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Fig 1 Effect of SMCs—CM on DNA synthesis of NIH 3T3 with tritiated thymidine in-

corporation
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Fig 2 Effect of SMCs—son on DNA synthesis of NIH 3T3 with tritiated thymidine in-

corporation
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Effects of Smooth Muscle Cell —derived Growth Factors on the
DNA Synthesis of NIH 3T3 Fibroblasts

Yang Shilin,Deng Zhongduan,Qu Zhiling
Department of Pathology, Tongji Medical University

Migration of smooth muscle cells (SMCs) into subendothelial space and their proliferation
were key events in the athérogenesis,and were influenced by a variety of factors including
PDGF, FGF,IGF,EGF,etc. It was known that SMCs could synthesize and secrete growth fac-
tors in a paracrine and autocrine manner. The SMCs conditioned medium (SMCs—CM) and
the SMCs—sonicate (SMCs—son) were used as the source of growth factors,and their influ-
ence on the DNA synthesis of NIH 3T3 fibroblasts by *H—Thymidine incorporation. The re-
sults showed that SMCs—CM and SMCs—son both promoted the DNA synthesis of NIH 3T3
fibroblasts. These date suggest that growth factors synthesized by SMCs could be partly secret-
ed out cells,among which some could bind with the receptors on SMC memberane,and the rest

remained within the cells,stimulating the cells’ prolifeartion.
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