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16AxF) and human monocytoid leukemic cells
by oral administration at one dose of
100 mg/kg. The CGS and DGS were more
effective than Ge 132 in enhancing MTC effect
at the above dose, and CGS had the strongest
effect. The M®s activated in vive by CGS,
DGS and Ge 132 at one dose of 100 mg/kg
showed increased incorporation of [*H] choline
into phosphatidylcholine ( PC), and the most
significant increase was observed when M %s were
activated by DGS. M %s activated in vive by Ge

132 also showed increased incorporation of [?P]
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Pi and [?’H] choline into PC, and decreased
incorporation of [ P] Piand [’H] inositol into
PI when compared with resident peritoneal
M ®s. No significant difference was observed on
the incorporation of [32}3] Pi and [3H] inositol
PIP, )

between the Ge 132 activated M s and the resi-

into polyphosphoinositide ( PIP and

dent peritoneal M ®s. The enhanced PC turnover
of M %s might be necessary for the expression of
MTC in activated M ®s.
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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.

Key words  apolipoprotein E, chloroquine,
Alzheimer s disease, mRNA quantification,
RT-PCR
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