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Roles of NF-«B activation and TNF-a expression in heart failure following myocardial

infarction in rats
XIE Ping, ZHU Shan-jun, ZHU Zhi-ming (Department of Cardiovasology. Xinqgiao Hospital Third Military Medical University, Chongging
400037, China)

Abstract. Objective To investigate the effects of nuclear factor®«B (NF-B) activation and twmor necrosis
factor-a (TNF-) expression on the progressive heart failure following myocardial infarction in rats. Methods Male
rats were randomized for the proximal left anterior descending branch coronary artery ligation and then killed at 4, 8
and 12 weeks after ligation for the examination of hemodynamic parameters, ventricular mass index, protein expres-
sion of TNF-a, and NF+B activity. Sham-operated rats were used as the control group. Results Compared with the
sham-operated goup, the myocardial infarction rats showed significant decreases in mean arterial pressure (MAP),
maximal ascending and descending velocity of the left ventriailar pressure ( =dp [, ) and a significant increase in
left ventricular end-diastolic pressure (LVEDP) (P<0.05). As compared with those of the sham-operated rats,
IVRW and right ventricular relative weight (RVRW ), except left ventricular relative weight (LVRW) in MI,a, groups
increased significantly (P<Z0.05). In comparison with those of the sham-operated group, TNF-a protein production
and NF+B activity increased significantly (P<0.01) at 4, 8 and 12 weeks after ligation in noninfarcted myocardi-
um. Conclusion Progressively increased TNF-a overexpression and enhanced NF-«B activity in failing myocardium
suggest that NF«B may play an important role in postinfarction ventricular remodeling and progressive heart failure.
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Tab 1 Changes of ventricular remodeling ind exes and he modynamic parameters after myocardial infarction in rats(x £ s)

Group n RVRW (mg /) LVRW(mg k) MA P(nmHg) LVEDP(nmHg) + dpldtya (mmHg /) — dp/dty, (mmHg/s)
SH,, 8 0.7+0. 03 2.5940.10 114.7 +10. 09 3.91+0. 82 5 845.06-414. 62 4268.674469. 9%
SHy, 7 0.7370. 02 2.4540.05 106.88 +11.3 4.85+1. 12 5963. 834-394. 76 4351.15+485.07
SHpp, 8 0.65+0. 09 2.3240.02 104.97 +9.37 4.1+1.78 6 066.03--435.78 4301.42+309.6

M1, 10 0.90+0. 04 * 2.8470.08 ** 98.5549.35 " 9.01+3.37" 47708. 64-268.85 ** 3639.4+329.27 "
M, 8 1.0140. 03 ** 2.65+0.05" 86.8+11.6 16.86+3. 06 ** 4312.14265.65 3218.98+-329.1 "
Ml 7 0.97+0. 10 2.4140.12 87.9+12.7*" 21.63+3. 71 4109.4+270.31 ** 3236.15+298.9 "

MAP: mean arterial pressure; LVEDP: left ventri cular end-diastolic pressure.  *; P<<0. 05, **; P<(. 01 vs SH group
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