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lar myocytes in normal Tyrode solution and with imitating acute ischemia.
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Aim  To study the effect of TNFaon L-type cacium channel current (ICa-L) in isolated guinea pig ventricu-
Methods Using the whole cell patch clamp tech-
nique in isolated guonea pig ventricular myocates both normal Tyrode solution or simulation of acute ischemia. Results Un-
der normal Tyrode solution, the application of TNFa {100 kU/L, 300 kU/L and 500 kU/L) did not produce any detectable alter-
ations on peak of ICa-L, but inhibitory rate on peaks of ICa-L were decreased markedly by 46.5% +3.5%, 62.7% +3.0% and
80.7% = 3.7% respectivelyby TNFa at the same concentration accompany simulation of acute ischemia and showed dose-depen-
dence; there are significant difference compare with control group or simulate of acute ischemia alone group ( P < 0.05, respec-
tivelyby) . Conclusion TNFawould not alter peak of ICa-L in guinea pig ventricular cells under normal Tyrode solution; but

increased inhibitory effects of ischemia on peaks of 1Ca-L accompany imitation of acute ischemia and showed concentration-depen-

dence.
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Figure 1. The peak of ICa-L in isolated guinea pig ventricular
myocytes
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Figure 2. Effects of TNFa. with different concentration on ICa-L
in isolated guinea pig ventricular myocytes
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Table 1. Effects of TNFa on peak of ICa-L in isolated guinea pig ventricular myocytes

3.5% .62.7% £3.0%F1 80.7% +3.7% (¥ P<0.

W n 0 min 5 min 10 min 15 min 20 min
0 15 — 553+ 180 -556+272 -524+325 -512+316 ~ 472307
100 15 - 564+ 170 -553+218 -543+138 - 528315 ~498 + 297
300 15 — 566 + 372 -553+2(8 -552+172 - 558 + 190 ~472 + 367
500 15 - 546+ 321 - 545+ 277 -543 1 153 — 546 £225 - 504 397
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KU/LL TNFa HE 20 min i1 8K BLC- 2 WLANTHD 1Ca-1..
Figure 4. The TNFeincreased the inhibitory effects of ischemia with concentration-dependence on peak of ICa-L in isolated guinea pig

ventricular myocytes accompany imitation of acute ischemia
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Table 2. Effects of TNFaon peak of ICa-L in isolated guinea pig ventricular myocytes accompany imitation of acute ischemia
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