Cancer Research on Prevention and Treatment

T 2 DX A FBAT 40 a8 56 37 40 Ak i 155 T VA LR IR K 4 F L
RN, i, PhT

FIHASLC:

ZEmEN, #0710, PNT. ASAE R AT DX AR T AN M8 5637 A I Ak 1175 S R TR FH K A LI ). I Bl iR 5T, 2018, 45(09):
634-639.

LI Xiaogang, YANG Wanshan, SUN Shu. Platycodin D Induces Apoptosis of Human Transitional Cell Carcinoma 5637 Cell Lines and
Related Molecular Mechanism[J]. Zhong Liu Fang Zhi Yan Jiu, 2018, 45(09): 634-639.

TELR L View online: https://doi.org/10.3971/j.issn.1000-8578.2018.17.1515

L] RERRGBR A HAN S

Articles you may be interested in

RZE ZHEX N B SV He LaZ 558 . 3T4% . (2 T2 e S OHAIL ]
Effects of Pachymaran on Proliferation, Migration and Pro—apoptosis of Human Cervical Carcinoma HeLa Cells and Its Mechanism

JieE B 1A 5T 2019, 46(08): 707-713  htips://doi.org/10.3971/j.issn.1000-8578.2019.18.1960

X S5 13 S W 48041 il 22 K A T AU 5% 1)
Regulatory Effect of Astragaloside A on Proliferation and Apoptosis of Human ColonCancer SW480 Cell Line
IR B A ST 2019, 46(08): 702-706  https:/doi.org/10.3971/j.issn.1000-8578.2019.18.186

R IR AT N S IR 2 LU 25 1R B eI 1 14 S HAR 4 T B
Anti—tumor Effects of Chlorogenic Acid on Human Glioblastoma Cell Lines U251 and Related Pro—apoptotic Mechanism
IR Bl VA REFSE. 2019, 46(05): 389-394  hitps://doi.org/10.3971/j.issn.1000-8578.2019.18.1448

RNARAHE T H0HIRE A NF- « b SRR A0 R CNE- 1RG5 . RZB 5T
RNA Polymerase I Inhibitor Regulates Proliferation, Invasion and Apoptosis of Nasopharyngeal Carcinoma Cell Line CNE-1 by NF-k b
Jilei B 1A ST 2019, 46(04): 294-300  https:/doi.org/10.3971/j.issn.1000-8578.2019.18.1211

DUERMCM7HE A A T AKT5 5 1 25 8 (0 308 A A S R T A S
MCM7 Knockdown Inhibits Migration and Invasion While Induces Apoptosis of Cutaneous Malignant Melanoma Cells Through AKT
Signaling Pathway

IR B IATFE. 2018, 45(10): 739-745 https:/doi.org/10.3971/j.issn.1000-8578.2018.18.0318



http://www.zlfzyj.com/
http://www.zlfzyj.com/
http://www.zlfzyj.com/CN/10.3971/j.issn.1000-8578.2018.17.1515
http://www.zlfzyj.com/CN/10.3971/j.issn.1000-8578.2019.18.1960
http://www.zlfzyj.com/CN/10.3971/j.issn.1000-8578.2019.18.186
http://www.zlfzyj.com/CN/10.3971/j.issn.1000-8578.2019.18.1448
http://www.zlfzyj.com/CN/10.3971/j.issn.1000-8578.2019.18.1211
http://www.zlfzyj.com/CN/10.3971/j.issn.1000-8578.2018.18.0318

* 634« ADBBRG 38372018 F 55454555988 Cancer Res Prev Treat,2018,Vol.45,No.9

d0i:10.3971/j.issn.1000-8578.2018.17.1515 o Eﬁﬂﬁﬁ?ﬁ .

TR DX AR AR S63TANIE AT 5
PATAE S AL

FER, 7L, I

Platycodin D Induces Apoptosis of Human Transitional Cell Carcinoma 5637 Cell Lines
and Related Molecular Mechanism
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Abstract: Objective To explore the inducing effect of platycodin D on the apoptosis of human transitional
cell carcinoma 5637 cell lines and related molecular mechanism. Methods The change of cell morphology
was observed by HE staining and transmission electron microscope. The apoptosis was detected by flow
cytometry. The change of apoptosis-related proteins expression was detected by Western blot. The mRNA
expressions of p53, Bcl-2 and Bax related with apoptosis pathway were detected by PCR method. The
expressions of apoptosis-related proteins in 5637 cells were detected by immunocytochemical method.
Results From HE staining and transmission electron microscope, we found the apoptosis of 5637 cells
treated with platycodin D. The number of apoptotic and dead cells was increased, with visible apoptotic
bodies in platycodin D group. Compared with control group, the cell apoptosis index of platycodin
D group was significantly higher(P<0.01); the expressions of Survivin and Livin were significantly
decreased(P<0.05); the expressions of Caspase-9, Caspase-8, Caspase-3 and Cyt-c were increased(P<0.05);
the expressions of p5S3 and Bax mRNA were greatly increased but Bcl-2 mRNA was decreased(P<0.01); the
expressions of Bax, Caspase-9, Caspase-8 and Caspase-3 were increased, but Bcl-2 was decreased(P<0.01).
Conclusion Platycodin D could induce the apoptosis of 5637 cells, which may be related to up-regulating
Caspase-9, Caspase-8, Caspase-3, Cyt-c, p53 expression, down-regulating Bcl-2 expression and activating the
mitochondrial pathway and death receptor pathway.
Key words: Platycodin D; Transitional cell carcinoma; 5637 cells; Apoptosis
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Reaction system Volume(pl)
2.5mmol/L dNTP Mix 4.0
cDNA from RT 1.0
Primer Forward(20pmol/L) 0.5
Primer Reverse(20pumol/L) 0.5
10xEx Taq Buffer 2.0
Taq DNA polymerase 0.5
DDW 11.5
Total 20.0
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A: control group; B: platycodin D group (20pg/ml); control group: 0.9%
NaCl

Ell 15E2EDIIS63740 M IER24h/FHES 45 R (x400)
Figurel HE staining of 5637 cells treated with platycodin
D for 24h (x400)
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A: control group; B: platycodin D group (20pg/ml)
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58 (x25000)

Figure2 5637 cells treated with platycodin D for 24h

observed by transmission electron microscope (x25000)
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MR ARG RE], 20 pg/mliEHEHD
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Table2 Effects of platycodin D on apoptosis index(Al) of
5637 cells

. Al(%)
Time(h) Control Platycodin D(20pg/ml) P
24 3.27+0.68 13.25+0.59 0.0065
48 5.63+0.73 15.22+0.97 0.0073

Notes: Al: apotosis index
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Western blotyZ A 45 R i, A8 2P DAE A
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Figure3 Influences of platycodin D on expression of

survivin and livin protein in 5637 cells
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Figure4 Influences of platycodin D on expressions of

Caspase-9, Caspase-8 and Caspase-3 protein in 5637 cells
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Figure6 Influences of platycodin D on expressions of p53,
Bcl-2 and Bax mRNA in 5637 cells

R3 IEEEEDIIS637TMMIA T HRXEBRIEZHIHM (v+s)
Table3 Effect of platycodin D on expression of apoptosis-
related proteins in 5637 cells (x+s)

Platycodin

D dose Caspase-9 Caspase-8 Caspase-3  Bcl-2 Bax
(ng/ml)

0 18.49+0.62 15.30+1.08 13.61+1.39 79.02+1.94 21.42+1.27
20 58.49+1.3172.53+1.43 81.26+1.52 25.29+1.17 69.57+0.95
P 0.0093  0.0084 0.0086  0.0076  0.0095
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