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Tab 1 The contents of calcium inside cells and phosphorus in tissues in various brain regions of rats 8 hours after cerebral

contujon (I + s5)

Cai (pg/g-DW)

Pt (mg/g-DW)

Group

Impact site The edge Opposite site Brain stem Impact site The edge  Oppsite site  Brain stem
Control 398.1+37.5 408.2426.3 387.5+31.0 434.7137.2 11.1+1.4 12.47%2.2 10.3+1.5 12.8%+2.3
Travma 1324. 3+ 44, 2%*® 930.4+54. 1% > 480. 2+43.2%* 498. 6+ 44. 8% 8.4+1.8% 9.0+1.2* 10.8%+1.9 13.2%+2.0

X X : P <0.01 vs control; ¥ ;: P <<0.1 vs control
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Tab 2 The contents of mitochondrial calcium and phosphorus in various brain regions of rats 8 hours after cerebral contusion

(T +s)
Cai (ng/mg-prt) Pt (pug/mg-prt)
Group
Impact site The edge Opposite site Brain stem Impact site  The edge  Oppsite site Brain stem
Control 241.2+32.5 246.7+27.6 234.3131.7 260.8+37.4 8.9+1.4 9.8+2.1 9.2t1.1 11.5+1.7
Trauma 510. 21+ 43. 8%* 382. 7440, 3%* 228.61+28.8 267.3+30. 1 10.2+1.8 8.8%+1.7 10.7+2.3 12.0£2.0

¥ X ; P <0.01 vs control
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Study of the effects of cerebral contusion on cellular and mitochondrial

calcium level of different regions of the brain in rats

Sui Jianfeng, Xiong Dezuo, Zhang Kecheng (Department of Neurosurgery, Xingiao Hospital, Third Military Medical Col-

lege. Chongqing. 630037)

Abstract The cellular and mitochondrial level of calcium, the total phosphorus in brain tissue and mito-

chondrial phosphorus in different regions of the brain were determined with absorption spectroscopy and

chromometry in rats 8 hours after they were inflicted with cerebral contusion. It was found that primary cere-

bral contusion could induce Ca" influx of the cells in most of the brain regions and the intensity of Ca" influx

was correlated with the severity of local brain damage. Most of the influx Ca" existed in the cytoplasm in

bound forms to maintain a stable level of intracellular calcium ions. and protein was the main substance to

bind with Ca*. Massive Ca* influx could lead to sequestration of Ca® in the mitochondria and disturbed intra-

cellular calcium level. which in turn brought about secondary damages on the tissue cells and a decrease of

tissue phosphorus.

Key words brain injuries; calcium; mitochondria; phosphorus
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