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Abstract

associated with lateonset familial and sporadic

Apolipoprotein E (ApoE) is strongly

forms of Alzheimers disease. Some myopathic

changes which are similar to those seen in
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Alzheimer brain, that is, deposits of BAP and
tau protein, could be induced by chronic intoxi-
cation with chloroquine. The influence of chloro-
quine treatment on ApoE expression in rat mus-
cle was examined using reverse transcription fol-
lowed by polymerase chain reaction (RT-PCR).
A steadily expressed endogenous mRNA, glycer-
adehyde 3- phosphate dehydrogenase ( G3PD)
was served as an internal standard in PCR quan-
tification. Amplification was found to be linear
over a wide range of cycle number, and the effi-
ciency was identical for target and control
mRNA in RT-PCR. The expression of ApoE
mRNA in rat muscle began to increase after 6
weeks of chloroquine treatment, and became 20-
fold more than that in untreated control later on.
The results suggest that ApoE may play roles in
the pathologic changes in rat muscle caused by

chronic intoxication with chloroquine.
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Abstract

as protective agents from lethal doses of ionizing

Guangz hou

II-1 and TNF have been found to act

radiation in recent years. It was proposed that
the mechanisms of the radioprotective effect of
[[-1 and TNF may be resulted from to its selec
tive stimulation of manganese supreoxide dismu-
tase( MmrSOD) expression on both RNA and
protein level. Chinese hamster ovary( CHO) cells
transfected with sense Mn-SOD ¢DNA showed
decreased radiosensitivity after treatment with
whereas clones transfected

MmrSOD c¢DNA

increased radiosensitivity. It was demonstrated

X-ray irradiation,
with antrsense showed

that overexpression of Mn-SOD could promotes

the survival of CHO cells from ionizing
radiation.
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