 392 patients admitted to a large urban hospital with 

jaundice or transaminitis, 4.9% had reactive anti-HCV.
29

 

 

Myanmar  

Myo-Khin et al. found positive anti-HCV in 0.95% upon 

screening 65,240 blood donors from 10 hospitals.
30

 

Akkarathamrongsin et al. found that 1.69% of the healthy 

1,594 Myanmarese immigrants in Thailand had chronic 

hepatitis C.
23

 Prevalence estimates from several other small 

studies vary from 2- 12%.
31-33

 

 

Philippines 

The most-widely cited figure of 2.2% HCV prevalence 

comes from a 1991 study of 392 blood donors among a study 

population of 594 that also included various medical 

personnel and hospital inpatients.
34

 Katayama et al. had 

similar findings in a group of 800 commercial blood donors 

(2.3%) and 502 prison inmates (4.6%).
35

 More recently, upon 

screening 74,180 both volunteer blood donors and patients 

tested for an overseas work program, Yanase et al. 

discovered an HCV positivity rate of 0.3% and 0.9% in each 

group, respectively (p<0.05).
36

 

 

Singapore    

Much of the data on HCV prevalence in Singapore is from 

the early 1990s for reasons unknown. In a 1995 study by 

Wang et al. of 65,208 blood donors, only 0.37% were found 

to be HCV-positive, findings consistent with an earlier result 

by Kuperan et al. who discovered that 0.54% of the 4,091 

blood donor samples they screened were reactive for anti-

HCV.
37,38

 

 

Thailand  

The largest seroepidemiologic study of nearly 6,000 healthy 

patients revealed a positive anti-HCV prevalence of 2.2%.
39

 

Some evidence suggests an increase in anti-HCV positivity 

rates in the northern part of the country as high as 8.1%.
40-41

 

 

Vietnam 

Epidemiological data in Vietnam is lacking, as there are no 

population-based studies and the largely high-risk 

commercial blood donor pool is not screened for HCV. The 

little data that does exist reflect large regional differences in 

prevalence rates with increased infection rates in the north.
12

 

A systematic review and meta-analysis performed by Sievert 

et al. estimated a general prevalence rate of <2.9%.
42

   

 

HCV GENOTYPING  

Genotype 6 is a common genotype in patients from Southeast 

Asia and South China. HCV genotype assays based on 5’-

UTR sequences such as INNO-LiPA HCV I are not ideal 

because genotype 6 shares these sequences with genotype 1b. 

We recommend using INNO-LiPA HCV II assays for 

genotype analysis due to this test’s improved accuracy from 

additional HCV core sequencing.
43

 

 

HCV GENOTYPE DISTRIBUTION IN ASIA 

The most common genotype in East Asia and South Asia is 

genotype 1b, while genotype 6 is also commonly found in 

Southeast Asia. As expected, many regions were comprised 

of heterogeneous HCV genotype populations that are further 

described by country below and are summarized in Table 1.  

 

Mainland China 

Given the vast territory and diversity of mainland China, 

regional differences in genotype distribution have been 

described in several studies. Most studies agree that subtype 

1b is most common (42-68%) followed by 2a (10-15%) with 

a relatively heterogeneous distribution of the remaining 

subtypes, though some territories (Yunnan, Guangdong, and 

Guangxi) harbor a much larger proportion of genotype 6.
44,45

   

 

Hong Kong 

A study by Zhou et al. revealed a greater prevalence of 

genotype 6a and lower proportion of genotype 1b among IV 

drug users vs. non-IVDUs (59% vs. 24% for 6a and 33% vs. 

64% for 1b, respectively).
46

 Lu discovered that subtype 6a 

was the second most common behind 1b in the Pearl River 

Delta region that includes Hong Kong.
44

  

 

Taiwan 

Recent studies using more accurate line probe assays to 

determine viral subtype have identified 1b (46-77%) and 

2a/2c (31-65%) as the most frequently found subtypes with a 

higher proportion of 1b in northern Taiwan and 2a in the 

south.
47

 

 

India 

The most common HCV genotype is genotype 3 with 

estimates ranging between 62%-80% with genotype 1 

becoming increasingly more common in south India.
48-50

 

 

Pakistan 

A systematic review of 34 original articles and a subsequent 

meta-analysis of the pooled estimates of HCV genotype 

revealed that genotype 3 was the most prevalent with 79% 

(58% 3a, 10% 3b, 11% other subtype), followed by genotype 

1 with 7%, consistent with estimates from several of the 

largest studies sampling patients from all 4 provinces.
51

 

 

Japan 

Genotype 1b appears to be the dominant subtype by far. 

Some studies have found a genotype 1b prevalence of up to 

85% in some areas.
18,52

 

 

Korea 

Genotypes 1b and 2a appear to be the dominant subtypes 

with each accounting for approximately 40% of all HCV 

infections according to most estimates.
53,54

 

 

Cambodia 

HCV genotype is not well-studied in the native Cambodian 

population. A study of 1,431 Cambodians living in Thailand 
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found that the predominant HCV genotypes were genotype 6 

with 56%, genotype 1 with 24%, and genotype 3 with 20%.
23

 

 

Indonesia 

Genotype distribution in Indonesia has been examined in 

numerous studies. Genotype 1 appears to be the most 

common (58-74%), followed by genotype 3 (11-15%), and 

genotype 2 (4-17%).
55-57

 Tokita et al. were also the first to 

discover the HCV variants from Indonesia now known as 

genotype 6.
58

 

 

Laos 

While it is well established that genotype 6 and its many 

variants are present in Laos, only one study has been 

conducted to examine HCV genotype distribution, finding 

genotype 6 in nearly all of its 45 patients (96%) and genotype 

1 in the remainder.
59,60

 

 

Myanmar  

Genotype 6 appears to be one of the most prevalent (21-49%) 

followed by genotype 3 (39-60%) and 1 (11-31%) with some 

studies suggesting a regional predominance of genotype 6 in 

the north.
23,31,33

 

 

Philippines 

There are no population or community-based studies on 

proportion of HCV genotypes present in the Philippines. 

Studies on special populations including prison inmates, 

injection drug users, dialysis and/or liver failure patients 

appear to agree that genotype 1 and various subtypes appear 

most frequently (73-82%), followed by genotype 2 (9-26%), 

and various others comprising the remainder.
35,61

 

 

Singapore    

HCV genotype is poorly studied in the Singaporean 

population. In a 1996 study including blood donors, 

hemophiliacs, and patients with chronic liver disease, 43% of 

chronic HCV patients harbored virus genotype 1, followed by 

17% for genotype 2, and a wide distribution of genotypes and 

those who were unclassified comprising the remainder.
37

 

 

Thailand 

Genotype 3 and 1 were the dominant genotypes with 53% 

and 33%, respectively, while genotype 6 and its subtypes 

comprise much of the remaining infections (9-17%). These 

findings have been confirmed in smaller scale investigations 

as well as large seroprevalence studies.
12,39

 

 

Vietnam 

The predominant genotypes are 1 and 6, 47% each in a 2009 

study by Pham et al. and 42% with genotype 1 and 41% with 

genotype 6 in a 2010 study by Nguyen et al.
62,63

 Early studies 

prior to the classification of genotype 6 likely reported the 

majority of genotype 6 patients as non-1, 2, or 3.
12

 

 

RISK FACTORS FOR HCV INFECTION IN ASIANS 

In developing countries, exposure to acupuncture, tattoos, 

and inadequately sterilized medical equipment may 

contribute to the transmission of HCV.
12

 Several studies were 

unable to identify adequate risk factors for HCV in Asian 

patients and commonly identified HCV risk factors in non-

Asians were rare in their Asian counterparts.
62,64

 Ho et al. 

found fewer Asian-American patients could recall HCV risk 

factors (67% of Asian-American vs. 94% of Caucasians and 

86% of Hispanics) and a minority had more than one risk 

factor (20% vs. 74% and 66%, respectively) in their 

prospective study of 484 patients.
65

 Intravenous drug abuse 

(IVDA) was found to be only a minor contributor to the 

overall disease burden of CHC in Asian-Americans and 

approximately half do not have any commonly known risk 

factor for CHC.
12,62

 

 

DIAGNOSIS AND SCREENING  

The Center for Disease Control (CDC) and U.S. Preventive 

Services Task Force (USPSTF) recommend HCV screening 

in the 1945-1965 birth cohort, in patients with signs and 

symptoms of liver disease, and those with traditional risk 

factors such as maternal HCV, blood transfusion recipients, 

hemodialysis patients, HIV infection, intravenous drug abuse, 

or occupational exposure. These recommendations are 

unclear for patients with sexual intercourse with HCV-

positive partners, individuals with multiple partners, organ 

transplantation recipients, household contacts, non-

intravenous illicit drug use, and those with tattoos or 

piercings.
5
 We propose screening for any individual whose 

native country prevalence is equal to or greater than 2% due 

to the lack of identifiable risk factors for HCV in Asians, 

higher prevalence of HCV with community health screenings 

compared to seroepidemiologic studies and meta-analysis, 

and inconsistent ranges of HCV positivity in Asian countries. 

This may help identify Asian patients who would not 

typically be screened under the CDC and USPSTF 

guidelines. 

 

RESPONSE TO TREATMENT   
The immediate goal of HCV treatment is to achieve sustained 

virologic response (SVR) i.e. undetectable viral load 24-

weeks post-treatment. The long term goal of antiviral therapy 

include reduced progression to cirrhosis, decompensating 

events, hepatocellular carcinoma, rate of liver transplantation, 

and mortality.
66-67

 Interim based treatment studies showed 

much higher rates of SVR among Asian patients and greater 

response after retreatment compared to non-Asian patients, 

which is likely associated with ethnicity-related distribution 

of IL-28B phenotypes.
68-69

 

 

Genotype 1 

Large-scale randomized controlled trials with genotype 1 

patients treated with standard pegylated interferon and 

ribavirin (PEG IFN+RBV) for 48 weeks have shown SVR 

rates of 42-52%.
70,71

 These study populations have only a 

minority of Asian patients; however, prior studies have 

demonstrated that Asian patients had superior rates of SVR 

compared to non-Asians when treated with 48 weeks of PEG 

IFN+RBV. Clinical trials from Japan, Korea, and Taiwan 

confirm these findings with high rates of SVR ranging from 

61-79% (Table 2).
72-77

 However, in a real-life cohort study 

by Vutien et al., similar rates of SVR were seen in Asian and 

non-Asian genotype-1 and genotype-2/3 patients when 

genotype was confirmed using core-sequencing assays. Asian 
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patients developed significantly higher rates of SVR 

compared to non-Asians when genotype was confirmed using 

the less accurate INNO-LiPA HCV I assay, which may likely 

mis-identify the easier to treat genotype 6 as genotype 1.
78

  

 

In the Neutrino study, treatment-naive genotype-1 patients 

treated with 12 weeks of sofosbuvir plus PEG IFN+RBV 

achieved a high rate (89%) of sustained virologic response at 

12 weeks after treatment (SVR12). Sofosbuvir also had high 

rates of SVR12 in cirrhotic patients (80%) and was 

associated with a very low rate of treatment discontinuation 

(2%).
79

 In Quest-1 and Quest-2 trials, treatment-naïve 

genotype-1 patients treated with simeprevir plus PEG 

IFN+RBV therapy also produced high rates of SVR12 (80-

81%) with even higher rate of 86-91% in patients who met 

criteria for shorter course of therapy (24 weeks) by  response 

guided therapy criteria.
80-81

 These new anti-HCV regimens 

provide high efficacy therapy for a shorter duration than the 

previous standard of care, thereby decreasing the amount of 

adverse events and treatment fatigue. Asian patients represent 

only a minority of the patient population (2-7%) in the 

pivotal clinical trials for these new agents; therefore, further 

studies are required to determine if the high rates of SVR 

with these new agents will be mirrored in a larger Asian 

cohort. 

 

 

Table 2. Hepatitis C virus treatment outcomes, by genotype. 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

Table 3. New direct acting agents for chronic hepatitis C. 
 

Genotype Treatment Duration (Weeks) SVR (%) Patients (n) References 

1 Sofosbuvir+PEG IFN+RBV 12 weeks 89% 291 [79] 

1 Simeprevir+PEG IFN+RBV 12 weeks* 80-81% 257-264 [80,81] 

2 Sofosbuvir+RBV 12 weeks 

16 weeks 

86-97% 

94% 

35-70 

33 

[79,82] 

3 Sofosbuvir+RBV 12 weeks 

16 weeks 

30-61% 

62% 

47-183 

64 

[79,82] 

6 Sofosbuvir+PEG IFN+RBV 12 weeks 100% 6 [7979] 

*Response guided therapy 

 

 

 

Genotype 2/3 

The 2009 AASLD treatment guidelines recommend using 

PEG IFN and 800 mg RBV for 24 weeks.
83

 The majority of 

clinical trials based in Asia found superior rates of SVR (74-

94%) in genotype 2/3 patients compared to non-Asian studies 

(Table 2).
73,74,77

 

 

In three pivotal phase III trials, a regimen of 12 weeks of 

sofosbuvir plus RBV has been shown to be highly efficacious 

at achieving SVR12.
79,82

 In the Fission and Fusion studies, 

treatment-naïve and treatment-experienced genotype-2 

patients with or without cirrhosis who were treated with 

sofosbuvir plus RBV for 12 weeks achieved SVR12 >90%. 

In the same studies, SVR12 after 12 weeks of therapy was 

71% for treatment-naive genotype-3 patients without 

cirrhosis and only 30% for those with cirrhosis; while 16 

weeks of therapy in treatment-experienced genotype-3 

patients produced SVR12 of 63% in patients without 

cirrhosis and 61% in those with cirrhosis.  In a phase 2 study 

(Valence), SVR 12 was approximately 90% for treatment- 

 

naive genotype-3 patients with and without cirrhosis as well 

as for treatment-experienced without cirrhosis but only 60% 

for treatment-experienced patients with cirrhosis.
83

  In 

another phase 2 study (Lonestar-2), SVR12 for treatment-

experienced genotype-3 patients with cirrhosis was 83% if 

PEG IFN was added to sofosbuvir and RBV regiment for a 

total of 12 weeks.
84

 

 

Genotype 6 

Treatment of patients with genotype 6 includes 48 weeks of 

PEG IFN+RBV with expected SVR rates between 69-76%, 

two randomized controlled trials by Lam et al. and Pham et 

al. found slightly different rates of SVR though not 

statistically significant with 24 (60-70%) versus 48 weeks of 

therapy (71-79%).
85-88

 Early virologic response (negative 

Genotype Country Treatment Duration (Weeks) SVR (%) Patients (n) References 

1 Hong Kong PEG IFN+RBV 48 weeks 52% 21 [89] 

1 Taiwan PEG IFN+RBV 48 weeks 76-79% 100-308 [74-76] 

1 Japan PEG IFN+RBV 48 weeks 61% 201 [72] 

1 Korea PEG IFN+RBV 48 weeks 70% 86 [73] 

2/3 China PEG IFN+RBV 24 weeks 75% 61 [77] 

2/3 Taiwan PEG IFN+RBV 24 weeks 84% 50 [74] 

2/3 Korea PEG IFN+RBV 24 weeks 94% 86 [73] 

6 USA PEG IFN+RBV 24 weeks 

48 weeks 

70% 

79% 

27 

33 

[87] 

6 Hong Kong PEG IFN+RBV 48 weeks 84% 21 [89] 

6 Vietnam PEG IFN+RBV 24 weeks 

48 weeks 

60% 

71% 

35 

70 

[88] 
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HCV RNA in the twelfth week, EVR) did not seem to 

influence rates of SVR. However, data pertaining to 

treatment efficacy in patients with genotype 6 remains 

limited and conflicting. A significantly higher rate of SVR 

was identified in the 48 week treatment group compared to 

the 24-week group when using actual treatment rather than 

intention-to-treat duration (75% vs. 39%).
86

 This finding is 

further supported in one small randomized controlled trial by 

Fung et al., which demonstrated an SVR rate of 86% with 48 

weeks of treatment compared to 52% for the genotype 1 

group.
89

 

 

There are limited data relating to the efficacy of the new 

direct acting antiviral therapy on genotype 6, but Lawitz et 

al. showed all six patients with HCV genotype 6 were found 

to have SVR12 after 12 weeks of sofosbuvir plus PIFN+RBV 

therapy.
79

 Overall, treatment data of genotype 6 patients are 

lacking and larger studies are needed to assess treatment 

efficacy. 

 

Adverse Events During Treatment 

Asians were found to have an increased risk for thyroid 

dysfunction and anemia compared to non-Asians; however, 

psychiatric side effects were more common in non-Asians. 

There were no significant differences in dose reductions for 

PEG IFN or RBV between whites and Asians.
68,79,85,90

 

 

HBV/HCV DUAL INFECTION 

Concurrent infection with HBV and HCV has been found to 

have a synergistic effect on patient progression to cirrhosis 

and HCC.
91

 HBV/HCV co-infection rates are estimated to 

range from 3-20%; this high prevalence may be explained by 

the high rates of hepatitis B in Asians and similar routes of 

transmission of both viruses.
92,93

 A recent study in dual HBV 

and HCV infection, Asians were more likely to have 

predominantly HBV viremia and non-Asians were more 

likely to have HCV as the dominant virus.
94

 Current 

treatment guidelines recommend treating the dominant virus 

first, which may cause reactivation of the non-dominant virus 

after viral suppression of the other virus is established.
95,96

 

Treatment studies in Taiwan have not shown a statistically 

significant difference in treatment response between 

HBV/HCV co-infection from HCV monoinfection; however, 

one trial showed reduced HCC after PEG IFN+RBV therapy 

in HBV/HCV co-infection.
74,95,97-99

 

 

CONCLUSION 

Although HBV commonly overshadows HCV as a cause for 

chronic liver disease in Asians, Asian patients account for 

nearly 60% of those infected with chronic hepatitis C 

worldwide. HCV prevalence in Asians seems largely 

dependent on the prevalence of the patient’s native country 

and is likely independent of the prevalence in the patient’s 

residing country. Evidence contrary to this is likely due to 

subject recruitment limited to healthy volunteers and blood 

donors, which may under-appreciate the disease burden in 

these countries. More generalizable studies should be 

conducted to estimate a more accurate prevalence of the 

disease. We recommend screening for chronic hepatitis C in 

Asians based on prevalence of CHC in native countries as the 

majority of Asian patients lack identifiable risk factors for 

chronic hepatitis C.  

 

Proper genotype classification with direct core sequencing 

such as INNO-LiPA HCV II are superior to older INNO-

LiPA version. Asians were typically found to have higher 

rates of SVR after treatment with PEG IFN+RBV compared 

to non-Asians for genotype 1 (61-79%) and genotype 2/3 

(74-94%). Current standard-of-care therapy include either 

sofosbuvir or simeprevir plus PEG IFN+RBV for genotype-1 

patients, sofosbuvir plus RBV only for genotype 2 and 3 

patients, and remain to be PEG IFN+RBV for genotype-6 

patients.    
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