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Effect of Neferine on the Proliferation and Phenotype of Human Umbilical Vein Smooth Muscle Cells

TONG Guoxinl, LI Xiaochunz, WANG Ningful, LAI Leil, LENG Jianhangl(l.Department of Cardiology, the First
People’s Hospital of Hangzhou, Hangzhou 310006, China; 2.Department of Geratology, The Second Affiliated Hospital, School
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ABSTRACT: OBJECTIVE To study the effect of neferine on the proliferation and phenotypic modulation of human
umbilical vein smooth muscle cells (HUVSMCs) cultured in vitro. METHODS The effect of neferine(0.1, 0.5, 1.0, 5.0
umol-L™") on HUVSMCs proliferation was studied by using MTT colorimeter and flow cytometry. Western blotting was used to
indicate the changes of protein levels of the contractile-phenotype smooth muscle specific markers, such as smooth muscle
myosin heavy chain-1 (SM1), calponin 1 and a-actin. RESULTS Neferine could significantly decrease the cell numbers of
HUVSMCs after treatment for 12, 24, 48 h, and the anti-proliferation effects were in a concentration-dependent and
time-dependent manner when the concentrations of neferine were between 0.1 and 5.0 pmol-L™". In the absence of neferine
treatment, the protein levels of the smooth muscle specific markers (SM1, calponin 1 and a-actin) decreased during culture.
However, the treatment of VSMCs with neferine (0.5 or 5.0 pmol-L™") for 48 h reversed the effect in a concentration-related
manner. CONCLUSION These data suggest that neferine may arrest the growth of VSMCs and inhibit phenotypic modulation,
thereby preventing cell dedifferentiation. These properties of neferine suggest that the drug can provide useful therapy for
atherosclerosis and restenosis.
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Fig 2 Effects of neferine on protein expression of SMI,
calponin 1 and a-actin in HUVSMCs

A-Time course of protein expression of SM1 in HUVSMCs which were
cultured and harvested at 0, 24 and 48 h; B-HUVSMCs were cultured
with neferine (1.0 or 5.0 pmol-L™") or Asc 2-P (300 umol-L™) for 24 h
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