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Figure 1. Distribution of MHAI Liver Fibrosis
Scores among IDU at Second Liver Biopsy

Table 1. Correlates of Fibrosis Progression among
117 HCV-Infected Injection Drug Users with Paired

Abstract

Background. The majority of those chronically infected with
hepatitis C virus (HCV) are injection drug users (IDUS). Data on

METHODS: Study Subjects

+ Between 1996 and 1998, 210 subjects were randomly
selected from 1667 HCV-infected IDUs who were:

Liver Biopsies

at First and Second Liver Biopsy among
117 HCV Positive Persons*
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histologic activity index (MHAI). FP was defined as an increase in are . Current Alcohol Use* 58.3 58.2
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Results. Of 117 IDU with paired liver biopsies (median: 4.2 years 3 . .. . . . .
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e A associations between fibrosis progression and « Fibrosis progression was detected in 21% of 117 HCV-infected
were relatively low (2ven among those HIV-infected), an demographics, HIV characteristics, drug and IDU at all Follow-up visits 217 16.3 subjects with paired liver biopsies. In this community-based cohort of injecting drug users, the overall rate of
especially among those with low serum liver enzyme levels. T e e e e
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Age was categorized into the highest quartile and
below. Wilcoxon-rank sum was used to compare
continuous data non parametrically. Subjects also
were stratified by consecutive ALT results (both
normal [< 40 IU/L]or both elevated [>40 IU/L] using
the two consecutive ALT measurements that most
closely preceded the liver biopsy. The relationship
between the ALT strata and the extent of fibrosis
progression was measured by the chi-square method.

(HIV positive only)

*Variable measured at baseline biopsy

*p<0.04

Analysis stratified by HIV status showed similar rates and
predictors of fibrosis progression, although those with fibrosis
progression more frequently reported HAART use.

Most of the observed person-to-person variability in fibrosis progression
could not be explained by the factors considered.

According to published US Public Health Service Guidelines, almost half of
the cohort had sufficient liver fibrosis to consider medical treatment of HCV
infection. Nonetheless, few cohort members received interferon alfa based
treatment.

Additional research is needed to identify reliable methods of identifying and
preventing HCV-related fibrosis progression in this setting.




