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Fig.1 Immunohistochemistry and the Aa% of a-actin of
common carotid arteries. (A) Cultured 1 day under medium
pressure; (B) Cultured 4 days under medium pressure;
(C) Cultured 7 days under medium pressure; (D) Cultured
1 day under high pressure; (E) Cultured 4 days under high

pressure; (F) Cultured 7 days under high pressure.

*P<<0.05 vs M group, n=6, Bar=22 pm. [J: M; l: H
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Fig.2 Immunohistochemistry and the Aa% of PCNA of

common carotid arteries. (A), (B), (C), (D), (E), (F) are
the same as in Figure 1. **P<<0.01 vs M group, n=6,

Bar=22 ym. [J: M; l: H
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Fig.3 Immunohistochemistry and the Aa% of PDGF-A of
common carotid arteries. (A), (B), (C), (D), (E), (F) are
the same as in Figure 1. **P<<0.01 vs M group, n=6,

Bar=22 pm. [: M; l: H
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Fig.4 Immunohistochemistry and the Aa% of TGF-f 1 of common carotid arteries. (A), (B), (C), (D), (E), (F)

are the same as in Figure 1. *P<<0.05, **P<<0.01 vs M group, n=6, Bar=22 pm.
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Fig.5 Immunohistochemistry and the Aa% of P53 of common carotid arteries. (A), (B), (C), (D), (E),

(F) are the same as in Figure 1. **P<<0.01 vs M group, n=6, Bar=22 pm. [1: M; l: H
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EFFECTS OF HIGH PRESSURE ON PROLIFERATION AND
PROLIFERATION-ASSOCIATED PROTEINS AND GROWTH FACTOR OF
VASCULAR SMOOTH MUSCLE CELLS OF
ORGAN-CULTURED ARTERY

ZHANG Feng’, ZHANG Yan?, LIU Bo!, JIANG Zong-lai'
(. Laboratory of Mechanobiology and Medical Engineering, School of Medicine,
Shanghai Jiao Tong University, Shanghai 200030, China
2. Department of Anatomy, The Second Military Medical university, Shanghai 200433, China)

Abstract: In order to explore effect and mechanism of mechano-factors in vascular remodeling,
proliferation and expressions of proliferation-associated proteins, such as P53 protein, and some growth
factors of VSMCs were observed in an intact artery exposed to the high pressure merely. Common
carotid arteries of pigs were cultured at 37°C with DMEM containing 10% newborn calf serum at a
constant flow rate of no more than 6 ml/h under high pressure (21.3 kPa ) and normal pressure
(13.3 kPa) for 1, 4 and 7 days respectively in a vascular organ-cultured system in wvitro. The expressions
of a-actin, PCNA, P53 protein and PDGF-A and TGF-B1 were tested with immunohistochemical method.
The expression of a-actin decreased continuously and the expressions of PCNA. P53 protein and TGF-B1
increased within 7 days in group of high pressure. The expression of PDGF-A increased at first and then
decreased slightly within 7 days. VSMCs of the artery underwent a transformation from -contractile
phenotype to synthetic phenotype and the proliferation rate of VSMCs enhanced under the high pressure.
These results suggested that the high pressure may affect the proliferation of VSMCs through regulating
expression of PDGF-A. TGF-B1 and P53 protein in organ-cultured artery in wvitro.
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