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[ Abstract] Objective: To establish a convenient and efficient method for culturing primary generation
of aortic vascular smooth muscle cells( VSMC) of rat. Methods: The aorta was isolated from SD rats
under strict sterile conditions. The primary culture and subculture were obtained by tissue-piece inocu-
lation and trypsin respectively. The cellular morphology was observed with inverted phase contrast mi-
croscope and identified by immunofluorescence. Results: The VSMC grew out on days 4 ~ 6 and
showed fusiform; On days 7 ~9, some cells grew to form mesh, and more cells grew in whorled pattern
and form compact sarciniform; On days 10 ~ 14, cells appeared typical " peak-valley" structure, and
became nearly 80% integrated. At this time, passage cells grew faster, and cells became larger, and
their refractivity weakened. The typical a-Smooth muscle actin ( @-SM-actin)in SMCS could be found
by immunofluorescent staining, and the positive rate of a-SM-actin in SMCS was more than 95%.
Conclusion: A reliable and feasible culture method for primary generation of VSMC has been estab-
lished successfully.
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Fig.1 The primary generation and passage cells of VSMC at different time points under phase contrast microscope
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Fig.2 The revived third generation of VSMC
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Fig.3 The a-SM-actin expressed in VSMC showed by immunofluorescence staining.
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Fig.4 The primary generation of VSMC contaminated by fungus on the 7" day of culture
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