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[ Abstract] Background and purpose: Diallyl disulfide (DADS) could inhibit the growth of cancer cells.

This study aimed to investigate the effect of DADS and overexpression of RORo on EMT in human gastric cancer
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MGCS803 cells with upregulation of RORa by DADS. Methods: The morphological effect on MGC803 cells was
observed by phase-contrast microscope. The correlative molecules with EMT were detected by RT-PCR, Western blot,
immunofluorescence and immunohistochemistry. The influence on xenograft tumor growth in nude mice was observed
in MGC803 cells. Results: Phase-contrast microscope showed that MGC803 cells were of identical size, round or
oval with decreased spindle cells and lower level of heteromorphism in DADS group and RORa/MGC803 group. The
above-mentioned alterations were more obvious in RORa/MGC803+DADS group. Western blot exhibited obviously
the downregulation of Snail protein in DADS group and RORa/MGC803 group (P<0.05). RT-PCR and Western blot
disclosed that the expression of Vimentin was downregulated notably and E-cadherin was upregulated in DADS
group, RORa/MGC803 group, and RORa/MGC803+DADS group more obviously (P<0.05). Immunofluorescence
revealed that the positive expression of Snail and Vimentin protein was attenuate, while E-cadherin was strengthened
in DADS group, RORa/MGC803 group and RORe/MGC803+DADS group compared with MGC803 cells. Moreover,
the xenograft tumor growth was markedly decreased, and body weight of transplanted tumor was visibly reduced with
the inhibition ratio of 15.07%, 26.55 % and 49.27%, respectively (P<0.05). The positive expression of Ki-67, CD34
and Vimentin were obviously decreased, while the positive expression of E-cadherin was increased. Conclusion:
Overexpression of RORa can remarkably enhance inhibition of EMT in MGC803 cells by DADS in vivo and in vivo.
[Key words] Diallyl disulfide; RORa; Human gastric cancer MGC803 cells; Epithelial-mesenchymal

transformation; Snail; Vimentin; E-cadherin
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Fig. 1 The morphological effect of overexpression of RORa in MGC803 cells

A: MGC803; B: DADS; C: RORo/MGC803; D: RORa/MGC803+DADS

2.2 DADS5ROR o m&i&#I#HIMGC8034H i
EMT

Western blotkiilll 45 5 i 7x, DADS5RORa
T IR AT R T MGC803 41 il Snail & [1 14
(P<0.05), JfH, RT-PCRYWestern blotfa il 2%
IR, DADS5RORoE AW T i Vimentin
F1_I#E-cadherin mRNA 5 &5 1 35 (P<0.05),
iRk ZFRORa/MGC803+DADSHE B 4 B
i (P<0.05), FWDADS 5ROR0E F LA
11 F 8 Snail 5 VimentinFl I & E-cadherindifi ]
MGC8034HfiEMT, RORoEFiAA[HIRDADS
A TIE I (#12~4)
2.3 HERERENMDADSEROR o &&iL
FMEMTHXEBRIZH M

G REDE AT 25 3 7R, SnailfE (H E
AMMA%Z, Vimentin'5E-cadherinfk 3 F B E A/
T 5t . DADS 5 ROR o 7535 4H 41 ffd Snail
5Vimentin fHPE R BB X A B Bk 55,
E-cadherin[H 435 B350 | 5 Western blotf:
M55 R—3%(&15).
2.4 DADS5RORa EREXMBRERBEBERK
R

ARIMLEE B, g EAER,
FRBLZEIE K, B, DADSHEXT R AT
A K] B T ROR o 278 2H A= i s a1
TEEINEE, o EDADSAIG, A KH
V1S o 3 (P<0.05, [Kl6), E7E Rk, DADS

21 . RORaF # A4 5RORaF Fik+DADSHKE
FEIE V- YR E 4 5 9 4.5120.29 . 3.90+0.33 71
2.80+0.27, HixtMALHAYS.31+0.3707 W FAAG, 0
IR 15.07% . 26.55%F149.27%, 25
A G E L (P<0.05), %45 R EKPIDADS
RORa ™) 7EAK M HIMGC803 44 il B AL 1 1.,
RORoH ik HA 5 DADSHIE

a o
i oo
| - |
-

=
faa
|

*k
0.2 7 ["'

o
1

1 2 3 4 3 b

2 DADS5ROR o B#&iZ*{Snail& B &RiEHIFIT
Fig.2 The effect of Snail expression by DADS and
overexpression of RORa

1: MGC803; 2: vector/MGC803; 3: RORa/MGCR803; 4:
MGC803+DADS; 5: vector/MGC803+DADS; 6: RORa/
MGC803+DADS; *: P<0.05, compared with MGC803 and vector/
MGC803; #: P<0.05, compared with MGC803+DADS, vector/
MGC803+DADS and RORa/MGC803
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Fig.3 The effect of Vimentin expression by DADS and overexpression of RORa

1: MGC803; 2: Vector/MGC803; 3: RORa/MGCS803; 4: MGC803+DADS; 5: Vector/MGC803+DADS; 6: RORaw/MGC803+DADS; *: P<0.05,
compared with MGC803 and vector/MGC803; #: P<0.05, compared with MGC803+DADS, vector/MGC803+DADS and RORa/MGC803
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Fig. 4 The effect of E-cadherin expression by DADS and overexpression of RORa

1: MGC803; 2: Vector/MGC803; 3: RORa/MGC803; 4: MGC803+DADS; 5: Vector/MGC803+DADS; 6: RORa/MGC803+DADS; *: P<0.05,
compared with MGC803 and vector/MGC803; #: P<0.05, compared with MGC803+DADS, vector/MGC803+DADS and RORa&/MGC803+DADS
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Fig.5 The effect of EMT associated proteins expression by DADS and overexpression of RORa
A: MGCB803; B: DADS; C: RORa/MGC803; D: RORw/MGC803+DADS
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Fig. 6 The effect of growth in mouse xenograft models by DADS and overexpression of RORa
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Fig.7 DADS and overexpression of RORa inhibit the formation in transplantation tumor
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Fig. 8 The expression of EMT associated proteins in transplantation tumor tissue
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