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ABSTRACT Objective: To investigate the effects of cardamonin on regulation of glucose metabolism on the vascular smooth mus-
cle cells (VSMCs) and its possible mechanism in the insulin-resistant condition. Methods: VSMCs were cultured in high glucose ( 2.5%
102 mol-L") and high insulin (100 U-L") medium for 72 hours, then cardamonin was added to incubate for 48 hours. Glucose consump-
tion, hexokinase activity and proliferation of VSMCs were measured in the experiment. Results: Cultured with high glucose and high in-
sulin for 72 hours, glucose consumption of VSMCs was significantly decreased (P<0.01). Cardamonin significantly increased the glucose
consumption and hexokinase activity of VSMCs in IR statue (P<0.01) and inhibited the proliferation induced by high glucose and high
insulin (P<0.01). Conclusion: The results suggested that cardamonin could improve the glucose metabolism and inhibit the proliferation
of VSMCs in the IR condition, which might be related to enhancement of hexokinase activity.
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Note: IR stands for insulin resistance; **P<0.01 Compared with Control
Group; ##P<0.01 Compared with 24h cultured with high glucose and high
insulin of IR Group.
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F 1 NEFEAT IR & FRIMAMEHENZIE (Xt S, 0-6)
Tab 1 Effect of cardamonin on glucose consumption of insulin-resistant VSMCs

Groups Glucose Consumption GC( mmol-L") MTT GC/MTT
Control Group 4.61% 0.34 0.533+ 0.033 8.61+ 0.31
Solvent Group 4.63% 0.32 0.570+ 0.034 8.37+ 0.23

IR Group 4.68+ 0.29 0.654+ 0.015%* 7.07x 0.14%*

IR Solvent Group 4.70% 0.17 0.662+ 0.028** 7.13% 0.17**
IR+PIO (10° mol.L") 5.19+ 0.24 0.549+ 0.031% 9.41+ 0.56"
IR+CAR( 107 mol.L™") 497+ 0.12 0.588+ 0.0217 8.46% 0.31%
IR+CAR(10° mol.L") 4.96x 0.46 0.569+ 0.013 8.72+ 0.47%
IR+CAR( 10° mol.L") 4.01+ 0.29 0.443+ 0.027% 8.90+ 0.71%*

Note: **¥P<0.01 Compared with Control Group; #P<0.05, ##P<0.01 Compared with IR Group.

2 NEFERART IR M FiBALLEN S AEHESE &I (Xt S, n-6)

Tab 2 Effect of cardamonin on hexokinase activity of insulin-resistant VSMCs

Groups

Hexokinase Activity(U/g pro)

Control Group
Solvent Group
IR Group
IR Solvent Group
IR+PIO (10° mol.L")
IR+CAR( 107 mol.L")
IR+CAR(10° mol.L")

IR+CAR(10° mol.L")

7.42+ 0.26

7.33£ 0.29

5.67+ 0.15%*
5.46% 0.22%*
7.34% 0.35%
7.00+ 0.24*
7.66% 0.31%

8.63% 0.19%

Note: **¥P<0.01 Compared with Control Group; ##P<0.01 Compared with IR Group.
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