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Tab 1 Effects of D, MDA contents of mitochondrial sus-

pension of different concetrations

MDA =z=+s
Group n

nmol smg~ 1™
Control 11 0.280+0. 039
Dy +Mito 0.6 mg+ml™! 5 0.633+0.005""
D:+Mito 0.8 mg-ml~! 5 0.667+0.062""
D, +Mito 1. 0 mg-ml™! 5 0. 680+0.052*"
D, +Mito 1.2 mg-ml™! 5 0.695+0. 076" "
D, 7 2.65040.370

* ¥ ; P <{0.01 wvs control, #: MDA contem| of D, has

been substracted from all mitochondrial MDA contents
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Tab 2 Change of MDA contents of mitochondrial incubated
with D, of different length of time

MDAZ <5
Group n
nmol *mg ™!
Control 11 0.28040.-039

incubated for

10 min 9 0.6321+0.105"
20 min 4 0.709%£0.128*
30 min 4 0.7141+0. 069"
60 min 4 0.687L0.108"
120 min 4 0.705+0. 084"

*»% ; P <0.01 ws control
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Tab 3 Effect of D, on ROOH contents of mitochondrial

ROOHZ £ 5

Group g pmolemin™'emg~' ™ P
Normal mito 12 0.3710.06
D'+ Mito 12 0.74+0.107 " <0.01
D! 5 3.27+£0.23

#: ROOH content of D; has been substracted from mito-
chondrial ROOH contents
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Experimental stud of lipid peroxidation in liver mitochondria induced
with lipids extracted from burn eschars in vitro

Lou Shueng, Chen Zongrong (Department of Radiation Medicine, Third Militar Medical Universit, Chongqing, 630038)

Abstract Lipids extracted from burn eschars were incubated with normal liver mitochondria of frats. It was

found that small amounts of extracted lipids could increase the malondiadehyde (MDA level of the mitochondria
b 226.07% ( P <C0.01) and ROOH content b 200% ( P <C0.01) as compared with the normal. The findings sug-

gest that extracted lipids rom burn eschars can induce lipid peroxidation o the lipids on the mitochondrial mem-

brane.
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