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[ Abstract |
lines RD and RH30 and its mechanism. Methods: The proliferation, migration and invasion of both groups were detected by MTT, EdU

Objective: To investigate the effect of melatonin on proliferation, migration and invasion of two rhabdomyosarcoma cell

and Transwell, respectively. Western blot was used to detect the expression of Glil in the downstream transcription factor of sonic
hedgehog (Shh) before and after MT treatment. After inhibition and over-expression of Glil in the two groups, cell proliferation,
migration and invasion were detected. Results: MT effectively inhibited the proliferation, migration and invasion of RH30 cells, but
had no obvious effect on RD cells, and luzindole, the MT receptor inhibitor, did not change the inhibitory effect of MT on RH30
proliferation. The expression of Glil in RH30 cells decreased after MT treatment, and the cell proliferation, migration and invasion
changed after Glil expression was changed. Conclusion: MT can significantly inhibit the proliferation, migration and invasion of RH30
cells, and its mechanism is related to the inhibition of Glil expression in RH30 cells by MT.
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Figure 1 Effect of MT on the proliferation of two kinds of cell lines
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Figure 2 Effect of MT on migration and invasion of two kinds of cell lines
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Figure 5 Difference of MT receptor expression is not the main reason why the effect of MT on two kinds of cell lines is dif-
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Figure 6 Changes of Glil expression in two kinds of cell lines

a
2=}

RD RH30

Clil W el 160LDa _

Glil mRNA ik
(9]

(=]

it TG i A FH (P=0.82, K1 TB~E) .

F£ RD H1 RH30 2 Jifd v 43 51 &0 % 25 2k RKS il
Glil, F-FH MT LB B AP 2 . M ml DL 3124
A 7S B, MT A 2 J5 , RH30 200 i 34 5 9k 410 1
(P<0.001) , RD 2t Jifi 1t 18 % Wl ¥ A5 A2 4k (P=0.74) .
MTERD RH30 4l 4M% Glil Z J5 , MT ZhFR s e
4 i B 3 AE AR A5 2 T 2 B (P <0.001,
8A) . Transwell 25625 S0 MTT S 86 25 R — 3 (K
8B.C).

XL N 2 RD 40 i Glil &b T kR &
BF, MT AT DL sg i L3858 88 S51R 280801 HutnT
PIAIE B MT X RH30 41 it 7= A (1) 52 Wi 5 HAS B (1)
Glil BTV A AT IR o

3o #

ST U 20 B2 R B SO PR IR 43 1 7R
G (ERMS ) U FIAR I (ARMS) B | BLAS A ] 11
PRAFAE RS AL AR o 38 2k X AS 7] S 8 14 A S L
PAVIEE 1140 245 0 8 B 9 ] LUK VA g VAT B A 5K
Jr%E . ABFSE T RH30 41 R J& T ARMS, RD 41 2
FJ& T ERMS. ERMS 4fi i JE 1 T 6~8 Ja] iy ik
ARG, AT T Sk S0 b | B3 DA R i A7) i R S
JUR . ARMS JUHZ WL T 2208 ) LB sl A 4E I
RURE SO I8 SRR o kb WL N R RILIR A
BIan R+ FE DL RRES . IR T RSO AR LR
VIR R 3, DB AL 48 Mg i e Ak i 8 LAY

A 10% M B SCILIA I Re vk o8 4 VI B , RIEXT 52 4
DIBR 0 B, OB SOLIRIRE R 5 54 7%, AT L
JP ARG LB ARMS 44 £ i b ERMS ZE4R,
MR AR T B B IR SR AR
R 0T LU 22l e 1Y R A O L TN B
TN, 3 % 7 i B 2R AT 25 KR U A I R L FH A 11
R 2R AR P B S Rl PR AR R 2 A
AR AN . AR S AR SR IR 2
1A BT 4045 Mel-1a-R Fl Mel-1b-R, &A1& T 15 1204
AT RRES & 8 5 (G B D BIRSZ AR HAipxT
TAEZART TR R 2E

ARSCEFEWHFFE T MT 7 3 i _E X RE SO P R
240 M 1 52 e S LA R ML . RS o, MT ] LA Gk
F AN RH30 20 M i 3 58 R T 8 1R 22 L
o IFHERIT — ARG, MT {3 52 e
£ RD i 2 b 4 A 76 RH30 20 /i 2 v i 2

R SCHk R TE FRATT & BEL7E RH30 40 A H Glil J&
IR Y, 76 RD 40 b Glil B 235K ARG, 20
T2 90 X, 5T H AE B HESh W h &L T 3 F )
Hh % [A : Desert hedgehog (Dhh) | Indian hedgehog
(Thh) F1 Sonic hedgehog (Shh) ">, Gli % J% /& Shh
T B R W, R ATH LA GLil Kk Ak
i Hh il BT R B AR . 98387 Shh 7E B0
HilLE = R TERR AL S B 7R
NEARZAFRET , 2 25% P8 5 Shh {5518 % 1 5%
WIEA R ECR . AR R Gli



38 EH T & FE ™ B AT, AR AR BB SUVL A AN A 3RS A S A E R (T ].
201847 A Bt ERR 2= R (SRR R , 2018, 38(7) : 869-877 - 875 -
A v B C
H
— Z.
e 3
g ¢ 2 &
o = &) =
" RH30
Glil w850 888 160 kDa 2.0 CON LS54 ~—CON
= —~ 15 —MT ~ —MT
B-actin D GND G e /3 kDa £ GANTG61 g 1.0 GANT61
§ 1.0 — GANT61+MT § s — GANT61+MT
o Glil ws w9 s s 160 kDa \Q/O.S 50.5
—actin W S 43 kD 0.0 T T 0.0 . . r :
B-actin - 5 LD 12 3 5(d) 1 2 3 4 5
D GANT61 MT GANT61+MT
e BT e e o 600 - —RD
‘ ‘ﬁ .:*"..‘:-‘-::"."ﬁ AP
L {{%{." Moy et . RH30
ATEET T
NI & 400
2
% ssksk
P stk
¥ 200 R
ot
=
T 0
= CON GANT61 MT GANT61+MT
E MT+GANT61
PEELTRT L 250, C1RD
LGSR E B RH30
: A T 200 -
@ - e ’ ﬁ XS
IR = 150
r‘~. e 5 EE\[ stk sk
oL 100 4
o v \-‘1:‘ X
1A Vo 50 4
§ * L% T 04
-t
e £ * ‘\;f\ €™ CON GANT61 MT GANT61+MT
: - M‘,." w ME r 3
’.J“ é_‘t.? L

A: Western blot 255 i 7R8 MT 5 GANT61 24 B 3Z40 i RH30 40 rF Glil (234 ;B .C: MTT 5236 B s GANT61 FIMT ¥4 5 241 RH30 4114
WA, D .E:Transwell 250 /R GANTO 1 FIMT ) 2 10 RH30 4 AT 5127818 /1. 5 CON4LHLEL, "P<0.01,""P<0.001,n=3,
E7 ##Glil Rixz ERFHAE R IEEEF R

Figure 7 Changes of proliferation of two kinds of cell lines after inhibition the Glil expression
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