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[ ABSTRACT] Aim
Methods The human vascular smooth muscle cell culture model was used for experiments.

poprotein receptor in cultured human vascular smooth muscle cells were quantitatively assayed by the immunofluorescent staining
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To explore the effect of neuropeptide Y on lipid metabolism in human vascular smooth muscle cells.

Atherosclerosis
The expression of low density li-
Results The averaged fluorescent value in control group was 2443 £189, while

the values in neuropeptide Y groups were 2015 £164, 1890 145, 1841 123 and 1786 136, decreasing by 26. 92% , 24.64% ,
22.62% and 17.49% ( P< 0.01), respectively in 10® mol/L,, 107 mol/L, 10°® mol/L. and 10”° mol/L concentrations of neuropep-

under laser scanning confocal micropscope.
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tide Y, compared with control group.

in a dose dependent manner.

There was significant differences among the different concentrations neuropeptide Y groups

Conclusion Neuropeptide Y may influence the lipid metabolism of human vascular smooth

cells by downregulating low density lipoprotein receptor in human vascular smooth muscle cells.
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1. AMEFBAMAM LDL ZHRRIENRALE.
Figure 1.

L NPY group.  C is the picture of 107 mol/L. NPY group.

1. AMEFEIAME LDL FHRIEHNFHRARE.
Table 1.
tor expressions in hVSMC.

The average fluorescent intensity of the LDL recep-

Groups NPY n x s

Control 0 206 2443 £189
NPY- 8 10 mol/L 180 2015 £164*
NPY- 7 107 mol/LL 219 1890 £145°
NPY- 6 10°° mol/LL 199 1841 £123¢
NPY- 5 10 mol/LL 205 1786 £136°

a: P< 0.01 compared with control group, P < 0.05 among NPY groups.

MZE 1 A1 2(Table 1 and Figure 2) A] 1L, %J B8 41
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62% 10° mol/L MK Y AT W& 17. 49% , H &%
JRY WREHZ R ZH B EMZR(P< 0.05), B~
HBEE PR Y B A3 =, hVSMC /Y LDL 524k %
X RIE L T R, BA—E MR RN

The fluorescent picture of the LDL recentor expression in hVSMC.
D is the picture of 10 mol/L. NPY group.

A is the picture of control group. B is the picture of 10°® mol/

E is the picture of 10> mol/L. NPY group.

Averaged fluorseent value

1600 " A 2 )
0 10* 107 10%  10%

Dose of NPY (mol/L)

2. WEKRY ZWAMEFEH AN LDL S4RIER
EHank.

Figure 2. The dose dependent manner curve of the LDL recep-
tor expression in hVSMC induced by NPY.
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