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Effect of tanshinone [ A on proliferation,apoptosis and autophagy of medulloblastoma”
XIANG Rong ,ZOU Jian

(Department of Pharmacy sChengdu Municipal Fifth People’s Hospital sChengdu,Sichuan 611130,China)

[Abstract] Objective To investigate the effect of tanshinone [[ A on the proliferation,apoptosis and au-
tophagy of medulloblastoma D341 cells. Methods D341 cells were treated with different concentrations of tan-
shinone [[ A (0,0.5,1.0,2.0,5.0 mg/L). The methyl thiazolyl tetrazolium (MTT) method was used to de-
tect the effect of tanshinone [[ A on the proliferation of D341 cells;the effect of tanshinone [[ A on the apopto-
sis of D341 cells was detected by flow cytometry;the transmission electron microscopy was used to observe the
influence of tanshinone [l A on autophagy in D341 cells;the expressions of mTOR,p-mTOR, VEGF,LC3-] /
I and Beclinl protein in D341 cells were detected by Western blot. Results The MTT results showed that
the inhibitory effect of tanshinone [I A on the proliferation of D341 cells was continuously increased with the
increase of the drug concentration,and the difference was statistically significant (P<C0. 05) ;at the same con-
centration, the inhibition rate of D341 cell proliferation was increased with time elapse. The flow cytometry re-
sults showed that tanshinone [[ A could significantly induce apoptosis of D341 cells (P<C0. 05),and the apop-
tosis rate of D341 cells was constantly increased with the increase of concentration (P<C0. 05). The transmis-
sion electron microscopic results showed that the D341 cell membrane was intact and the chromatin was evenly
distributed in the control group;after 5 mg/L tanshinone [[ A treatment for 72 h,the chromatin of the nucleus
was concentrated and marginalized, and some of the cells were markedly cleaved. The Western blot results
showed that with the increase of tanshinone || A concentration,the difference of mTOR level in D341 cells had
no statistical difference (P>>0. 05) ,the levels of p-mTOR and VEGF were decreased gradually (P<C0. 05) ,the
LC3-I level was decreased gradually (P<Z0.05),LC3-][ level increased gradually (P<C0. 05),and the Beclinl
level was increased gradually (P<Z0. 05). Conclusion Tanshinone ][ A can inhibit the proliferation of medul-
loblastoma D341 cells,induces the apoptosis of D341 cells,and promotes the autophagy of D341 cells.
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2 mL ¢ 10 mg. fEHESCS « [H 25 15 H31022558) 1 A
L — A 2 A R A Rl RPMI-1640 Ky 57 5
0. 25 %0 R (1 2 i 4 I 3% 359 1 H 55 B Gibeo 24 Al 5
Annexin V-FITC/PT X4 2 41 g I T 46 I 38 7] & 1
B SR SRR 8 A ) B B R 2 5 R R e R
(methyl thiazolyl tetrazolium, MTT){H| & B I
MO E YR R A A — Pt AR R E
I (mammalian target of rapamycin, mTOR) . # /& 1L
mTOR(p-mTOR) . M5 W K 4 K A T (vascular en-
dothelial growth factor, VEGF) £ Ji &Pk B
Bioworld AR 28 F] — PR P ARUE HE 1 25
3-1 /1l (microtubule associated protein 1 light chain
3-1/11.LC3-1 /1) .Beclinl £ saeHiik K —Hi AR
i F AW B bR IC PR 1eG ¥l A 32 [H Santa Cruz
o IESTHEF R MEW A HA JEM-1011 24 H ; EP-
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1.2.1 4ifE3aR  #E i D341 40 E A& 10% ik
A= 1ML 7 ) RPMI-1640 85 38 56 (5% 100 U/mlL % R
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o R TE R A R R R
1.2.2 MTT BG40 3E 50 % D341 40 H 15 57
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4 0,0.5,1.0,2.0,5.0 mg/L, & & 6 ™R, IAN
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PRZLEE R 4 b JE s /N0 3 B W M AL A 150
pl ZHILA(DMSO) , 2 K #% % 10 min 5850 ¥ fif
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0. 01 mol/L PBS P& 2 i J5 - WAE 4 s FH 500 pl 254
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WAL s LA 50~60 nm JE B Y) R fe JE AR E ST
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1.2. 5 Western blot £l 4 i mTOR. p-mTOR,
VEGF.LC3-1 /1l #1 Beclinl #8331 ¥ D341 41
JRL % Ry 5 X107 /L, 1) 96 LAk B fL 3 Fh 200 L &
T T 20 B O BE A K S AP S 1T AL A BE AR R
0.0.5.1.0,2.0.,5.0 mg/L,IX& 6 & fL; 1£ 15
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UK 7 % B AW AR 2 s (PVDE) B, 8 T 2 5% B s 0 8y
TBST Wk EE A 1 h; TBST vk e f i & T —
Pifs B W (mTOR, pmTOR, VEGF ¥} 1 : 100,
LC3-1 /1K 1:150,Beclinl 24 1:1 000)H .4 CHig
A H R R TBST Bk s, & T 9 # Bl
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WEE WY e . [ GIS-2020 R4 I 7 i 2K
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1.3 Zil2#Ab ¥ R SPSS20. 0 48 it 844 i 17 4K
PEAb T R R R 25 1wt B 5 B0 BT
IR LR o KB, DL P<<0.05 N & RA G
2 % R
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REIR A 25 25U BE (38 . P20 11 A X D341 4%
TR AE AW R, 25 A%t %8 L (P<
0.05) s [/ —FFZ M I A ¥ B R, Bl & VE A Ao ] ZE 4K
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A:0 mg/L FFZH 11 A;B:0.5 mg/L &80 11 A;C:1.0 mg/L FFZE( [l A;D:2.0 mg/L f3ZH 11 AsE:5.0 mg/L FFZE 1 A

&1

T2 (P<20. 05) » Bl 35 2 25 ¢ & (9 38 i D341 20 Jifg 0 1=
AW N (P<<0. 05), WL 1,

=1 AERESSMIAI DM AREFTEY
%3"&](?J_F.\',%)

ﬁj@iﬂ A 24 h 48 h 72 h

0 95.86+5.23 93.17+4.72 91.46=+5. 64

0.5 85.3641.97 82.94+2. 38° 81.07=+3.22°

1.0 76,1442, 48 73.184+3.05% 66.45+4, 29*

2.0 58.51£2. 24» 56.1342.16* 49,1243.07*

5.0 48.2541. 35 42.84=+2.13° 38.494+4.06°
©,P<C0.05, 5 & 1l A 0 mg/L H4
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7 2

2.4 FFZWE N A X D341 408 mTOR, p-mTOR,
VEGF FEiEM5 0 Western blot 455 BN, b & F+
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KA A B (P>>0. 05) ,p-mTOR #l VEGF & 4

S A & D341 48 72 h B A AL 45 R
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RIEREE(TL)
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1.0 0.437-+0.045 0.217+0.023* 0.183+0. 015
2.0 0.472%0.053 0.15440.017* 0.106+0. 0122
5.0 0.48140.047 0.12140.009* 0. 0640, 008
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LC3-1 /11 Rix
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We BE B8, D341 4i g rp LC3- 1 % 1132 35 7K F 38 Wi
FEAR (P<<0. 05) , LC3- I 25 H & A K& i It i (P<<
0.05), Beclinl % [ 3% ik /K V- 3& i 7t 7 (P <<0. 05),
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FAIRFNT P LC3- TR R RAL7E D341 40 7 Wit

ZE B AR AT S 1T A w] 41 ) 6 B 40
a9 D341 240 e 51 . 5 5 D341 IR T 2 #F D341
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