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Tab 1 Effects of cytoxan in circulating leukocyte count (¢c-LeuC) and percentage of myocardial necrosis

induced by isoprenaline in rabbits (Z £ s )

Control (a =7) Cytoxan(iv,80mg/kg.dx3) (2 =7)
C-LeuC(X10°/L)
Base level 9.214+1.90 10.8941.42
After iv normal saline or cytoxan (the 3rd d) 9.2441.94 2.7140. 64%%X24
After sc isoprenaline (the 2nd h) 13.30+1. 8042 3.1240. 56%*
Percentage of myocardial necrosis (%) 49.90+15.1 24.3+5.8%X

44 P <0.01, compared with corresponding base level; ** P <0.01, compared with control

2.2 mEX BELIFHE Neu R scii EAML,2.5R7.5mg/kgB HIK , EH

SHLIR L F G Bk 3 d, U BEFN BAR BPEHL I ) Neu FRETIRER BG4

R NE 2, NAixBADYCIEEER, BEFERL, I B E W B DHURSE . AR B BIR EF
NeuDNBEB EMEE T Aok MMIA R 44  AXLMEM.

X2 MK GREEHGMERAMNERCNRESHRME (2 £5)
Tab 2 Effects of dexamethasone (Dex) and indomethacin (Ind) on neutrophil functions and the

percentage of myocardial necrosis (MN) (Z 4+ s )

Acid-phosphatase Ph o o - .
g *ytosis cytisis
(K Unit/107 Neu) agocytosis index agocytt 5 ;

Dex(mg/kg.d x 3)

1 7 2049. 6% 0.37+0.05% 33+11 33.7+48.7%
2.5 7 17+9.2% 0.3240.06% 24+6.7% 28. 41 6. %X
7.5 7 8+2.9%X 0.25-40.08%* 1946, 1%X 24.949. 0%X

Ind(mg/kg.d x 3)

3.3 7 3249.1 0.414£0.08 32+8.4 41.618.6

10 7 15 +6. 6% 0. 3610, 04X 26+4.5% 37. 745 6%

30 7 1147, 3%* 0.30%0.08%X 20 7. 4%% 34.718.2%
Control 7 3411186 0.4510. 1044 3546.94 49.9+15.1
Normal 7 12+5.8 0.28+0. 06 24+6.3 _

4 P <0.05,24 P <0.01 compared with normal;* P <C0.05,** P <C0.01 compared with control.
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Tab 3 Effects of dexamethasone (Dex) and indomethacin (Ind) on prostaglandin E, (PGE,) content,

malondialdehyde (MDA) level in myocardium and myocardial superoxide dismutase (SOD) ac-

tivity
n PGE; (pg/mg. protein) MDA (nmol/mg. protein) SOD  (unit/mg. protein)

Dex(mg/kg.d x 3)

1 7 6215, 9¥* 2.80+0. 87% 5214-124%%

2.5 7 3843, 2%X% 2.2040.71% 5784 87%X

7.5 7 13+ 2. %X 1. 6040. 63%X 6124100%X
Ind(mg/kg.d x 3)

3.3 7 87 23% 3.10+0. 69 226493

10 7 224 6. 1%X 2.60+0. 68% 255185

30 7 1444, 4%% 1. 904 0. 74%X 4471 83%X
Control 7 163+ 7604 3.4040. 7342 218+ 11444
Normal 7 12+4.4 0.9740. 30 5604 69

T+ 5,44 P<0.01 copmared with normal;* P <C0.05,** P <{0.01 compared with control.
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Study of the injurious effects of neutrophils on myocardium

and their medicinal therapy in rabbits

Li Xiachui, Tang Ruyu (Department of Pharmacology, Third Military Medical College, Chongqing,

630038)

Abstract

It was found that there was a significant increase of the number of circulating

leucocytes 2 h after a subcutaneous injcetion of isoprenaline and severe myocardial necrosis oc-

curred after consecutive injections for 3 d. Cytoxan-induced depletion of leucocytes resulted in

an obvious decrease of the percentage of myocardial necrosis. In the control, the neutrophilic

phagocytosis was enhanced and their release of acid phosphatase elevated greatly, which indi-

cates that the neutrophils are in an activated state. After the neutrophils were inhibited with

dexamethasone or indomethacin, significant reduction of the contents of prostaglandin E, and

malondialdehyde and an increase of superoxide dismutase activty in the myocardium were ob-

served and consequently myocardial necrosis was greatly alleviated.

Qur findings suggest that neutrophils might play an important role in the pathogenesis of

myocardial infarction through the release of lysosomal enzymes and the production of oxygen—

derived free radicals and certain metabolites of arachidonic acid, and proper regulation of the

neutrophilic functions could exert prophylactic effects on myocardial infarction. This might be a

promising direction to look for more effective drugs to treat myocardial infarction.

Key words myocardial infarction; neutrophils; lipid peroxides; prostaglandins E; dexam-

ethasone; indomethacin



