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EXPRESSION OF THE CYTOKINE FAM3C IN THE SUBSTANTIA NIGRA OF HOMOZYGOUS MICE CARRYING A53T HUMAN
o-SYNUCLEIN  ZHANG Pei, JIAO Qian, DU Xixun, JIANG Hong  (State Key Disciplines: Physioloy(in Incubation) , De-
partment of Physiology. Qingdao University, Qingdao 266071, China)

[ABSTRACT] Objective To investigate the expression of FAM3C, a member of the cytokine FAM3 family, in the substan-
tia nigra (SN) of mice with Parkinson’s disease (PD) and its clinical significance. =~ Methods The homozygous mice carrying
A53T human a-synuclein (a-SynA53T /" mice) ., aged 3 and 6 months, and their littermate wild-type (WT) mice were selected.
The protein in the SN was extracted, and Western Blot was used to measure the protein expression of FAM3C.  Results There
was no significant difference in the expression of FAM3C protein in the SN between the a-SynA53T*/" mice aged 3 months and the
WT mice (t=1.245,P>>0.05). Compared with the WT mice, the a-SynA53T /" mice aged 6 months had significantly higher ex-
pression of FAM3C protein in the SN (1 =8.865,P < 0.05).  Conclusion The expression of FAM3C protein in the SN has no

change in mice aged 3 months, but shows an increase in mice aged 6 months, suggesting that the expression of FAM3C in the SN

increases with the progression of PD and that FAM3C may be involved in the pathogenesis of PD.
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