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ABSTRACT Aim  The effect of bovine aortic heparan sulfate proteoglycan (HSPG), chondroitin sulfate proteoglycan
(CSPG), dermatan-chondroitin sulfate proteoglycan (DSCSPG) and mixed PG on the growth of cultured human aortic
smooth muscle cells (hASMC) was studied in this article. Methods PGs were isolated by dissociative extraction, ion-
exchange chromatography and gel filtration from bovine aortic intima-media and their effects on the growth of cultured
hASMC were studied by cell count and H-TdR incorporation.  Cultured hASMC were firstly inhibited at G0O/G1 by DMEM
containing 0. 2% human serum (HS) and 0. 2% fetal calf serum (FCS), then incubated with DMEM containing 5% HS and
5% FCS and different concentrations of PGs (PGs were presented as hexuronic acid) together with controls of DMEM with-
out PG for 48 h. The inhibiting percentages of proliferation (based on cell count or "H-TdR incorporation) of
hASMC with HSPG (1. 5~7.0 mg/L)were 0, 55% and 76% (0, 68% and 91%); with CSPG (15. 0~60. 0 mg/L) were
23% ., 34% and 65% (48%, 66% and 80%); with DSCSPG (15. 0~60. 0 mg/L.) were 19%, 37% and 59% (49% , 63% and
72%) and with mixed PGs (10. 7~42. 6 mg/L.) were 33% ., 55% and 65% (65%, 79% and 91%) . respectively.

sion  The that bovine aortic HSPG, CSPG, DSCSPG could inhibit the proliferation of hASMC and the inhibiting rate (%)
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