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Abstract : Objective
blasts. Methods

tion method. Normal glucose (5. 5 mmol/L, control group) and high glucose(25 mmol/L,high glucose group) were adopted for con-

To investigate the effect of high glucose on the expression of type | and [ll collagen in rat cardiac fibro-

Rat cardiac fibroblasts were obtained by pancreatic enzyme digestion method and the differential sidewall separa-

ducting intervention. The mRNA expressions of type | and [l procollagen were detected by real-time PCR and the changes of type
[ and Il collagen levels were detected by ELISA. Results

could increase the mRNA expression of | and [l procollagen in rat cardiac fibroblasts. The mRNA expression of collagen was in-

Compared with the control group., the high glucose 12 h stimulation

creased at 12 h and reached the peak at 24 h. The increasing amplitude of type [ collagen mRNA was higher than that of type [l

collagen. The high glucose 48 h stimulation could increase the expression of type | and [ll collagen. The increasing amplitude of type

I collagen was higher than that of collagen type [ll. Conclusion

gen in rat cardiac fibroblasts.

High glucose could promote the synthesis of type I and [l colla-
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