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Effects of hypoxia on secretion of IL-1f, IL-6 and TNF-a in cerebral cortex cells of rats
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[Abstract] Objective To investigate the effects of different hypoxia treatments on secretion of IL-18, IL-6 and TNF-q¢ in
the cerebral cortex cells of rats. Methods Primary cultured cerebral cortex cells were subjected to hypoxia treatments (1% and
4% oxygen) for 3 h or 6 h. Enzyme-linked immunosorbent assay (ELISA) was used to determine the levels of 1L-18, IL-6 and
TNF-q protein in cultural supernatants. Results (1) Compared with the corresponding normoxia (20% oxygen) controls, 1L.-6
level was significantly decreased after treatment with 1% oxygen for 3 h and 6 h (P<C0. 01, P<C0.05), and the levels of IL-1p
and TNF-« were not significantly different. (2) Compared with the corresponding normoxia (20% oxygen) controls, the levels
of IL-1B, IL-6 and TNF-a were not significantly different in cells treated with 4% oxygen for 3 h(P>>0.05); the levels of IL-18
and IL-6 were significantly decreased in cells treated with 4% oxygen for 6 h (P<C0.01, P<C0.05), and TNF-q level was not
significantly different(P>>0. 05). Conclusion Oxygen at 1% has no influence on IL-18 or TNF-q secretion in cerebral cortex
cells of rats, and it can inhibit the production of IL-6. Oxygen at 4% has inhibitory effect on IL-1p and IL-6 production, and it
has no effect on TNF-a production.
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Tab 1 Effects of hypoxia on secretion of IL-1B, IL-6 and TNF-a in cerebral cortex cells of rats

n=3, x5, pp/(pg + ml~ 1)

1% Oxygen

4% Oxygen

Group
1L-18 1L-6 TNF-a 1L-18 1L-6 TNF-«
C3 31.0742.42 176.1743. 40 108. 774+14. 18 65.11+4.87 322.50+11.76 113.2349. 34
H3 27.754+1.85 155.6841.96" * 111.0046. 32 59.90411. 37 312.72+11.06 107.92+11. 83
C6 30.064+1.73 166.4944.76 113.88413. 19 73.9342.15 303.56+7.59 113.46+£7. 54
H6 29.164+1.17 155. 3443. 694 128.40427. 83 49.48+1. 9044 281.16+3. 414 105.09418. 04

C3: Cerebral cortex cells were subjected to normoxia (20% oxygen) for 3 h; H3: Cerebral cortex cells were subjected to hypoxia (1% or 4%

oxygen) for 3 h; C6: Cerebral cortex cells were subjected to normoxia (20% oxygen) for 6 h; H6: Cerebral cortex cells were subjected to hy-

poxia (1% or 4% oxygen ) for 6 h. ** P<C0.01 vs C3 group; £ P<C0.05, 24 P<C0.01 vs C6 group
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