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Tab 1 Dynamic changes of NO; content in myocardium early after radiation,
burn and combined radiation-burn injuries(* mol/g Pr)
Time of postinjury (h)
1 3 8 12 24
R 2.66F 0.18 2 65+ 0. 08 2 68+ 0. 09 2.68+ 0. 15 2 67+ 0. 1F
B 2. 69 0.09 349t 0. 15 4,32+ 0. 16 3.86C 0. 12 3. 14 0.09
C 2.69t 0.13 3. 96+ 0.26* 4. 9H 0.39% 4.18+ 0. 14* 3. 46+ 0.16*

control value 2. 65 0. 26, * :

Y 028, )

P <0.05vs control;# : P < 0.05vs burn. Pr: abbreviation for protein
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2 8h NOS (*mol/min g Pr ')
Tab2 Changes of myocardial NOS activity at 8 h post

injuries (* mol/min° g Pr ')

Control R B RB

cNOS 178 0.12 L 67 0. 24 0.56- 0.12  0.28 0 03*

iNOS 0.33:0.04 0325006 253 0.33  3.16 0. 21"

* . P <0.05vs control; # : P <0.05vs burn
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Tab 3 Effects of NO donor SIN-1 on ¢cGMP level and
Nd -K —ATPase activity in myocardium

Control luM SIN 4 10uM SIN-1 SIN-H  HbO2

cGM P

3.08- 0.46 4.99= 0.69 7.5 L 7¥* 3.17£0.59
(pmol/mg Pr)

Nat K& -A TPase
(*mol h® g P~ 1)

8.4-0.29 7.3:0.45 565 0.36% 855042

*: p<0.05**% : p <0.0lys control

23 3bE KA AER
RB s NO; cGMP
Nd -K -ATPase RB s
s 4
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Nd -K —-ATP
Tab 4 Changes of myocardial cGMP level and Nd -K -
ATPase activity in combined radiation-burn in juriy

group treated with dexamethasone

Control RB Dex am ethasone

NO; (*mol/g Pr) 2.65F 0.26  4.8H- 0. 14" 3.16= 0. 66

¢GM P(pmol /mg Pr) 3.08t 0.46 10.33t 0. 58" 5.95- 0. 81°#
Na K AT Pase
(“mol/h° g Pr 1)

84H-0.29 2.58- 0. 14" 7.23t 0 27*

* . P <0.05* : P <0.0lvs control;
#: P <0.05## : P <0.0lvs RB
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Changes of nitric oxide production and its effects on myocardium at the
early stage after radiation, burn and combined radiation— burn injuries
in rats

Wang Weidong, Chen Zongrong, Li Rong, Lou Shufen (Department of Radiation Medicine, Faculty of Preventive
Medicine, Third Military Medical University, Chongging, 630038)

Abstract Objective: To observe the changes of nitric oxide ( NO) production in and its effects on my-
ocardium at the early stage after radiation, burn and combined radiation—burn injuries- Methods: 1) The my-
ocardial NO content during the first 24 hours and the activity of nitric oxide synthase (NO S) at the 8th hour
after injuries were determined; 2) ¢cGMP level and Na* -K' —-ATPase activity were assessedin the myocardium
treated with NO donor SIN-1 in normal animals and that with dexamethasone in those with combined radia—
tion-burn injury. Results: There was a significant increase in NO production and NOS activity in the my—
ocardium with a peak at the 8th hour after burn and combined radiation-burn injuries. No obvious alteration
was seen in the animals with radiation injury. Treatment with NO donor Sin-l caused a marked elevation in
c¢GM P level and an obvious decline in membrane Nd -K' —AT Pase activity in the myocardium- However,
treatment of the animals with combined radiation-burn injury using dexamethasone did inhibit the increase in
cGM P level and decrease in Na" -K' —A TPase activity. Conclusion: Overproduction of NO, probably caused
by excessive expression of iNOS in the myocardium after burn and combined radiation-burninjuries, might be
involved in the modulation of cGM P production and Nd& -K —ATPase activity in the myocardium.
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