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Inhibitory effect of triethyltin chloride on proliferation of
rat C6 glioma cells in vitro

ZHANG Shi', ZHANG Yue?, Bl Xiae-ying®, LI Zht chao?
(1 Department of Pathology, School of Basic Medical Sciences, Beihua University, Jilin 132013, China;
2 Xiamen Eye Center, Xiamen University, Xiamen 361001, China;
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Abstract: Objective To study the inhibitory effect of triethyltin chloride (T ET C) on proliferation of rat C6 glioma
cells in vitro and its mechanism and provide basis for research on TETC in treatment for glioma Methods MTT
assay was performed to determine the inhibitory rate of 0 5, L 0 and 2 0 Hmol* L= ' TETC on rat C6 glioma cells
for 24 and 48 h The changes of nucleus of C6 glioam cells treated with 0. 5, 1 0 and 2 0 Umol* L™' TETC for
48 h were observed by fluorescent microscope Flow cytometry was used to assess the effects of 0 5, 1 0 and
2 0Mmol* L' TETC on cell cycle and apoptosis in rat C6 glioma cells for 48 h. Reaults 0.5, 1 0 and
2 0Hmol* L™ ' TETC inhibited the proliferation of C6 glioma cells invitro, and the inhibitory rates were 7. 92%,
9.51%, 19 03% and 15. 62%, 36 16%, 41 92% in 24 h TETC treated group and 48 h TETC treated group,

respectively  The inhibitory rate of TETC on C6 glioma cells determined by MTT assay increased in a dose-
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dependent and time-dependent manner, and there were significant differences of the inhibitory rates at 48 h between
control and various doses groups as well as between various doses groups (P< 0 05 or P< 0 01) . Pyknotic nucleus
and nuclear fragment were shown by fluorescent microscope When C6 glioma cells were treated with 1 0 and
2 0Hlmol* L” 'TETC for 48 h, the ratio of Go/G, phase cells significantly increased compared with control group
(P< 0.05); while the cells at S phase were decreased (P< 0 05); the apoptotic cells were significantly higher
than those in control group (P< 0 05) . Conclusion TET C can inhibit the proliferation of rat C6 glioma cells in
vitro, the mechanism of which may be involved in cell cycle arrest and apoptosis

Key words: triethyltin compounds; glioma cells; apoptosis

, A ),
. , = (1- A/ A ) x 100%
, , 1. 4 Hoechest33258 4 & ik 3¢ X MM K C6 K
9~ 12 ' R 9B tm AR AT S T AL 6
\ 3x10° 6 \
(triethyltin chloride, TETC) , TETC 0 (
, , ) 0.5 1.0 2 0WUmol* L' (
, TETC ), 48h ., PBS
1 , 5 min,
TETC 1, Hoechest 33258 |
TETC C6 \ 10 min \ ,
s (pH 5.5, 20 mmol * L' 50 mmol * 1"
50% ) ,
1
) uv )
L1 X #H TETC (Alfar Aesar ), 400~ 500 nm
MTT DMSO ;
Hoechest 33258 PI (Sigma), IMDM DNA
( Gibeo) , (
) L5 AX@BAK (FCM) %M TETC 4R T C6
L2 miaiEdk C6 ( JE R T o A JE) 2R A R T 1x 10’
), C6 10% 24 \ 12 h ,
IMDM , 37 C 5% CO» 0 ( ) 0.5 10
025 % (PBS ) 2 OUmol* L' TETC ( ) ,
, 5x10° * mL™', 3 4 \ 48 h ,
PBS 2 , 50UL RNase (10 mg* L")
1.3 MTT %4 TETC sk & C6 KM@ wEE 200 BL PI (5 mg* L"), 4°C 30 min,
EE IS 1x 10" 96 (EpicsXI-4 BECKM AN
, 12 h , COULTER, ) , (
TETC 10% IM DM 1% 10* ), Muticycle
, TETC 0 ( ) .
05 1.0 20Hmole*L " ( ), Go/ G
1, 4 , 100 BL ,
24 48 h L6 %itxaw SPSS 10 0 for Windows
MTT (5g<L"") 20 KL, 4 h ,
, , DM SO 150 UL, x T \

( Bie-Rad Model 550 ) 1570 nm



C6 597

2

21 TREFETETC R T KK Co KA TG e

XA A R FE OMTT , 0.5 10
2 0 Hmol* L™ ' TETC C6 24 h
7.92% 9.51% 19. 03%;
48 h 15 62% 36 16%
41. 92%,
, 48 h
) (P<0.05 P<
0 01) 1
2 2 Hoechest33258 & k3% A2 MW K C6 I
TR I AR T 55 R AL C6
, 05 1.O 20Hmole L'
TETC 48h C6
) DNA ,
( 1 )

23 FCM #% TETC R FX & C6 KRG 4 fie

2 TETC

BA#A2H =  FCM , TETC
C6 48h
, L0 20Hmol L' TETC

(P< 005), S
(P< 0.05), (P<
0 05) 2

Go/ G

1 TETC C6
Tab. 1
C6 glioma cells treated with different doses of TET C in rats

(n= 4 x5,/ %)

Changes of the inhibitory rate of the proliferation of

Dose Inhibitory rate
Group
(Mmol* =Y  (¢/h) 24 48
Control 0 0 0
TETC 0.5 7.92%0. 62* 15.62%0. 45"
1.0 9.51%0.91* 36. 16 £0.25*°
2.0 19.03£0.43""  41.92%0.37"""

5

P< 0. 05 vs control group;” P< 0.01 vs 0. 5 Bmol* L-!
TETC group;* P< Q Ol »s 1 OHmol® L-1 TETC group

Tab 2 Changes of cell cycle and apoptotic rate in C6 glioma cells treated with different doses of TETC in rats

(n= 4 xX5, /%)

Percentage of cells

Group Dos e(Hmol + L~ D Go/ Gy S Gy/M Apoptotic rate
Control 0 71.90%2. 04 17.80%1.23 10.25%0. 82 5.70%0. 82
TETC 0.5 73.30%£0. 65 15.80%2. 21 10.90x1.55 5.90%0. 16
1.0 79.45%1.72% 10. 00%0. 65* 10. 602, 45 8.40%1. 63"
2.0 85.80%2. 61** 3.50+1.96% 10. 73£0. 70 12.90£0. 98"
* P< 0 05 s control group; © P< 0 05 vs 1. 0Bmol* L- ! TETC group
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