R N AR 2020 453 A% 37 &5 3 8] J Clin Intern Med, March 2020, Vol. 37 ,No. 3

http ://www. lenkzz. com/CN/10.3969/j. issn. 1001-9057.2020. 03.014

R B e L P A 22 98 1 i ik 41 8 R 3 4
i 2 TU A 2 A B8 T TR 1A T B AL

wRm BrE XAEF

[(FE] B8 F R SNSRI PE A 2845105 5 IR AL (NGB ) X 3245 22 0 58 A K RE
MR AL . ik K 30 L SD RERBENL > M TR BRI Hemin 41, 541 10 H,
FETUZH  Hemin ZH R FHTOUIN 35058 3l R4S FL AR 752 il 4 ke AR f15 T AR 25 L8 ke U 25 8, 3l k(L
AL, Hemin ZIT AR5 1 RIEIETES 50 mg/kg NGB 7535 Hemin, £ K 1 . 2 JAJG LL
BAS AR B AN REIES) R HE YL 050G S CAT X 40 IUIE &5 2F 28 4k, R ] Western blot 14
M2 2 NGB i £2£2-200 (NF-200) (A KA SCHE 43 (GAP43) BEIREENLEE 3 ¥ (PI3K) |
BEIRIL R (1 B(P-AKT) (/K. S5  Hemin 4 K RAT L IIRETE 1 B 5 TIF AU,
HUIRARTHAILA (P <0.05) . HE @250 IR, Hemin 20 K fl i 5 CAL XK A0 B 285 K o)
AT IEH A% [ 45 UG BOK P SRR 4 W] 898 /b . Hemin 2 K U414 NGB \NF-200 ,GAP-43
HARBRVIE S TERFAREMEIH (P <0.05) T AR Hemin 2K RIKH L+ PIBK,
P-AKT [ £k 5 B i @& TARIZ (P <0.05) , H. Hemin W] BAR TR T AR (P <0.05), it
NGB A DL 7 32 41 e 22 0 5 AR, o fi e L P Ao 240 A7 5c 4 o

[RE@M] MLLEH; Mok FhoeEA;  Pigez-2005 A RAISGER43;
ARNETBE LR 3 At/ 25 NG B

Regulatory effect and mechanism of neuroglobin on axonal regeneration of injured neurons after
cerebral ischemic nerve injury in rats Xu Caina ,Shi Yazhi , Wu Guiping. Department of Neurology ,
Langfang People’ s Hospital ,Langfang 065000, China

[ Abstract] Objective To investigate the regulary effect and mechanism of neuroglobin (NGB)
on axonal regeneration of injured neurons after cerebral ischemic nerve injury in rats. Methods Thirty
SD rats were randomly divided into sham operation group ,model group and Hemin group,each with 10 rats.
Rats in model group and Hemin group were made into cerebral ischemia models by permanent bilateral
common carotid artery occlusion,while rats in sham operation group received exposure but no occlusion of
the bilateral common carotid. In Hemin group, rats were injected with Hemin once a day ( 50mg/kg,
i. p. ). Indexes were detected by various methods after two weeks, including neurological function score,
morphological changes of hippocampal CAl area by HE staining, as well as Western blotting for protein
expression levels of NGB, neurofilament-200 ( NF-200 ) , growth associated proteins-43 ( GAP43 ),
phosphatidylinositol 3-kinase ( PI3K ) and phosphorylated protein kinase B ( P-AKT ). Results  The
neurological function scores of Hemin group was significantly higher than that of sham operation group,
while significantly lower than that of model group( P <0.05). HE staining showed that the morphology and
distribution of pyramidal cells in hippocampal CAl area of Hemin group tended to be normal, and the
phenomenon of nuclear pyknosis and edema were significantly reduced compared with the model group.
The expression of NGB, NF-200 and GAP-43 in brain tissue of hemin group was significantly higher than
that of sham operation group and model group( P <0.05). The expression of PI3K and P-Akt in sham
operation group and Hemin group was significantly higher than that in model group( P <0.05) ,and that in
Hemin group were lower than that in sham operation group (P <0.05). Conclusion NGB can promote
axon regeneration of injured neurons and ameliorate the brain ischemic injury.

[ Key words| Neuroglobin; Cerebral ischemia; Axon regeneration; Neurofilament-200;
Growth associated proteins-43;  Phosphoinositide 3-kinase/protein kinase B
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