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[ABSTRACT] AIM: The research was to investigate the effects of the Tian ma gou teng decoction on the electric
physiology feature of L — type calcium channels in the vascular smooth muscle cells in spontaneously hypertensive rats
(SHR), and to further explain the mechanism of the Tian ma gou teng decoction in the intervention of blood pressure.
METHODS; 12 - week — old SHRs were assigned randomly into five groups:group A (treated with Tian ma gou teng de-
coction) , group B (treated with Tian ma gou teng decoction with subtraction concha haliotidis) , group C (treated with
nifedipine) , group D (treated with concha haliotidis) , group E ( treated with normal saline as control) , each group consis-
ted of 9 rats. After treatments were conducted for 4 weeks, the free calcium concentration in serum was measured. The
electric physiology feature of L — type calcium channels in the vascular smooth muscle cells was analyzed by patch clamp
technique (PCT). RESULTS: No significant difference between group A and group C was observed in the serum free cal-
cium concentration (P >0.05). There were significant differences among group B, group D and group E (P <0.05),
compared to before treatment, the change in group E was the most obvious. A decrease in the L — type calcium channel cur-
rent of vascular smooth muscle cells was observed in group A and group C. The function of group D was feeble, no decrease
in the L — type calcium channels current of vascular smooth muscle cells was observed in group B and group E. CONCLU-
SION: Tian ma gou teng decoction can increase the serum free calcium concentration and block the L — type calcium chan-
nel current in vascular smooth muscle cells, indicating one of the mechanism of intervention of blood pressure.
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Tab 1 Change in serum free calcium concentration among all the

groups before and after treatment( mmol/L.% +s. n=9)

Group Before treatment After treatment
A 1.02 £0.05 0.94 +0.08%
B 1.03 £0.07 0.84£0.05"
C 1.08 +0.03 0.90 +0.03%
D 1.08 +0.02 0.86+0.02"
E 1.06 +0.02 0.81+0.03*

*P <0.05,** P <0.01 vs before treatment;“P < 0.05 vs
group E.
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Fig 1

Stimulus pulse protocol for recording voltage dependent Ca’* current of ventricular myocyte and voltage dependent current of

ventricular myocyte. A :group A treated with Tianmagouteng decoction; B:group B treated with Tianmagouteng decoction with

subtraction concha haliotides; C:group C treated with nifedipine; D:group D treated with concha haliotidis; E:group E treated

with normal sodium as control group.
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Fig2 Current — voltage relationship of voltage dependent Ca’*

current in ventricular myocyte. Group A treated with
Tianmagouteng decoction; Group B treated with Tianma-
gouteng decoction with subtraction concha haliotides;
Group C treated with nifedipine; Group D treated with
concha haliotidis; Group E treated with normal sodium as
control group.
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