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Changes of GABA and its receptor GABAAR in rats after traumatic brain injury

MENG Huis FENG Hua WANG Xian Rong (Department of Neurosurgery, Southwest Hospital, Third Military M edical University, Chonggqing 400038, China)

Abstract. Objective To study the pattem of changes of inhibitory neurotransmitterY-aminobutyric acid (GABA) and its receptor GABAs R af-
ter traumatic brain injury (TBD) and their function in secondary brain injury. Methods The changes of GABA and GABA4 R positive neurones in
cortex and hippocampus at different time after TBI were observed in rat model of impact brain trauma by immunohistochemical method. Results

GABA/ GABA \R | positive neurnes reduced gradually in injured side of cortex after brain injury and droped to the bottom at 12 th hour; but cortex
of opposite side had no change; GABA positive neurones reduced gradually in hippocampus of the injured side and opposite side and droped to the
bottom at 12 th hour; the change of GABA ARy was consistent with GABA in injured side, but had no change in opposite side of hippocampus.
Conclusion The decrease of inhibitory neurotransmitier GABA and its receptor GABAAR might also be one of the important factors in secondary

brain injury after TBIL.
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Tab 1 The expression of GABA positive neurones in brain after TBI(x * s)
Injury (n=5)
Location Control e
(n=15) 1h 4h 12h 24h 72 h
Cortex of injured side 185+21.13 133+14. 24 108+16.21 ** N+14. 85" 145+15.45" 177 £17.35
Cortex of opposite side 179+20.82 174+15. 56 167+18.37 151+17. 68 159+16.02 180 +16. 66
Hippocampus of injured side 123£15.04 80=£10. 91 * 724 11.42 % 6848, 77 ** 110410.48 121 +12.29
Hippocampus of opposite side 126+15.37 106+12. 09 85+7. 06" 78+7.87" 112+9. 33 120 +12. 30
*: P<0.05 **.; P<0.0l vs control
2 TH GABA, R (x*ts)
Tab2 The expression of GABA \Ra positive neurones in brain after TBI(x +s)
Location Control Injuy (n=3)
(n=5) 1h 4h 12h 2%h 7 h
Cortex of injured side 147£11.13 112£9.08 * 98+10.50 841+9.90 ™ 135414. 05 141 £13.42
Contex of opposite side 150+£10.45 143 +9.88 141+12.44 129 +10.79 137+12. 17 146 +13.89
Hippocampus of injured side 82+5.63 57+6.46 * 49£5.02 45+5.31 73+9. 22 70 +7.04
Hippocampus of opposite side 75+6.80 78 +6.39 64+5.47 70 46.05 7948, 85 8347.35
*, P<<0.05 **; P<C0.0l vs control
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