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[Abstract] Objective To observe the effects of serum containing Simiao Yongan decoction (SYD) on secretion
of extracellular matrix (ECM) of rabbit vascular smooth muscle cells (VSMC) induced by high insulin/high glucose
and its mechanism. Methods Serum containing SYD was prepared by serum pharmacological method, and the
proliferation of rabbit VSMC was induced by high concentrations of glucose and insulin. The experiments were divided
into following groups: blank group [normal glucose DMEM containing 10% fetal bovine serum (FBS)], normal group
(normal glucose DMEM containing 10% FBS + normal serum), model group (high glucose DMEM containing 10% FBS +
100 U/L insulin + normal serum), western medicine group (high glucose DMEM containing 10% FBS + 100 U/L insulin +
serum containing simvastatin), traditional Chinese medicine group (high glucose DMEM containing 10% FBS +
100 U/L insulin + serum containing SYD). The content of hydroxy proline (Hyp) in cell culture supernatant was detected
by digestion method. The reverse transcription—polymerase chain reaction (RT-PCR) was used to assay the effects of
serum containing drug on the mRNA expressions of collagen— IV (COL~ IV ), matrix metalloproteinase-2 (MMP-2),
tissue inhibitors metalloproteinase—1 (TIMP-1) and the MMP-2/TIMP-1 ratio of rabbit VSMC. Results Compared
with the model group, the contents of Hyp in cell culture supernatant in traditional Chinese medicine group and western
medicine group were significantly reduced (both P < 0.05), and the content in traditional Chinese medicine group was
much lower than that in western medicine group (mg/L: 234.19 + 26.43 vs. 266.73 = 30.00, P < 0.05). Compared with
normal group, the mRNA expressions of COL- IV and MMP-2 were significantly increased (COL- IV mRNA: 0.78 + 0.03
vs. 0.41 £0.02, MMP-2 mRNA: 0.80 £ 0.12 vs. 0.41 £ 0.02, both P < 0.05), the expression of TIMP-1 mRNA was
decreased remarkably (0.35 + 0.04 vs. 0.79 £ 0.07, P < 0.05), and the ratio of MMP-2/TIMP-1 was increased obviously
(2.30 £ 0.35 vs. 0.52+£0.05, P < 0.05) in model group. Compared with the model group, the mRNA expressions of
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COL- IV and MMP-2 in traditional Chinese medicine group and western medicine group were decreased significantly,
the expression of TIMP-1 mRNA was increased obviously, and the ratio of MMP-2/TIMP-1 was decreased (COL- IV
mRNA: 0.55 +0.04, 0.58 £0.03 vs. 0.78 £ 0.03, MMP-2 mRNA: 0.62 +0.05, 0.67 +0.08 vs. 0.80 +0.12, TIMP-1
mRNA: 0.56 £ 0.02, 0.60 + 0.01 vs. 0.35 £ 0.04, MMP-2/TIMP-1: 1.11 +£ 0.06, 1.16 £ 0.15 vs. 2.30 = 0.35, all P < 0.05),
but no statistically significant difference was found hetween traditional Chinese medicine group and western medicine
group (all P > 0.05). Conclusion Serum containing SYD can reduce the secretion of ECM of the rabbit VSMC

during the high state of glucose and insulin, and the mechanisms are possibly related to reducing the synthesis of Hyp,
influencing the mRNA expression levels of COL-IV, MMP-2, TIMP-1, and adjusting the balance of MMP-2/TIMP-1.
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