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Influence of Losartan on Proliferation of Cultured Vascular
Smooth Muscle Cells with Correlation to Gene Expression of C-myc

HUAN Shao-hua's CHEN Min-sheng’, LIU Jian-kang’

(1. Depariment of Cardiovascular Research, First Affiliated Hospital 2. Deparment of Internal medicine, Second Affiliated Hospitak
3. Depariment of Histology, Guangzhou Medical College; Guargzhou 510182 China)

Abstract:[Objective] To explore the effect of losatan (an angiotensin II receptor blocking agent) on the vascular re-
moulding in hypertension and its mechanism. [Method] @ Cofocusing laser scanning microscope system (Model
ACAS570) was used. and by the method of fluorescent immunochemistry, the proliferative cell nuclear antigen (PCNA )
and the proliferation-related expression product of C-myc gene in cultured rat vascular smooth muscle cells treated with
losatan were quantitatively assayed. @The proliferative activity (MTT value ) of the vascular smooth muscle cells treated
with losartan was analyzed. [Result] Under the influence of losatan, the vascular smooth muscle cells’ proliferative activ-
ity (MTT) decreased, the values in the groups of experiment and control were 0. 2 045 4-0. 0 010 and 0. 2 239 0. 0 010
( P<C0.05). respectively. The cellular PCNA and the expression of C-myc also decreased significantly, PCNA in the
eroups of experiment and control were 1 338. 56 1232 56 and 1 542. 71 +200. 04 ( P<0. 01); and C-myc expression
in the two goups were 1 528 03 =125. 14 and 1 740. 35 205. 91 ( P<Z0. 01), respectively. [Conclusion] Losartan
takes part in the changes of the vascular wall structure through effecting on the porliferative activity of vascular smooth
muscl cells.
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Fig. 1 PAI-1 protein positive staining in lung adenocarcinoma (LSAR x 200)

Fig. 2 UPAR protein positive staining in large cell lung (1SAB x 400)

Fig. 3 UPA protein positive staining in lung squamous cell carcinoma (LSAB x 200)

Fig. 4 PAI-2 protein positive staining in lung adenocarcinoma (LSAB = 200)
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Fig. 1 The effect of Losartan on the expression of PCNA in VSMC (fluorescence immunochemistry method )

Fig. 2 The expression of PCNA in vascular smooth muscle cell in control group (fluorescence immunochemistey method )
Fig. 3 The effect of losartan on the expression of C-myc in VSMC (fluorescence immunochemistry method )

Fig. 4 The expression of C-myc in vascular smooth muscle cells in control group (fuorescence immunochemistry method )



