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Il Antigen on Myocardium in Experimental Viral Myocarditis  (Text in page 431)

\_ v L. - h! g ‘ I* p—
: = "‘i v

\\ - Q:,F -\Q, ' '~_‘(‘-- g
L R, L_' | .%\ i
-~ f oo b 4 '_;‘\ ?l' ’
i ¥'s S - - B o)

~

<
. -~ 5\
e 1 g .

Negative staining for MHC Il antigen on cardiomyocytes in the control group (LS A1 = 400)
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Fig. 2 Focal sarcolemmal staining for MHC
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II antigen on some cardiomyocytes in viral myocarditis (1 SAB = 400
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Fig. 1 Effect of interferon treatment on serum sICAM-1
value in patients with CHB
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