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STUDY ON CHANGES OF THE NUMBER OF GFAP-POSITIVE
CELLS IN INJURED RAT S BRAIN-STEM
FOR TIMING OF INJURY

Deng Ping Xu Xiaohu

(Department of Forensic Pathologys

Zhu Jiazhen

Sun Y at-sen University

of Medical Sciences , Guangzhou, 510089)

Follow ing brain-stem injury, the number of GFAP-positive cellsin midbrain pons medulla oblongata of rats at

different times after injury hasbeen calculated. The results showed that the number of G FAP-positive cells differ in

different areas of normal brain, but similar in the same area and changed with time in ante-mortem injured brain.

The number of GF AP-positive cells increased significantly then decreased and then increased again. There isno sig-

nificant changes in post-mortem injured brain comparing to that of normal brain. It indicated that the changes in

number of GFAP-positive cells could be used to estimate the time of injury, and to diagnose early brain-stem in-

juries.

Subject headings brain stem/ injuries; glial fibrillary acidic protein/immunology; times factors



