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Fig 1 Chemiluminescence of D, and D', — supplement
submitochondrial particles
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Tab 1 D, and D', induced CL of submitochondrial parti-

cles (n=7)
Dose D, Dy
(mg/ml) T+ s (X103min~1) T+ s (X10*min™!)

0. 25 7.0+£0.6 8.74£0.5*
0.50 8.1+0.3 10.8+0.6*
1. 00 9.24+0.6 13.8+1.4*
1.50 11.6+0.5 20.8%£1.6*
2.00 14.2%x1.5 25.7+2.6"
3.00 16.44+0.7 39.0+2.4"
4.00 17.7+1.1 55.8+1.9*
5. 00 18.2+0.8 59.1%2.9"

* ; P <£0.05, » *; P<€0.01, vs D,
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Tab 2 Effect of SOD on D, induced CL of submitochon-
drial particles (n=6)

Dose CL Value inhibitory rate
(pg/ml) Z 4 5 (10X 10% min—1) T4+ s(%)
0.0 24.1%+1.1 0.0
0.5 17.740.9* 26.54+3.8
1.0 15.740.6* 35.1%+2.8
2.0 14.240.4" 41.0%2.0
4.0 13.01+0.5" 46.143.0
8.0 10.3+0.6" 57.4+4.3
10.0 10.1+0.8* 58.0+3.1

* s P <0.01, vs control
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Tab 3 Effect of B—carotene on D, induced CL of submi-
tochondrial partioles (n=6)

Dose CL Value inhibitory rate
(pg/ml) 1+ s (10X10* min—?) T4 s (%)
0. 00 24.1%1.2 0.0
0. 05 22.3t+2.0" 7.4+0.6
0.10 21.1+1.1+ 12.444.7
0. 20 18.4+%1.2* 23.8%4.2
0.40 15.91+0.4" 34.01+2.0
0. 80 14.11+0.9" 41.5+3.6
1.60 11.24+0.6°* 53.5+2.3
3.20 10.44+1.3" 57.1£5.6

* ; P <C0.01, wvs control
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Study of effects of burn eschar extract to induce fluorescence in hepatic

submitochonrial paraticles in rats

Shu Chongxiang, Chen Zongrong, Lou Shufen, Liu Xiaohong (Department of Radiation Medicine, Third Military Medi-

cal University, Chongqing, 630038)

Abstract The effects of substances Dy, an extract of burn eschars, and D’;, an extract from normal rat

skin, to induce fluorescence in the hepatic submitochondrial particles were compared. It was found that when

D, and D', were in the same dosage, D; was able to induce stronger fluorescence than D', and their effects

were in a dosage —dependent manner. Superoxide dismutase (SOD) and beta —carotene could suppress D, to

induce fluorescence in hepatic submitochondrial particles also in a dosage — dependent manner when the

dosage of SOD was smaller than 10 pg/ml and that of beta—carotene samller than 3. 2 mmol/L. These find-

ings suggest that there is the occurrence of free radicles in the interactions between D, and submitochondrial

particles and superoxide anions and singlet oxygen seem involved in the pracess.
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