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Primates as a Experimental Model for Type B Hepatitis (Part 1)

Transmisson of Plasma Known to Induce Type B Hepatitis

to Rhesus and Cynomolgous Monkeys
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Fig. 1 Source of HB Ag positive inoculum (R 1-C 2—C3)
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Fig. 2 Source of HB Ag positive inoculum (C1-C 2)
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Fig. 3 Transaminase in Rhesus and Cynomolgus monkeys
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Fig. 4 Transaminase in Cynomolgus Monkeys
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Fig. 5 Hepatocellular necrosis, hepatocel-
lular regeneration and presence of

acidophil bodies
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Table 1 Common Histological Findings

R1 C2 C3 R4 C4(C1 C2 Controls
Hepatocellular Necrosis H + + +~H + + — - - -
Hepatocellular Regeneration + - + + — - - - -
Cellular infiltration intrajobular " * — = * + _ -
intracapsular of Glisson | +~++ — - + — + — - - =

The so called Diffuses Eisen f~H + F~H + — - - -
Discontinuity +~H + + 4+~ - + — + - =
Gitter faser Hyperplasia + — + ++ + — — - - -
Collagenization + - + H + — - - - =
Fibrosis —_ - — 4~ = — — - - —
Proliferation of Kupffer cell Hoo~ + + + |~ + - - 4+
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Table 2 Histochemical Findings

R1 C2 C3 R4 CH4 Cl C2 Controls
Liver cell NT - + + + +~+ H H +H +
LDH Vascular — + ~+ +~+ — + + + +
Bile duct - + ~ + - +H + + +
Liver cell NT + -~ + - + 4~ + H o~
SDH Vascular - - - + — + — - —
Bile duct — + — + — 4+~ — H -~
Liver cell NT - + + + — + + + —~+
Al-P Vascular + +~H + + + +H H A~ E~+
Bile duct +H + + + - +~H - —~H o+
Liver cell NT ++ +H H H~i H o H~H +~t +~H H~H
Ac-P Vascular - - - — — - — _ _
Bile duct - + - — - - — _ _
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Rhesus and cynomolgous monkeys were inoculated
with plasma A and plasma B known to induce post-
transfusion hepatitis and serially passed.

Hepatitis B antigen and antibody could not be
demonstrated in the sera of any of the monkeys in
Both SGOT and SGPT values in-

creased in the first inoculated monkeys.

this experiment.
However
none of the passed monkeys became elevated levels
of transaminases.

Histopathologic and histochemical changes in the
aﬁtopsied liver indicative of viral hepatitis were seen
in the Ist to 4th plasma A passed monkeys. Only
histochemical changes were noticed in the 1st to 2nd

plasma B passed monkeys.



