- 1974 « PER 2024F4H8 #52% H7H  Chinese Traditional and Herbal Drugs 2021 April Vol. 52 No. 7

A& H X SR L B E A2 Fr MR SE AOAE A R AL 53

ZET L, IR, AR 2, £ 3, INFHS, AR 2, MER
1. AW KEZ%NE, #isE A+ 832000

2. HiBAEE R B X AT AT, HiE SEARSE 830002

3. HMEARFEERER, Jba 100053

W E: B WA HEETE UK SRR IR SRR E R R iR AR REA R 4 SH-SY5Y I Caspase
#1177 Z-VAD-FMK THALFE 16 h JGEEIEFE 6 hy EEIEIE 2 h @7 Bk i R FEFE PESRAEAR Y, ZEBR4ETT 6 h 44 F M)
HREAT Tl K] Hoechst33342/PI He s PSR SEAMNEL H : R CCK-8 WA AINEIG 71; RH] ELISA VAN 401 b i
FLIR I S (lactate dehydrogenase, LDH) 354 F1 [ 41 fg /- Z-1p Cinterleukin-18, IL-1B)+ IL-6 fiJ& ¥R FEIK F-a (tumor necrosis
factor-o, TNF-a) 7K F K 20 ff 3 35 14 480 Creactive oxygen species, ROS) 7Kl £kfi 4438 3% 1 #4£ . £, (mitochondrial permeability
transition pore, mPTP) [¥1484k; SR %% ) B A4S I 4 g 28 R A4 B B 37 484k SR Western blotting v2:46 U 40 fa 2 7 L3R BT
I8 RE 5 2R A A0 32 AR 2R (1 3 (receptor interacting protein kinase 3, RIPK3). V& & £ 45 H4480FE 25 11 (mixed lineage kinase
domain-like protein, MLKL). #5/45 18 A4 LB 11 (calcium/calmodulin-dependent protein kinase I, CaMKID. Bz H
MERAEAIH 5 (phosphoglycerate mutase family 5, PGAMS5) HIATE L. £55R  SAEBIA L, &I H 40 AF S 3 Bt m
(P<<0.05); 40ffl L& LDH 3G HEAT IL-1B+ 1L-6+ TNF-o 7K P31 52 Bk (P<<0.05); ZHAPN ROS /K1 Z &Mk (P<<0.05);
LR AN AL 225 T (P<<0.05), mPTP JFCH &2 i (P<<0.05); 42 RIPK3. MLKL. CaMKIIfl PGAMS5 & H
LXK RZREIC (P<0.05). £5i8  H&IH A el #IRE e VESRFEIR AT, DRAPBabiide, AT A 22 400 o] ok dfe L P 8 V- 453
PtIfER -

KR HEIE; AMAESHAMRREANRE, PRI, kil ZAMOERED 3

FESHES: R2855 kARG A YEHS: 0253 - 2670(2021)07 - 1974 - 07

DOI: 10.7501/j.issn.0253-2670.2021.07.014

Effect and mechanism of tilianin against necroptosis on cerebral ischemia-
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Abstract: Objective To study the effect and mechanism of tilianin against programmed necrosis of cerebral ischemia-reperfusion
injury. Methods Human neuroblastoma cells SH-SY5Y were pretreated with Caspase inhibitor Z-VAD-FMK for 16 h, then
cultured under hypoxia for 6 h and reoxygenated for 2 h to establish a model of programmed cerebral ischemia-reperfusion necrosis.
Tilianin was given for intervention 6 h before hypoxia. Hoechst33342/P1 staining was used to detect the number of necrotic cells;
CCK-8 method was used to detect cell viability; ELISA method was used to detect lactate dehydrogenase (LDH) activity and
interleukin-1p (IL-1B), IL-6, tumor necrosis factor-a (TNF-a) levels in supernatant, intracellular reactive oxygen species (ROS) level
and mitochondrial permeability transition pore (mPTP) changes in SH-SY5Y cells; Fluorescence microscopy was used to detect
changes in cell mitochondrial membrane potential; Western blotting was used to detect expressions of receptor interacting protein
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kinase 3 (RIPK3), mixed-line domain-like proteins (MLKL), calcium/calmodulin-dependent protein kinase II (CaMKII) and
phosphoglycerate mutase family 5 (PGAMDS). Results Compared with model group, cell viability of tilianin group was significantly
increased (P < 0.05); LDH activity and levels of IL-1p, IL-6, TNF-a in supernatant were significantly decreased (P < 0.05); ROS
level were significantly reduced (P < 0.05); Cell mitochondrial membrane potential was significantly increased (P < 0.05);

Mitochondrial membrane permeability transition pore (mPTP) opening was significantly inhibited (P < 0.05); Expressions of RIPK3,
MLKL, CaMKII and PGAMS5 were significantly decreased (P < 0.05). Conclusion Tilianin may protect mitochondria by inhibiting
programmed necrosis pathway, thereby inhibiting cerebral ischemia-reperfusion injury.

Key words: tilianin; SH-SY5Y cells; necroptosis; mitochondria; receptor interacting protein kinase 3
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