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Abstract : Objective To investigate the effects of Spicatoside B on the proliferation, apoptosis and DAMPs release of lung
cancer cells and to clarify the relationship between apoptosis and DAMPs release. Methods Different concentrations of SP — B were
applied to A549 and H1299 cell lines for 24 hours,and the cell proliferation activity was detected by CCKS8. According to the re-
sults of CCK8,the drug concentration was selected,the cells were intervened for 24 hours,and the cell apoptosis was detected by
flow cytometry. ATP extracellular secretion was detected by ATP kit. CRT expression was detected by flow cytometry. The extracel-
lular release of HMGB1,HSP70 and HSP90 was detected by ELISA. After the apoptosis was inhibited , the expressions of CRT,
ATP ,HMGBI1 and HSP70/90 were detected again. Results SP — B significantly inhibited the proliferation activity of A549 and
H1299 cells and the IC, values were 73. 11 pM and 51.461 pM;40 pM concentration of the drug can significantly promote the
apoptosis, significantly increased the positive ratio of CRT and increased the extracellular release of ATP, HMGB1, HSP70 and
HSP90. After inhibiting the apoptosis, the expressions of CRT,ATP,HMGB1 and HSP70/90 were decreased. Conclusion Spicato-
side B can inhibit the proliferation, promote the apoptosis and significantly promote the release of DAMPs to induce immunogenic
cell death. Apoptosis plays an important role in the release of DAMPs.
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A, AT S U T, B TRk (26, 1 £2.88) % Fll
(32.27 +2.15)% . SP — B S 354000 il firl Jo 200 JHo 494 5 7
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PR, 2 B W IMARTE B A 22 T B T AR R0 o IR
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Uk, B SP - B 5 5 1) DAMPs Bl SR T-1 R R,
TR T 5 TR A I 45 01 DAMPs (133, & B 94
To ] b i A HAS S 9 4500 DAMPs (RS, CRT BHE
1 (28.85 +3.16) % F1(33.59 £9.52) % %5 (17.36 =
1.34)% F1(13.35 +1.76) % , HMGB1 {4 Jfg 1 e i
H1(1.55 £0.226)ng/mL F1(1.716 +0.218) ng/ml [
£ (0.911 £0. 195) ng/mL F1(1.017 £0. 251 ) ng/mlL,
ZEF AT L (P <0.01) ;% CRT 1 HMGBI 4f,
ATP F1 HSP70/90 ¥4 ifd5h 53404t B 2 8 T 1d 490 1831
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YR S E o

U RE TR M 2 I A T A AR AT T 1) IR B ok & B 38 s
W, RIEPFPAS R BT IREVE T, 2 IR Gy T T
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YER , A B E NS E (B3 — 2B TR AT o
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