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Expression of CD46, CD55, and CD59 on primary murine astrocytes and effect of

inflammation factors on it

CHEN Xue-dan' , BAI Yun' , XIONG Jia—xiangl , SONG Min' ( "Department of Molecular Genetics, *Department of Physiology ,
College of Medicine, Third Military Medical University, Chongqging 400038, China)

Abstract; Objective To identify the expression of complement regulatory protein CD46, CD55, and
CD59 on primary murine pallium astrocytes and the effect of inflammatory factors on it in order to lay the foun-
dation for studying the complement system in AD. Methods The primary murine astrocytes were cultured and
purified. The expression of CD46, CD55, and CD39 on the levels of mRNA and protein was assayed by immu-
nofluorescence before and after the stimulation of LPS and IFN-y. Results The expression of CD59 mRNA
was confirmed, but the expression of CD46 and CD55 was indefinite. There was no significant difference be-
tween stimulation and non-stimulation groups. Immunofluorescence results indicated that CD59 was positive,
while CD46 and CDS5 were weakly positive. Conclusion  Protectin CD59 expresses copiously on primary mu-
rine astrocytes, which presumably protects astrocytes from the lysis of complement.

Key words; CD46; CD55; CD39; primary murine astrocytes
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