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Tab 1

Changes of MDA production, FFA release, XOD and SOD activity after 4 h SCI in rats (T % s5)

MDA FFA
Group

(nmol/mg protein)

(umol/g wet weight)

XOD SOD

(u/mg protein) (u/mg protein)

26.1% 9.7 (12)

Laminectomy

SCI 39.8+t14.6 (A" °

11.3+ 3.8 (12)

59.3+£10.1 (12)**

4.0£1.0 Q2) 2.8+0.5 (1)

5.4%+2.1 Q&* 0.4£0.1 (9"

Experimental aminals in brackets " P <0. 05;
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Tab 2 Effects of Panax notoginseng Saponins (PNS) on MDA production, FFA release, XOD and SOD ac-

tivity after 4 h SCI in rats (T £+ 5 )

MDA FFA

(nmol/mg protein)

(pmol/g wet weight)

XOD SOD

(u/mg protein) (u/mg protein)

Normal saline 34.749.9 (1D 59.9+10.4 (10) 5.8%2.5 (9 0.4+0.1 (10
PNS 30mg/kg 22.8%9.2 ( 9" 53.4%16.4 (10) 4.8+1.8 (9 0.440.1 (11)
90mg/kg  21.549.1 (A1D** 50.6+19.5 ¢ 9 4.8+2.1 (1D 0.4%0.2 (10D
270mg/kg 19.31+8.4 ( 8~ 47.3114.1 ( 8° 4.5+1.9 (11)° 0.5+0.2 ¢ ©

Experimental animals in brackets * P <0.05;
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**P <0.01 vs normal saline.
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Fig Effects of Panax notoginseng Saponins
(PNS) on the Changes of total calcium
content after 4 h SCl inrats (Z £ s5)

A :laminectomy group; B:SCI group; C:nor-

mal saline group; D:PNS group.

A A ;compared with laminectomy P <{0.01;

* % % . compared with normal saline P <

0. 001. experinmental aminals in bracket.
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Effects of total saponins on calcium content and lipid peroxi-

dation in injured spinal cord of rats

He Fengchi, Long Zaiyun, Zhou Li, |Liu Yingbing| (Research Institute of Field Surgery, Third

Military Medical College, Chongqing, 630042)

Abstract Four hours after the spinal cord of rats was injured, the contents of malondi-

aldehyde (MDA) and free fatty acid (FFA) were significantly increased, the activity of xan-

thine oxidase (XOD) elevated, the activity of superoxide dismutase (SOD) reduced, and the

calcium content significantly increased in the tissues of the injured cord. These facts suggest

that there is the generation of calcium-mediated free radicals and lipid peroxidation in the mem-

brane. Intravenous injection of saponins of Panax notoginseng (PNS) in the dosage of 30, 90,
and 270mg/kg could all inhibit the production of MDA ; 270mg/kg could inhibit the release of
FFA and the activity of XOD; 90mg/kg could significantly decrease the calcium content. These

findings indicate that the inhibition of PNS on the calcium influx might be one of the mecha-

nisms of anti-lipid peroxidation in spinal cord injury in rats.

Key words spinal cord injuries; lipid peroxides; calcium calcium channel blockers;Panax

notoginseng Saponins



