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Expression and Significance of Niemann-PickC1l-Like 1 in
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[ Abstract] Objective  To investigate the expression differences of the Niemann-Pick Cl-Like 1
(NPCIL1) gene mRNA in the small intestine and liver of atherosclerotic tree shrews. That is, the relationship of
tree shrews lipid metabolism and atherosclerosis. Methods Measured the expression differences of the NPC1L1
gene mRNA in the small intestine and liver of atherosclerotic tree shrews among different dietary groups by means of
semi—quantitative RT-PCR detection, respectively. Results The NPC1L1 mRNA expression in intestinal tissue
of tree shrews fed a high—fat diet was (3910 £ 262) nmal/L., and the expression level was significantly above that
of normal forage (P < 0.01). Conclusion The increase of NPCIL1 expression in gastrointestinal tissue and fat
metabolism of tree shrews were related to the high expression of NPC1L1 in the small intestine. NPCIL1 might
participate in the pathophysiological process of dyslipidemia. The mechanism of NPCIL1 in the occurrence of
atherosclerosis is needed to be further research .
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Fig. 1 The histological observation of aortic arch (HE x 200)
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Tab. 1 The serum lipid parameters of tree shrews in different dietary groups [mmol/L,(X+5s) ]
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Fig. 2 Expression of NPC1L1 in different tree shrew
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