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The change of neuron-specific enolase in serum of mewborn rabbit with hypoxic/ischemic brain damage and
protection of astragalus (¥ #) DU Cui-giong, LIN Jing-cang, ZHU Shi-ze, HUANG Huang, XU Xiang-
yangs HUANG Mei-zian. Department of Pediatrics Faculty Working Offices Quanzhou Medical College,
Quanzhou 362000, Fujian, China

[Abstract] Objective To investigate the expression law of neuron-specific enolase (NSE) in serum of
newborn rabbits with hypoxia/ischemia brain damage (HIBD) and protection of astragalus (¥ ). Methods
Thirty-six New Zealand rabbits in the medium- and terminal pregnancy-term were taken, and then they were
randomly divided into three groups: control, oxygen deprivation and astragalus intervention groups. After
they were born, blood was collected from newborn rabbits at 1, 2, 3 and 7 days respectively. Enzyme linked
immunosorbent assay (ELISA) was used to quantitatively estimate the content of NSE in the serum. Results
No significant statistical significance was obtained in difference of NSE content in serum in the control group at
the different time points (all P>>0.05). The NSE levels in the oxygen deprivation group and the astragalus
intervention group were significantly increased compared with those in the control group, but NSE level in the
astragalus intervention group was obviously lower than that in the oxygen deprivation group (all P<C0.01).
With dynamic detection of NSE in serum, the NSE content in the oxygen deprivation group and the astragalus
intervention group reached a peak 1 day after birth. The content of NSE in serum gradually decreased with
time, and not dropped to normal level after 7 days. There was statistical significance in difference of NSE
content with paired-comparisons (all P<<0.05). Conclusion The result indicates that the change of NSE in
serum is closely related with the HIBD level. The more severe is the HIBD level , the more significant elevation
is the NSE level. Astragalus intervention can decrease NSE level in the serum of hypoxic animal, that indicates
the astragalus may play a role in protection of brain tissue from oxygen deprivation.
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