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Investigation of HBV-DNA in peripheral blood mononuclear cells

and hepatocytes with molecular hybridization
Cui Xijaohong, Li Mengdong, Gu Changhai (Department of Infectious Diseases, Southwest

Hospital, Third Military Meadical College, Chongqing, ¢30038)

Abstract The existence of HBV-DNA in the mononuclear cells of periphe-
ral blood and in the serum of 61 patients with HBV infection was determined
with southern blot and dot blot hybridizatior, and that in the liver tissue of
31 patients out of the 61 with southern blot and in situ hybridization, The po-
sitive rate of HBV-DNA in the serum, mononuclear cells and hepatocytrs was
26.2% (16/61) , 24.6% (15/61) and 44,8% (13/31) respectively, There was
no concordance of the existence of HBV-DNA in the serum, peripheral mono-j
nuclear cells and hepatocytes in an individual, For example, HBV-DNA was
absent in the serum but present in mononuclear cells and hepatocytes in 11 ca-
ses, In fact, peripheral mononuclear cells can serve as the reservoir for HBV to
replicate, It cannot be denied that IHBV can replicate in an individual even
though HBV-DNA is negative in the serum,
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Effects of nimodipine on the changes of calcium, magnesium and

calmodulin contents after cerebral ischemia in rats

Chen Kahgning, Li Lushi, Zhen Caimei (Department of Neurology, Southwest
Hospital, Third Military Medical College, Chongding, £30038)

Abstract The changes of calcium and magnesium content in brain tissue
(Bc,, By and in the mitochondria (Mg, My,) and calmodulin content in the
cortex and hippocampus (Ce,y, Heoy) were determined in the rats with 4 -vessel
-ligation cerebral ischemia,And then the therapeutic effects of nimodipine were
observed during ischemic and. reperfusion stages of the brain, It was found that
By, and By, were decreased and Cc,y Hc,y increased during both the ischemic and
reperfusion stages and B, and M, were increased during the reperfusion stage,
The fact that calcium content was only increased during the reperfusion stage
indicates that the influx of calcium plays an important role to precipitate injury
during the reperfusion stage, Adminstration of nimodipine could prevent the
increase of calcium and calmodulin and the decrease of magnesium after cerebral
ischemia,
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