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Clinical Observation of Valsartan in the Treatment of Diabetic Cardiomyopathy

CHEN Zhong-pei, CHEN Shan(Dept. of Endocrinology, Chongging Hospital of TCM, Chongqing 400021, Chi-
na)

ABSTRACT OBJECTIVE: To observe clinical efficacy and safety of valsartan in the treatment of diabetic cardiomyopathy (DC).
METHODS: 67 DC patients were randomly divided into control group (32 cases) and observational group (35 cases). Control
group was given conventional treatment including hypoglycemic treatment, insulin, aspirin, statins or Fibrates lipid-lowering
drugs, calcium antagonists, etc. On the basis of treatment for control group, observation group was additional given valsartan 80
mg orally once a day. Treatment course of 2 groups lasted for 6 months. Clinical efficacies of 2 groups were observed. The changes
of fasting blood glucose, 2h postprandial blood glucose, prothrombin time (PT), APTT, total cholesterol, C-LDL, QT disper-
sion, LVEF, E peak/A peak, HsCRP and TNF-o were observed before and after treatment. The occurrence of cardiac events and
ADR were recorded. RESULTS: Total effective rate of observation group was higher than that of control group; there was statisti-
cal significance (P<<0.05). There was no statistically significant difference comparing with before treatment between two groups of
patients (P>0.05). The fasting blood glucose, 2 h postprandial blood glucose, total cholesterol, C-LDL, QT dispersion, HsCRP
and TNF-o of 2 groups after treatment were significantly lower than before, and those of observation group were lower than those
of control group; PT, APTT, EF and E peak/A peak were significantly higher than before, and those of observation group were
higher than those of control group; there was statistical significance (P<<0.05). No cardiac events and serious ADR was observed
in 2 groups during treatment. CONCLUSIONS: Valsartan is safe and effective in the treatment of DC.
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Tab 1 Comparison of clinical efficacies between 2 groups
[case(%)]

45 n AL A TR BHME, %

XA 32 10(31.25) 12(37.50) 10(31.25) 68.75

WEEA 35 14(40.00) 17(48.57) 4(11.43) 88.57

2.2 WABRERTRIRMAE MAS PT APTT LI

TRIT T B SR R A, 2R TSR (P>
0.05), IGJ7 )5 WidH . # FBG.2 h PBG . TC.LDL-C ¥ i £k
FRILLIAYTHT, HWEA] BT X R4 PT APTT B & & T
[RIZHIGY7 AT, HRESAL B3 i T AT REA], 2 R A Geih2ria L
(P<<0.05), 7ML 2.

R2 WMARFRITEIFIAE MAS PT APTTEEE (x £5)
Tab 2 Comparison of blood glucose, blood lipid, PT and APTT between 2 groups before and after treatment(X + s)

4151 n fif ] FBG, mmol/L 2 h PBG,mmol/L TC,mmol/ L LDL-C,mmol/ L PT,s APTT,s
XTHRZL 32 YT 10.40+2.62 15.10+2.63 6.90+1.23 1.50+1.01 1220£1.56  20.10+4.67
ey 6.30+1.12 8.70+2.15% 430+1.13" 1.10+0.46" 1430£224"  28.90£531"
WEE4 35 TRITHT 1030 £3.21 13.80 £2.62 6.70 + 1.44 1.80+£1.23 1250+1.42  20.50+4.15
RITIE 6.10+ 1.46* 8.40+1.19* 400+1.12* 0.80+0.39* 1540227 29.60+4.37*"
SE46I7RT LA - * P<<0.05; 5 X BEZL 16T IR HL . *P<<0.05

vs. same group before treatment: *P<<0.05;vs. control group after treatment:"P<<0.05
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Tab 3 Comparison of QT dispersion between 2 groups be-
fore and after treatment(X £ s)

415 n i} il Q-T B HUE , ms
Xt AL 32 IRITHT 60.1+5.6
TR 482+3.0"
A4 35 by 60.5+3.4
HI7)A 344431
SE4IGITRT LA - * P<<0.05; 5 X% BEZH 16T IR HL . *P<<0.05

vs. same group before treatment: *P<<0.05; vs. control group af-
ter treatment: ‘P<<0.05
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®4 WAEBERITHIG EF . EI&/A 1 HsCRP, TNF-atb i
(x+s)

Tab 4 Comparison of EF, E peak/A peak, HsCRP and

TNF-o between 2 groups before and after treatment (¥ + s)

45 0 BE EF, % Elf/AlE¢  HsCRP,mg/L TNF-a ,ng/L

XIBAZH 32 AYTRT 58.60+£7.10 1204022  420£0.15  92.49+529
WWITIE 61.30+£6.40" 13040217 2.20+0.24°  69.55+4.32"
WEA] 35 JRITHT 59.40+4.30 110028  420+027  94.59+3.56

YT 65.60+3.80" 1.70+0.26"" 1.50+0.21%" 43.61+2.37*
L RIARI AT LA P<<0.05; 53X IRY1IR)T R LA "P<<0.05
vs. same group before treatment: * P<<0.05; vs. control group af-
ter treatment:"P<<0.05
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