TR KRR 2019 4F 12 H % 40 &% 12 1) http: //www.ajsmmu.cn
Academic Journal of Second Military Medical University, Dec. 2019, Vol. 40, No. 12 e 1325 -

DOI:10.16781/j.0258-879x.2019.12.1325 . % % .

SREHNFRET pISs HEERZZHEAHZBMAREEBPHRIE
F1EH

HOW, 2SR, R W, K F, 2 &, PRE
WEEERY (5 - FERY) KBERRKMEWRH.C, 1200433

[(FEE] a6 HITEWERZF (OGD) 44 T p75 fh4EFRE 2K (p7SNTR) 76 AP BN 40 (SH-SYSY)
P FRIAACFIER-. ek SH-SYSY 4l OGD #1557 R F =S R F JOME T NG K 55 o A AU s HE ST I
BT 3 4 TIMIE H LR T4 (W HE4L) . OGD 411 OGD +p75NTR 3& 4+ HEBHIBTH LM11A-31 b #4 (OGD +LMI11A-31
) o FEANAERTFE 12 h A A S R0 R (MTT) A4 3 ZHANAAAG R, FLIR A S0 (LDH) 3% A 270 &l
& LDH BEliE ), TS AR WA T2 L), B A B EN Al p7SNTR (R FIERE. £4-& Bt SH-SYSY
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5.55) %, (64.68+4.59) %, LDH BTG 153000 (46.93+5.49) U/L, (353.09430.67) U/L F1 (282.20+25.60) U/L, 1=
A L5350 A (1.8240.45) %, (14.98+2.59) % F1 ( 7.361.98 ) %, p75NTR & FAHK LTS3 00 0.06+0.01
0.41+0.02 F110.19+0.03, 2R AEGITH#EY (F=67.94, 142.10, 3628, 221.20, P¥J<0.05) . ZH LN,
OGD A 4NAF 1% R TR HRZE, LDH BEis f1ms TR IR, P T4 Fo ) T4 BRZH, p75NTR 25 %55 5 T4 R
H, ZRWAGHEESC (Bonferroni %, P'<<0.05) ; 1fii LM11A-31 435 OGD+LM11A-31 ZH A0 EIAF G 505 T
OGD 4, LDH BhiG J1ikF OGD 41, AT -4 tbFl{iiF OGD 41, p75NTR & HFEALT OGD 4, ZR¥ASIT
227 X (Bonferroni %, P'¥]<<0.05) . ##& OGD 4% I p7SNTR £ A2 BRI 40 SH-SYSY 3Rk,
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Expression of p75 neurotrophin receptor in human neuroblastoma cells under condition of oxygen-glucose
deprivation and its significance

CHEN Jia, QIN Lu-ping, ZHAO Ming, CHEN Lei, WU Tao, DENG Ben-giang’
Stroke Center, Changhai Hospital, Naval Medical University (Second Military Medical University), Shanghai 200433, China

[Abstract] Objective To explore the expression and effect of p75 neurotrophin receptor (p75SNTR) in human
neuroblastoma cell line (SH-SYSY cells) under the condition of oxygen-glucose deprivation (OGD). Methods The OGD
model of SH-SYSY cells was established by glucose-free and serum-free culturing using tri-gas incubator, and then was
assigned to 3 groups, including serum-free regular culturing group (control group), OGD group and OGD +LM11A-31
(a competitive blocker of p75SNTR) group. After 12 h of culturing, the cell viability was measured by methyl thiazolyl
tetrazolium (MTT) assay, lactate dehydrogenase (LDH) release activity was determined by LDH activity assay kit, cell
apoptosis proportion was detected by flow cytometry, and p7SNTR protein expression was detected by Western blotting.
Results The OGD model of SH-SYS5Y cells was successfully established. Twelve hours after cell culture, the cell viability
of the control, OGD and OGD +LM11A-31 groups was (94.8014.06)%, (50.34+5.55)% and (64.68 +4.59)%, the LDH
release activities were (46.93 +5.49) U/L, (353.09+30.67) U/L and (282.20+25.60) U/L, the proportions of apoptosis cells
were (1.82+0.45)%, (14.98+2.59)% and (7.36+1.98)%, and the relative expression levels of p75NTR were 0.06+0.01,
0.41£0.02 and 0.19+0.03, respectively, and the differences were all significant (F=67.94, 142.10, 36.28 and 221.20,
all P<<0.05). Post hoc analysis showed that the cell viability of the OGD group was significantly lower than that of the
control group, and the LDH release activity, the proportion of apoptosis cells and the relative protein expression level of
p75NTR of the OGD group were significantly higher (Bonferroni test, all P'<<0.05). After treatment with LM11A-31, the
cell viability of the OGD+LMI11A-31 group was significantly higher than that of the OGD group, and the LDH release
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activity, the proportion of apoptosis cells and the relative protein expression level of p75NTR of the OGD +LMI11A-31 group

were significantly lower (Bonferroni test, all '<<0.05). Conclusion The expression of p7SNTR is increased in human

neuroblastoma cell line SH-SY5Y cells under OGD condition, which may promotes neuronal injury and apoptosis.

[Key words] neurotrophin receptor; oxygen-glucose deprivation; human neuroblastoma cells; neural apoptosis
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RO TME= (FEED Doy — 2 FIXIRSL Dygy ) / (AR
HERT Doy — 25 FIMIRSL Dyyy ) X it LDH 1% JJ{H
14 AwXmpeRbnamipA s WIEREHE, #
5X10°/FL By 40 i 55 FE M AE 200X g B 0> 5 min, 5
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Fig1 Viability and LDH activity of human neuroblastoma cell line SH-SYSY cells under OGD condition

OGD: Oxygen-glucose deprivation; LDH: Lactate dehydrogenase. Bonferroni test. 2'<<0.05 vs any other time point in OGD group. n=3, X+
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Fig 2 Viability and LDH activity of human neuroblastoma cell line SH-SYSY cells in each group

OGD: Oxygen-glucose deprivation; LDH: Lactate dehydrogenase. LM11A-31: A non-peptide competitive p7SNTR ligand. Bonferroni
test. "P'<<0.05 vs control group; “P'<<0.05 vs OGD group. n=3, x*s
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Fig4 Protein expression of p7SNTR of human
neuroblastoma cell line SH-SYSY cells in each group
detected by Western blotting

p75NTR: p75 neurotrophin receptor; OGD: Oxygen-glucose
deprivation. LM11A-31: A non-peptide competitive p7SNTR ligand.
Bonferroni test. P'<0.05 vs control group; £P'<0.05 vs OGD

group. n=3,x=%s
3 3 i’
B, S Z RS RGN A DG BBk

SR T W AL T AR IR, R e
2l o7 T SR T R Rt o A 2 oy T

Annexin V
B3 R ARN&BABESMAREMER R SH-SYSY ARMaETER
Fig3 Apoptosis of human neuroblastoma cell line SH-SYS5Y cells in each group detected by flow cytometry
A: Control group; B: OGD group; C: OGD+LMI11A-31 group. PI: Propidium iodide; OGD: Oxygen-glucose deprivation.
LM11A-31: A non-peptide competitive p75SNTR ligand
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