FR I R 2B 20194 1 A48 24 4855 1] Chin J Clin Neurosurg, January 2019, Vol. 24, No. 1 -39 -

IO WEEE.
P ERK 1/2 X5 K BR8P I 451475 f 20 B4 T 1 5 i)

FeE REHE EZRE

(FZ] BE9 AT 20 S M 5835 808 1/2 (ERK1/2) %K Uk 18 PERR 45 15 (DBD) 5 IR 2H 2L A0 i T sy . 773k 4%
BEALEC 7 FR05HK 228 HUBAF SD R EUBEHL D A BT AL (n=12) \DBIZH (n=72) BRI FIH (n=72) X (n=72) , J5 = LHHEPILL
FERFI 439 30 min 3 h.24 h 48 h.72 h fl 7 d /S4BT 12 o 228 Mamarou F Hy ¥ PR 7 i A FE 280 DBIASEAL . BELH 7
LA T S ERK1/2 R 5 HEBE 7] U0126(0.05 mg/kg) , Xof BRALIE S A5 HVAR) — HREE A, Gl B30 A 0 i 2 24l
121k ERK1/2 (pERK1/2) I 33K K-, G B 2H AL A Caspase—3 2635, i 4B MIARA I A0 I T2 . £5 R 143)5 30 min, fliZH 21
pERK1/2 F557KF- . 2 472 (P<0.05) , FHEEE R K P RIB E 72 h M5)5 7 d ST ARETG 225 (P>0.05) . 1iJ5 3 h, fliZH 2R
Caspase—3 A /K V- FIZ0 T T34 B 15 5, 72 hiA B, 1) 7 AT s TR ARAH (P<0.05) o f43)5 30 min 3 h.24 h,
48 h 72 h 17 d, BT AR 2H 21 Caspase—3 &3k /K- FT4RAE IR TR 34 B 41K T DBT LA BRZH (P<0.05) , 11 DB ZH ANt HE 4134
TG 225t (P>0.05) 0 S5 BHATF ERK1/2385Ht , 7] 55 0] DBIK BUINZTZ! Caspase—3 HYZRIA , FERANIIA T %,

(17 ] YRIBVEINRT  ERK1/2; Caspase—3; QMBI T KE

[XFEHS] 1009-153X(2019)01-0039-03  [Z#kFRERZ] A (FEBEHAMIES] R6511S
Effects of inhibition of ERK1/2 on cell apoptosis in rats with diffuse brain injury

LI Jin—xing', ZHAO Hai— mei’, JIANG Xiao— bing’. 1. Department of Neurosurgery, Chinese Traditional Medicine Hospital Of
Shenzhen City, Shenzhen 518033, China; 2. Department of Gerontology, The Third Affiliated Hospital, Nanchang University, Nanchang
330008, China; 3. Department of Neurosurgery, Union Hospital, Tongji Medical School, Huazhong University of Sciences and Technology,
Wuhan 43002, China

[Abstract] Objective To study the effect of inhibition of extracellular signal regulated kinase1/2 (ERK1/2) on cell apoptosis in
the cerebral tissues of the rats with diffuse brain injury (DBI). Methods Two hundred and twenty—eight SD rats were randomly divided
into sham operation (n=12), DBI (n=72), experimental (n=72) and control (n=72) groups. Severe rats DBI models were established by
Mamarou’s free falling—body method in DBI, experimental and control groups. U0126, a special inhibitor of ERK1/2, was injected
respectively into the tail veins of rats immediately after DBI in the experimental and control groups. Phosphorylated ERK1/2 (pERK1/2)
and caspase—3 expression in the cerebral tissues were determined respectively by Western blotting and immunohistochemical staining.
The cell apoptosis rate in the cerebral tissues was detected by flow cytometry method. Results The levels of pERK1/2 expression were
significantly higher in DBI and control groups than those in the experimental group (P<0.01), which were significantly higher than that in
the sham operation group (P<0.01) 0.5, 3, 24, 48 and 72 hours after DBI. The levels of Caspase—3 expression in the cerebral tissues were
significantly higher in DBI and control groups than those in the experimental group (P<0.05), which were significantly higher than those
in the sham operation group (P<0.05) 3, 24, 48, 72 and 168 hours after DBI. The rats of cell apoptosis in the cerebral tissues were
significantly higher in the DBI and control groups than those in the experimental group (P<0.05), which were significantly higher than
that in the sham operation group (P<0.05) 3, 24, 48 72 and 168 hours after DBI group. Conclusion The inhibition the activation of
ERK1/2 can decrease expression of Caspase—3 and cell apoptosis in the brain tissue of the rats with DBI.
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