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ABSTRACT Objective To observe the effect of moxibustion on cardiac function and expression
of TNF-a and NF-kB in chronic heart failure (CHF) rats, and to explore its mechanism underlying im-
provement of CHF. Methods The CHF model was established by intraperitoneal injection of Adriamycin.
After successful modeling, 28 rats were randomly divided into the model group, the moxibustion group,
the Western medicine group,and the moxibustion + Western medicine group, 7 in each group. Rats in the
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(25 mg/kg) and mild moxibustion. Once a day for 3 weeks. After treatment, heart failure( HR), cardiac
output(CO), left ventricular systolic pressure(LVSP), left ventricular end-diastolic pressure (LVEDP),
maximal rate of the decrease/ increase of left ventricular pressure ( +dp/dtmax) and the expression of
NF-kB and TNF-a mRNA were observed respectively. Results In comparison with normal rats, charac-
teristic behaviors and cardiac function were significantly different with modeling rats (P <0.01). The re-
sults of HE stain in myocardium were in accordance with the performance of CHF. Compared with the nor-
mal group, HR and LVEDP increased, CO, LVSP and +dp/dtmax decreased(P <0.01), and the expres-
sion levels of NF-kB and TNF-a mRNA decreased significantly in the model group(P <0.01). Compared
with the model group, CO, LVSP and +dp/dtmax increased, HR and LVEDP were decreased and the ex-
pression levels of NF-kB and TNF-a mRNA were decreased significantly in the other three treatments
groups (P <0.01). Compared with the moxibustion group and the Western medicine group, HR and LV-
EDP decreased, CO, LVSP and *dp/dtmax increased more obviously (P <0.05), and the level of TNF-a
mRNA was decreased in the moxibustion + Western medicine group(P <0.05). Conclusions  Moxibus-
tion combined with medication could better improve the heart function and down-regulate the expression
of TNF-a mRNA than using moxibustion or Western medicine alone, and could suppress CHF induced

down-regulation of using expression of myocardial TNF-a mRNA and NF-«B in rats, which may contribute
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to its effect in regulating the immune response and relieving myocardial injury.
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F£1 EHFAKRSEBREOIRERERLE (X xs)

215 n HR (¥ /min) CO(mL/min) LVSP(kPa) LVEDP(kPa) +dp/dtmax(kPa/s) - dp/dtmax(kPa/s)
EW 3 332.74 +24. 41 34.51+2.92 25.24 +2.45 0.64 +0.16 547.87 +41.12 341.45 +31.89
ey 3 478.47 +43.28 " 21.69 +3.01" 16.35 +3.12 " 1.50 +0.42 " 383.24 +32.15" 190.22 £18.24 "

- 5IER4E:, *P <0.01

R2 BALIIREIEFRHE  (xxs)

20 51 n HR(¥X/min) CO(mL/min) LVSP(kPa) LVEDP(kPa) +dp/dtmax (kPa/s) -dp/dtmax(kPa/s)
IEH 7 322.34 +24.41 36.12 +3.31 24.17 +3.01 0.58 +0.07 537.37 +46.15 331.42 +36.27
i 7 468.24 +43.28 " 20.35+2.25" 13.31+£2.02" 1.62+1.02" 353.24 +28.09 * 176.43 £21.23 "
B'Ed 7 410.55 £24.12°4  28.41+3.02%4  18.63 £2.43°4 1.05+0.06%% 467.52£29.5%4  250.13 +20.15%4
(e 7 400.13 +23.34%4  26.78 +2.0244 17.69 +1.15%4 1.09 +0.08%4  458.43 +28.72%4 256.96 +25.42°4
*~Zy 7 360.13 +20.14°  32.34+1.78° 21.56 +1.39% 0.87 +0.05% 498.43 +38.76"  298.34 +21.56°%

H SIEWHAILE, P <0.01; SHMA HH, 2P <0.01; 54224 Lk, 4P <0.05
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“Aa
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20571 n TNF-amRNA NF-«B
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3] 7 2.024 £0.246° 2.700 £0.342%
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2540 TNF-o mRNA FEAF#KHE ] & (P <0.05)

i #
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