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et al., 1991). Of the 75 anti-HD-seronegative HCC cases tested, 52% were seropositive for
anti-HC; in contrast, of the nine anti-HD-seropositive HCC cases, 33% were positive for
anti-HC.

ln another study, also summarized in the monograph on HBV (p. 81; Di Bisceglie et al.,
1991), radioimmunoassay of 99 HCC cases and 98 con troIs detected none with anti-HD,
regardless of seropositivity for HBsAg.

These studies are summarized in Table 6.

Table 6. Case-ontrol studies of HDV in relation to hepatocellular
carcinoma among hepatitis B virus carriers a 

Reference Loction SeroprevaIence of HDV markers RR 95% CI

Cases Con troIs 

No. % No. %

TrichopouIos et al. Greece 87 10 29 0 00 (0.9-00 1
(1987a)
Cronberg et al. SenegaI 65 20 8 0 00 (0.4-00 1
(1984)
Liaw et aL. (1987) Taiwan, 124 4.0 137 2.2 ( 1.91 (0.4-12)China

9n the studies of Kew et al. (1984) and Di Bisceglia et aL. (1991), none of the cases
or controIs were anti-HD seropositive.

3. Studies of Cancer in Experimental AnimaIs

The only available study (Ponzetto et aL., 1988b) was reported as an abstract and could
not be used to evaluate the carcinogenicity of HUV

4. Other Relevant Data

4.1 Pathology

HCC evolves through chronic HDV infection, which usuaIIy begins as acute viral
hepatitis and may not be apparent c1inically. Many patients with chronic HDV are identified
through screening programmes, and the acute event is not documented. The transition of
chronic hepatitis to cirrhosis may also be inapparent c1inicaIly.

4.1.1 Acute infection

The hepatocellular degenerative change and infiammatory reaction of HDV super-
imposed on chronic HBV (usually chronic persistent hepatitis) appear as acute viral hepatitis,
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