ERhhE¥2E 20234 1 A% 4 %% 28 Int J Lab Med.January 2023, Vol. 44.No. 2 « 187 -

i E-
ESHEMRE/ES/NREBEEMET HT22 HKRFEN.
ATHR MmN

kgE kA  AgE T B IEE
HRIEFHE —ER 1 A2 AF,2. Ao sk, TAHRER 056001

M EBHH HirEAsasA/LAH/R DR EL 2T HT22 M EH A AR B E T 5
B - (BDNF) /B 2 BR 3 B 4k B(TrkB) 12 T @R Hh, Hix FaA T AKiey HT22 @ o5 T B
28 H/R AR EABIC. P SRk EA, sBH HT22 oA £ ik DMEM ¥ 3f £ £ 3R3% F 34 28 h; H/
R2EHT22 e B3 RMP LB AW B EFTREMH TR 24 h; EABA. P . SRk EHEM H/R &2 F H/
R 48, F 82 F R E 9 % % 10,2030 pmol/L 8 A mik 47 T, 3 4% 24 h, #m HT22 @i A A L
EZATMXEG[BARCHIB2 LB (Bel-2).Bel-2 8% X & & (Bax) . ¥ R B X LA R B & G K B3
(Caspase-3) J#= BDNF/TrkB 2 5@ % & aK-F, £R Sar@arks . H/R 4 HT22 Rk EA K%
% Bcl-2 . BDNF.TrkB & @ K F B 4&, 29 f B = %, Bax,Caspase3 HA@KFHZH, 2ZFH AT FEL(P<
0.05);5 H/R A4, EABAK. P . &K EA HT22 @Bk EAL . % 7% % Bel-2 . BDNF. TrkB %& & & F &
RITF .MM A - & | Bax, Caspase-3 & & KPR KGR, £2F A AT FEL(P<0.05), ZRERB K,
gt EAmaeR i H/R 8 dih 20 HT22 e i h e ik, 4 HT22 e, A4 T 5 E
BDNF/TrkB 15 5 8 % A *% .

KB . EAB HA/AEA; DREDAZT HT22 @, REAZERE T /B AREHELTIK DB
1% 5 il %

DOI:10. 3969/j. issn. 1673-4130. 2023. 02. 011 FEZESES:R285.5

XEHS:1673-4130(2023)02-0187-05 MERARAARD A

Effect of matrine on the activity and apoptosis of HT22 cells in hippocampus neurons
of hypoxia/reoxygenation mice and its mechanism”
ZHANG Fuhui' ,ZHANG Ziyan' ,HAO Jingfeng',LUO Ling® .\WANG Zhihai'
1. Department of Neurology ;2. Department of Endocrinology , Handan Second
Hospital s Handan , Hebei 056001 ,China

Abstract: Objective To investigate the effects of matrine on viability,apoptosis and brain derived neuro-
trophic factor (BDNF) /tyrosine kinase receptor B (TrkB) signaling pathway of hippocampal neurons HT22
cells in hypoxia/reoxygenation (H/R) mice. Methods HT22 cells in logarithmic growth stage were divided
into control group, H/R group and matrine low, medium high concentration groups. In the control group,
HT22 cells were cultured in serum-free DMEM medium under normal environment for 28 hours;in H/R
group, HT22 cells were maintained in hypoxia incubator for 4 hours and cultured under normoxia for 24
hours;the H/R treatment of matrine low, medium and high concentration groups was the same as that of
H/R group,at the same time, matrine with concentrations of 10,20 and 30 pmol/L was given for intervention,
and cultured for 24 hours. The viability and apoptosis of HT22 cells and the levels of apoptosis related pro-
teins [ B lymphocytoma-2 gene (Bcl-2), Bcel-2 related X protein (Bax), Caspase-3] and BDNF/TrkB signal
pathway protein were detected. Results Compared with the control group, the absorbance value, survival
rate,Bcl-2, BDNF and TrkB protein levels of HT22 cells in H/R group were decreased, while the apoptosis
rate,Bax and Caspase-3 protein levels were increased, the difference was statistically significant (P<C0.05);
compared with H/R group,the absorbance value,survival rate,Bcl-2,BDNF and TrkB protein levels of HT22
cells in matrine low, medium and high concentration groups were increased in turn, while the apoptosis rate,

Bax and Caspase-3 protein levels were decreased in turn, the difference were statistically significant (P <<

*  E&IE b E2ER# 5 H (20191791
TEE R k&S 2, & @) 34T B, 3 B A2 A e SE AR 5 I R AT 5T .



. 188 EFMaREYEE20234F 1 A% 44%% 28 Int ] Lab Med,January 2023, Vol. 44,No. 2

0.05),in a concentration dependent manner. Conclusion

Matrine can reduce the decrease of neuronal HT22

cell viability caused by H/R and inhibit HT22 cell apoptosis,its mechanism may be related to the activation of

BDNF/TrkB signal pathway.
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brain de-

rived neurotrophic factor/tyrosine kinase receptor B signaling pathway
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