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Effects of Tongxinluo on expression of apoptotic factors in cerebral tissues

of hypoxic preconditioned mice
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ABSTRACT  AIM: To observe the effects of Tongxinluo ( TXL) a Chinese medicine on hypoxic tolerance and
expression of Bel — associated X ( Bax) and B - cell leukemia/lymphoma 2 ( Bel —=2) in hypoxia — preconditioned mice.
METHODS: The mice were randomly divided into groups of hypoxia preconditioning without ( control group) or with TXL
treatment ( TXL group) . The mice in TXL group were administered with TXL at dose of 1. 52 g * kg™" * d ™' crude drug for
5 days. The mouse was exposed to normoxia (0 run H,) and acute repetitive hypoxia for 1 -5 runs ( H; - Hy) by placing
the animal in an air — sealed jar. The hypoxic environment was established in the jar through consumption of the oxygen by
the respiration of the mouse. A gasp breath was regarded as the hypoxic tolerant limit of the mouse and the animal was then
transferred to another new jar. The mouse was exposed to hypoxia in this way for 5 times. In each run of hypoxic exposure
the time of hypoxic tolerance was measured. Western blotting was used to measure the protein levels of hypoxia inducible
factor — la ( HIF —1a) Bax and Bel -2 in the cerebral cortex. RESULTS: The hypoxic tolerance time in control and
TXL groups was gradually increased run by run ( P <0. 01 or P <0.05) . The protein levels of HIF — la and Bel —2 in the
two groups were gradually increased ( P <0.01 or P <0.05) . Bax in control and TXL groups was significantly increased in

H,. After H, Bax was decreased run by run ( P <0.01 or P <0.05) . Compared with control group the tolerance time
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the expression of HIF — 1o and Bel —2 in the cerebral cortex in TXL group were increased in H; H, and H;. However the
expression of Bax was lower than that in control group in every run. CONCLUSION: Hypoxia preconditioning makes the
organism produce a strong adaptive response. The increase in Bel —2 and the decrease in Bax may be involved in the mech—
anism of adaptation. TXL obviously increases the adaptive ability of the mice to hypoxia.
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Table 1. Hypoxic tolerance time of mice in two groups( min. x +
s. n=10)
Group H, H, H;
Control 15.57 £2.00  41.69 £9.04"  51.44 +14.38"*

TXL  18.01 £2.37"  68.34 +13.22"" 85.87 +6.95"4*

#P <0.01 vs H, in the same group; “P <0.05 vs H, in the
same group; P <0.05 ™ P <0.01 vs control group at the same
hypoxia exposure times. H,: hypoxia exposure once; H;: hypoxia
exposure 3 times; Hj: hypoxia exposure 5 times; control group:
hypoxia preconditioning group. TXL: Tongxinluo ( a Chinese

medicine) group.
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Figure 1. The expression of HIF — I« in cerebral tissues by Western blotting. ¥ 5. n=3.7P <0.05 P <0.01 vs H, in the same

group; ~ P <0.05 ™ P <0.01 vs control group at the same hypoxia exposure times. Hy: no hypoxia exposure; H,: hypoxia

exposure once; H;: hypoxia exposure 3 times; Hs: hypoxia exposure 5 times. control: hypoxia preconditioning group. TXL:

Tongxinluo( a Chinese medicine) group.
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Figure 2. The expression of Bax in cerebral tissue of mice by Western blotting. x +s. n=3." P<0.05 P <0.01 vs H, in the same

group; P <0.05 *P<0.01 vs H, in the same group, “P <0.05 vs control group at the same hypoxia exposure times.

H,: no hypoxia exposure; H,: hypoxia exposure once; H;: hypoxia exposure 3 times; H,: hypoxia exposure 5 times. control:

hypoxia preconditioning group. TXL: Tongxinluo( a Chinese medicine) group.
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Figure 3. The expression of Bel =2 in cerebral tissues of mice by Western blotting. x +s. n=3. ~ P <0.05
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P <0.01 vs Hy in the

same group, "P <0.05 "P <0.01 vs H, in the same group; “P <0.05 vs control group at the same hypoxia exposure

times. H,: no hypoxia exposure; H,: hypoxia exposure once; H;: hypoxia exposure 3 times; Hs: hypoxia exposure 5 times.

control: hypoxia preconditioning group. TXL: Tongxinluo( a Chinese medicine) group.
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