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Effect of Endothelial Cell Conditioned
Medium on the Proliferation of in Vitro
Smooth Muscle Cells
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ABSTRACT

Aim The effect of confluent endothelial cell condi-
tioned medium on the proliferation of cultured smooth
muscle cells was studied in this article.

Methods
ical vein endothelial cells (A(UVEC-CM) was collected

and fractionated into 3 fractions: namely A, contain-

The conditioned medium of human umbil-

ing protecheparan sulfate, proteodermatan sulfate
(DSPG) and proteochondroitin-dermatan sulfate (CS-
DSPG ), B (containing HSPG) and C (containing
DSPG and CS-DSPG ), by DEAE-Sephacelion-ex-
change chromatography with NaCl gradient elution.
Effect of hUVEC-CM on cultured humanaortic smooth
muscle cell (hRASMC ) proliferation was studied by cell
count and *H-TdR incorporation.

Results All 3 fractions of h(UVEC-CM could inhib-
it hASMC proliferation, but the percentages of inhibi-
tion were in the order of B>A>C.

Conclusion HSPG is the major component of hU-
VEC-CM in the inhibition of hASMC growth.
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Table 1.
cells-conditioned medium (hUVEC-CM ) on cultured

Effect of human umbilical vein endothelial

human aortic smooth muscle cells proliferating. I.

Experimental result of cell count(r=+s).

group n cell number inhibiting rate(%)
control 3 28 889+ 482 -

A 3 26 1114-482" 18.2

B 3 25 0004833" 25.4

C 3 28 3331834 3.6

» P<C0. 01, compared with control group.
regular medium, A group: hUVEC-CM with HSPG, DSPG
and CSDSPG; B group: hUNEC-CM with HSPG; C group:
hUVEC-CM with DSPG and CSDSPG (the same below).

control group:

Table 2.
cells-conditioned medium (hUVEC-CM ) on cultured

Effect of human umbilical vein endothelial

human aortic smooth muscle cells proliferation. I.

Experimental result of ‘H-TdR in corporation (x +5).

Group n ¥]-TdR{cpm) inhibiting rate( %)
control 6 46521353

A 6 3644 1-288° 21.7

B 6 34271+285" 26.3

C 6 43664176 6.2

* P<0.01,compared with control group.
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Figure . Effect of hUVEC-CM on cuitured hASMC

growth. x x: control, 0o-0: Ay A-A:B, «-+.C.
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