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Effect of Sanhuang Jiangtang Recipe on Renin-Angiotensin System in Local Myocardium in Diabetic Rats
DENG Chang-qing XIONG Man-qi KUANG Xiu-ying et al. Institute of Diabetes First Affiliated Hospi-
tal to Guangzhou University of TCM  Guangzhou 510405
Objective To study the effect of Sanhuang Jiangtang recipe SJR on renin-angiotensin system in local
myocardium in diabetic rats. Methods Rats were made into diabetes model by intraperitoneally administering of
streptozocin and medicated through gastrogavage with SJR 50 g kg  gliclazide 20mg kg  captopril
15mg kg and nitrendipine 30mg kg respectively for successive 8 weeks started from 2 weeks after model-
ing. Levels of fasting blood sugar FBS  serum insulin Ins heart body weight ratico H BW  myocardial
angiotensin [[ Ang [l  angiotensin converting enzyme ACE and aldosterone ALD were determined. And
the mRNA expression of type | angiotensin receptor ATIR in myocardium were detected by RT-PCR assay.
Results As compared with those in the normal rats levels of FBS H BW Angll ACE ALD and ATIR
mRNA expression were higher all P<0.05 and level of serum Ins was lower P<0.01 in the model rats.
SJR gliclazide captopril and nitrendipine could slightly reduce the blood sugar level in model rats but with no
increase of serum Ins. All the four drugs could reduce H BW Angll ACE and ATIR mRNA expression. SJR
and captopril could also decrease the ALD content in myocardium. Conclusion Cardiac hypertrophy has been in-
duced in 10 weeks after diabetic modeling. Activation of local myocardial RAS is related to the genesis of diabetic
cardiomyopathy. SJR gliclazide captopril and nitrendipine could antagonize the genesis of diabetic cardiomy-
opathy the mechanism is related to the inhibition of RAS activation in local myocardium.

Key words Sanhuang Jiangtang recipe diabetes mellitus cardiomyopathy renin — angiotensin system

2001 362
DM

510405

diabetic cardiomyopathy DC DM
410007 Tel 0731 — 5381111 Fax 0731 — 5381113 E-mail dchangq@

sohu. com. cn



2004 4 24

4 CJITWM April 2004 Vol. 24

DC DM
: DC
- renin angiotensin
system RAS DC :
RAS RAS
DM
’ DM
DM
4
DM
RAS DM
1 SD 180 ~
240g
202 C 60% — 80 %
36 —-2001C014
2 30g 15¢
12g 12g 10g 6g 6g
0g 3g
2
65%
3.3g ml
20% 0.3% 0~4C
3.3g ml captopril
capoten
0101032]
1.0mg ml nitrendinpine
010401 2.0mg
ml diamicron gli-
clazide
010324 1.33mg ml
3 streptozocin

No. 4 349 -
STZ  Sigma 0.1mol L pH 4.5
1% 0.2pm
I
Trizol Gibcol BRL
- RT-PCR
DNA Marker
DEPC Promega
U —
2001 SN — 695
Gene Quant
Il DNA RNA Pharmacia
PE9600 ID
KDS2.0 Pharmacia PAC 3
000 Bio Rad Universal 30RF
4
4.1
14 87 12h
> ip 1%STZ
30mg kg 3 STZ 7
3% ~4*
>13.5mmol L
80%
4.2
2
ig ig 50g kg
60kg 5 ig
20mg kg ig 15mg kg
ig 30mg kg
ig 8
1 8
10 12h
4.3



350 -

2004 4 24 4 CJITWM April 2004 Vol. 24 No.4

4.3.1 Insulin Ins 1:10 W:V Trizol
8 RNA
3 000r min 15min RNA Ay Aygg 1.7~2.0 >
- 0% 3 RT 20pl
Ins 2png RNA MgClL, 25mmol L 4pl 10 X
4.3.2 RNA PCR Buffer 2l DNTPs 4 10mmol L
DEPC 0.1mol L pH 7.4 2pl RNase 40U pl 0. 50 AMV
PBS SU pl 1pl Oligo dT-Adaptor 2. Spmol pl 1pl
RNase 20pul RT 45C 30min
-70C 99C 5min 5C 5min RT -30C 4
4.3.3 - RAS PCR RT 10pl
200mg 1:10 MgCl, 25mmol L 3pl 10 X RNA PCR Buffer 4pl
w:v 0.5mol L 15min 0.5p1 Taq DNA 5U pl 0.25ul
4 000 r min 4C 504l PCR ATIR
20min —-70C 50pmol pl 0.5pl
I Angll 94°C 4min 94°C 45s 64°C 45s 72T
200mg 1:10 0.1mol L pH 455 35 72C 20min  B-actin
7.4 PBS 50pmol pl 0.5pl
—70C 94T 4min  94°C 45s 55T 45s 72°C 45s 35
ACE 72C 20min 4
ALD PCR PCR 12pl 2%
4.3.4 1 ATIR mR- 0.50g ml 1 X TAE
NA 1 ATIR 50V 60min
6 cDNA cDNA
137 — 156bp 452 —433bp Kodak digital science 1D
137 —-452bp  316bp 5 - ATIR  B-actin
ACAGCTTGGTGGTGATTGTC3’ 5'-
ATGATGCAGGTGACTTTGGC-3’ 4.4 Tt
f — actin Gene Bank Dunnet ¢
225bp 5’ -TTCCAGC- Dunn’ s g
CTTCCTTCCTGG-3 57-
TTGCGCTCAGGAGGAGCAAT-3’
2 RNA 1 Ins
DEPC PBS 1
—70C P<0.01 Ins pP<
1 Tt
Ins Angll ACE ALD
n mmol L U ml mg g pg g nM g min pg g
14 3.63+0.75 10.20+1.13 2.32+0.16 1410.6+167.5 23.3+18.2 219.9+189.1
9 31.23+8.35% 7.96+1.30* 3.50+0.72% 1793.3+153.5%  75.1+44.7% 615.8+518.2*
9 18.04£12.77 4% 7.02+1.86™  2.67+0.35* 4% 1464.1£164.9%° 32.0+£25.444 68.8£52.6%4
8 22.95+12.05 44 8.17+£1.94 2.80+0.32* 44 1442.94290.2°4 40.1£37.7%% 432.6+378.2
11 20.17£10.80** 44 9.09+2.74 2.78+0.19* 44 1361.5+254.1%% 33.6+28.6°% 277.8+289.6°
10 17.68+£9.92* 24  9.25+1.79 2.69+0.24% 42 1541.8+199.5%4 25.1+18.144 337.9+461.6

*P<0.05 " P<0.01

AP<0.05 24 P<0.01
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