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Protective Effect of Panaxatriol Saponins on Cerebral Ischemia

XIANG Qiu-ling', CHEN Jian-wen?, MA Ren-qiang?, LI Jing?, LI Cheng?,
ZHU Jian-ming?, CAO Wei-wei’
( 1. Zhongshan Medical College, SUN Yat-sen Universty, Guangzhou 510080, China;
2. School of Pharmaceutical Science, SUN Yat-sen Universty, Guangzhou 510080, China )

Abstract: [Objective] To observe the anti-cerebral ischemia effects of Panaxatriol Saponins (PTS). [ Methods]
SD rats (n = 48) were devided into six groups; sham group, MCAO (middle cerebral artery occlusion) model
group, low-dose-PTS (25 mg/kg), middle-dose-PTS (50 mg/kg), high-dose-PTS (100 mg/kg) groups or
Xueshuantong injection (0.45 mL/kg) group. We observed the anti-cerebral ischemia effects of PTS in MCAO rats
through ethology scores, brain water content, cerebral infarction scope and histopathology examination. Similarly,
Kunming mice (n = 60) were divided into sham group, imcompleted global brain ischemia model group, low-dose-
PTS (25 mg/kg), middle-dose-PTS (50 mg/kg), high-dose-PTS (100 mg/kg) group or Xueshuantong injection
(0.45 mL/kg) group. We observed the protection effects of PTS to imcompleted global brain ischemia through
cerebral index and Evans blue content of brain. [Results] To the rats, ethology scores and degrees of encephaledema
significantly decreased in middle-dose-PTS and high-dose-PTS group (P < 0.01). Cerebral infarction scopes of low-
dose-PTS, middle-dose-PTS, and high-dose-PTS group (19.0% + 4.5%, 16.4% + 3.9%, 16.4% + 3.7%) were
signifancantly lower than the model group (23.5% + 3.4%, P < 0.05). PTS improved the pathological changes of
cerebral ischemia of MACO rats. To the imcompleted global brain ischemia mice, PTS reduced cerebral index by
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down-regulating the increase of vasopermeability (P < 0.05). [Conclusion] PTS have protective effects on the focal

cerebral ischemia of MACO rats or incompleted global brain ischemia mice.

Key words: panax pseudo-ginseng; panaxatriol saponins; focal cerebral ischemia; imcompleted global brain

ischemia
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Fig.1 The pathological examination of ischemic brain tissue in rats (x200)
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Table 1 Effect of PTS on cerebral ischemia index (n = 10)
. Water content of brain  Cerebral infarction zone  Brain exponential Content of EB
Group Abnormal behavior
(%) (%) (g/ke) (re/s)
Sham 0.25 £ 0.15 7719 +1.2 12+£1.7 125+ 0.5 57+14
Model 2.91 +0.74Y 80.2 + 1.2V 23.5+£3.4Y 14.6 £ 0.6V 11.5+ 1.70
PTS-L 2.10 £ 0.70% 794+ 1.3 19.0 + 4.57 14.0 £ 0.4Y 9.5 +0.4”
PTS-M 1.85 + 0.44% 78.6 + 0.9% 16.4 +3.9Y 13.5+0.5Y 8.612.07
PTS-H 1.61 + 0.67% 78.1 £ 1.1¥ 16.4 + 3.7 132204 8.4+2.6"
XST 1.68 + 0.26" 78.5 £ 1.0 153 +5.59 13.2+0.5¥ 8119
F 16.725 6.804 153.136 11.084 21.210
P 0.000 0.000 0.000 0.000 0.000

1): P < 0.01 vs sham index; 2): P < 0.05; 3): P < 0.01 vs model index
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