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[Abstract] Objective To study the possible role of Calbindm-128k (CaBP) in the pathogenesis of Parkinson’s discase (PD) . Methods
1-methyl-4-phenyl- 1 .2 .3, 6-tetrabydropyridine { MPTP) was intrapenitoneally imected into C57BL mice to establish PD mice model. Revere tran-
scription PCIR and in situ hybridization were used to detect the expiession changes of CaBP mRNA in the brain of PD and control nuce. Results
Compared wail: control mive, there was a significant decrease in CaBP mIRVA levels in hippocampus, striatum and substantia nigra in PD mice. Con-

clusion CaBP nuay provide protective role to some neurons against the pathogenesis process respasible for PD.
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