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FEZE] &% WSt B- 11 Mk B4k BGC-823 Hil MGC-803 H45H KuT A niE ML . ek (lifHL
WeFE K 50 ng/mL A HIERRAF B- 11 4bFH BGC-823 Fll MGC-803 Zlfits 48 h, JH qPCR FIZE [ 5 EI 305 S 5623 SR I 4 it P i
JERZ AS (SCARAS) ) mRNA & & K H A ; RASYEBF 521 hsa-miRNA-766-3p 5 SCARAS 3" UTR
X EILE AL, , I DO R IR S I T IR IR ;s 5% hsa-miRNA-766-3p mimic I siRNA-SCARAS % BGC-
823, MGC-803 4MIfifd, 24 h J5f#iFH 50 ng/mL HIEEIEHF B- 11 AbFR40M 48 h, FH qPCR FIEE (1 SR N SL A ZMAE A hsa-
miRNA-766-3p FHX & i Fl SCARAS #1781k, MTT ARGl A0 B GE TG T S GE R BE 1. 4 & 50 ng/mL HIEEE
4 B-T4bFH BGC-823, MGC-803 4ilfifl 48 h fg st il 4nfitirh SCARAS E#k (P<0.01) , T SCARAS mRNA
AN A 22 RIS L (P>0.05) o SR SRR AR AL YL Lh S, hsa-miRNA-766-3p mimic 1 hsa-
miRNA-766-3p inhibitor 57 Az B15% 5 3 i it 15 J PR L2 e ] 23 S50 400 i R0 344 558 48 L P9 2 6 R G M ( P<<0.05,
P<<0.01) ; hsa-miRNA-766-3p mimic FI hsa-miRNA-766-3p inhibitor %41 548 #1752 A S R AR HE G T 1
T B (P>0.05) o 50 ng/mL HIHERAF B- 11 4b# BGC-823, MGC-803 #iiffl 48 h, 4HAEA hsa-miRNA-766-3p ¥ ix
KIRE(%, SCARAS HHFRIANTHE (P<0.01) ; hsa-miRNA-766-3p mimic ¥4+ BB S Al BT AL IR EAL, 40
N hsa-miRNA-766-3p 5 [ Fl (P<<0.01) . SCARAS & [ZFIAMEAL (P<0.01) ; siRNA-SCARAS #4s+ BiFkbPiL;
HA AL AR, AL hsa-miRNA-766-3p & G A8 fk (P>0.05) , {H SCARAS HHFAMAE (P<0.01) o
A g K T AL SL BRI A5 SRR I, S AN ) Bl i B A, R B- T ARERAY B 4N BGC-823 Al
MGC-803 3% i 1 ST RE I MR (P<<0.01) , siRNA-SCARAS %Yt 4 FLF Ab B %) 40 e 184 B M R A2 e T 5
PAAE AN ER A ANAAR LR (P<0.01) o &4 HIBHETT B- T REUSAIH] hsa-miRNA-766-3p ATk, MM iR HAE
FEIRl SCARAS (WF3h, HcZAM i S Fa Ml BGC-823 Fll MGC-803 IHH4FA AR
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Inhibitory mechanism of timosaponin B- [[ against proliferation and migration of human gastric cancer cells

PANG Tao”, LU Wen-quan®, CHEN Xiao-ling, CHEN Wan-sheng’
Department of Pharmacy, Changzheng Hospital, Navy Medical University (Second Military Medical University), Shanghai 200003, China

[Abstract] Objective To explore the inhibitory mechanism of timosaponin B- Il against the proliferation and migration of
human gastric cancer cell lines BGC-823 and MGC-803. Methods BGC-823 and MGC-803 cells were treated with timosaponin
B-1I (50 ng/mL) for 48 h, and the mRNA and protein expressions of scavenger receptor A5 (SCARAS5) were measured by
gqPCR and Western blotting, respectively. The binding site of hsa-miRNA-766-3p in SCARAS gene 3 UTR was predicted by
bioinformatics, and was validated by luciferase report assay. After transfecting with hsa-miRNA-766-3p mimic or siRNA-SCARAS
for 24 h, the BGC-823 and MGC-803 cells were treated with timosaponin B- Il (50 ng/mL) for 48 h. The relative levels of hsa-
miRNA-766-3p and SCARAS protein expression were detected by qPCR and Western blotting, respectively. The proliferation and
migration abilities of cells were determined by MTT. Results The expressions of SCARAS protein in BGC-823 and MGC-803
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cells treated with timosaponin B-II (50 ng/mL) for 48 h were significantly increased versus the control group (P<<0.01), while
no significant difference was found in relative mRNA level of SCARAS between the timosaponin B-1I treated cell group and the
control group (P>0.05). Compared with transfection of reporter gene expression vector alone group, the luciferase activity was
significantly inhibited or enhanced in the cells co-transfected with hsa-miRNA-766-3p mimic or hsa-miRNA-766-3p inhibitor and
wild-type luciferase reporter gene (P<<0.05, P<<0.01). No change was observed between the cells co-transfected with hsa-miRNA-
766-3p mimic or hsa-miRNA-766-3p inhibitor and mutant-type luciferase reporter gene expression vector and the cells transfected
with reporter gene expression vector alone (P>0.05). Hsa-miRNA-766-3p levels were significantly decreased and SCARAS protein
expressions were significantly increased in BGC-823 and MGC-803 cells treated with 50 ng/mL timosaponin B- 1 (P<<0.01).
Compared with the timosaponin B- I treatment group, hsa-miRNA-766-3p levels were significantly increased and SCARAS protein
expressions were significantly decreased in the BGC-823 and MGC-803 cells of the hsa-miRNA-766-3p mimic transfection+
timosaponin B- Il treatment group (P<<0.01). There were no differences in the hsa-miRNA-766-3p levels between the hsa-miRNA-
766-3p mimic transfection—+timosaponin B- Il treatment group and the timosaponin B- Il treatment group (P>>0.05), but SCARAS
protein expressions were significantly decreased (£<<0.01). Compared with cell control group and vehicle control group, the
proliferation and migration abilities of BGC-823 and MGC-803 cells were significantly inhibited by timosaponin
B-1I (P<<0.01). Compared with the timosaponin B-1I treatment group, the proliferation and migration abilities of BGC-823 and
MGC-803 cells were significantly increased in the siRNA-SCARAS transfection—+timosaponin B- I treatment group (P<<0.01).
Conclusion Timosaponin B- Il can inhibit the proliferation and migration of BGC-823 and MGC-803 cells via suppressing hsa-

miRNA-766-3p and upregulating the target gene SCARAS.

[Key words| gastric carcinoma; timosaponin B- Il ; scavenger receptor A5; hsa-miRNA-766-3p; proliferation; migration
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50%~75%, I'HEEEEFHEREETEAR
FET- R ETRAP, AR, AR T
TIGARIGYT B, (HR T 5 R Ao ny
o, BB RIERMR A T R B A E
FElE RIGIT LT ARVIBR N 3, ARET. RIEWRITH
B, (EARSUMAEA B NE LR, i
BIEREH 5 FALERNT 30%°, Kk, BFRBCE
TR B3 = AT 25 2 R B AR 5 5 R Y
ARTBL.

FHEREAT B-11 (timosaponin B-IT ) R
T LA A S E Y BT, PR R E A
RO PUWART SRR, XTGP ST AR
Do AT AR RAT B- 11 X5 T 5 40 i 14 5
AT EA RAFIHIRCR, A58 A ArE:
BAF B-T TN B g, LU0 i ek g
H B- 11 4056 & 98 4 AL 58 A A% AR AL

1 #RFITE

1.1 s ABEAE BGC-823,. MGC-803
F1293 T ELANMIAR I NG F v B2 e LR B 2 4
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2 2 MR ; DMEM Sl FRil . 0.25% JiE
B . R4 s (fetal bovine serum, FBS) |

Y43 Lipofectamine 3000, TRIzol 15| . J2i%
A& (M-MLV ) #l qPCR Kzl &30+
% Invitrogen A F]; PECE B S L IR A
FEE R A IR & 190 T 56 [F] Promega A Al 5

T IH RAZIK AS (scavenger receptor A5, SCARAS)

EH—P AP T Y E Abcam A H; A
SR ARBCE RN & s ROt & 36
Thermo A Al ;=& ; RNA 1 DNA & a4 T
AP TR (i) BOARA R SER; DY S
AWM ER[3-(4,5-dimethyl-2-thiazolyl)-2,5-diphenyl-
2-H-tetrazolium bromide, MTT]HI_ H J& ¥ ikl
( dimethyl sulphoxide, DMSO ) JIlF3EE Sigma
AFl. ABO311 RIZHJEESFRAH . Multiskan MK3 %Y
fifiFR{UFN NanoDrop 2000 H 5841736 BEAS I A )
JFEE Thermo 23w/ fhs UKL . T 1 HL KA &
AW TS — YR A RA ;. 7500 #Y
PCR {Ch % E ABI A )™ i

1.2 #@mfgsddc  BGC-823 £ MGC-803 4 fifus JylikkE
A, 1EF 10% FBS () DMEM i, 37 C .

5% CO, &M N REFE E MG RER IR 70% , H
0.25% IREFEHHEL, LR35, L) DMSO R
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BOFEERFFM 20184E4 H, 39 %

KRR AT B- T ECHIAL 50 pg/mL WRRE, fif
FHB 3G R I 2 8 50 ng/mL.
1.3 sa 23 B-1 % BGC-823 #= MGC-803 #a iz,
A SCARAS AR MRZRE G RLGHwm  FEMXT
ok KA BGC-823 Fll MGC-803 4B ZE 6 fLI%
TN, BEFLEERP 2X10° 4, 1EH &M N
B:3e, 1 2 mL & 10% FBS () DMEM 553206
YA AR, CRRAHM S 3 4. AR REZ
VBT R ] AR A A H A . o, SRR Ab BRAL N
AL R 50 ng/mL [HIBERAF B-11 [2EdM
W (1C5,) =50 ng/mL], VEGEXIEZINA 1 ul 1Y
DMSO, ZHMIX FEATABAE AR BT, N2 )5 4 A L
WARIE T AREEE SR 48 h, WA, R HeAn i
&L RNA A4 S8 H, qPCR FIEE H o Bl k45
TR I 4% 2 4 L SCARAS () mRNA FI& [
£k,
1.4 RAEHREARELXBAME B hsa-
miRNA-766-3p 5 SCARAS JEPH 3" UTR XAYZEG
B IEE R, Wit &G0 HS SCARAS
3" UTR X225 DNA, LT 5 -
CTA GAG GTT CAG AGG CTG GAG CGG TTC
AGA GGC TGG AGC GGT TCA GAG GCT GGA
GC-3', FiiFF4] 5° -AGA TCG CTC CAG CCT
CTG AAC CGC TCC AGC CTC TGA ACC GCT
CCA GCC TCT GAA CC-3' . K#% DNA 4R kJE
OB S 5 28 D 2R T 2 B PR ek A pGL3-
promoter, F4EEU LR B H 5L N F ik 2k A& pGL3-
WT-SCARAS ( A4 #] hsa-miRNA-766-3p
SEAALRL ) o (RIS, RERUIN S5 A 0 f R TR LR
A5 Bl 5" -GCU GGA G-3' %754 5" -AGG CUG
G-3', HAHRI iAo A RIS R B A5 S R
SRR pGL3-MT-SCARAS ( hsa-miRNA-766-3p 454
PR ) EHBERLITPI G RGE, ¥
FeALTRRR, SHATICNEER BURL DNA $2H, $BGd
g AT S B T . SREGE UG FH A
G E Bk DNA B, IR TR/ Bk
DNA ZHe B JE#E 28 500 ng/ul, T —20 C 1447
1.5 RNA 4% M NCBI ¥ils &4k SCARAS
(NM_173833.5) ZEPH{EE, M5 SCARAS FH 4
IR, HFEZ BT S Bt X He g s X
i) siRNA J#41] 5’ -GGU GCA GGA CGC GCU GCA
Gtt-3' K48 L (NC) F#%1] 5" -CUC GAG GCG UGC

AAG CGG Gtt-3", #RJFH AN siRNA JF51]. [A]
k274 i hsa-miRNA-766-3p mimic ( 5’ -CGA CUC
CGA CAC CCC GAC CUC Att-3" ) . hsa-miRNA-
766-3p inhibitor ( 5 -TGA GGU CGG GGU GUC GGA
GUC Gtt-3" ) , HEYLSEgnEity el KB lidss .
1.6  Hsa-miRNA-766-3p 55 SCARAS $245.% 23k HEHL
SPHUE IR BGC-823 4, FH 0.25% s (i
AL, A8 20 R, o e 0 I A T 0 A
5, i DMEM+10% FBS 58455 55 W 8 2L 2
J R AR B E B 1 X 10°/mL, FEFP4RI R 24
fUb, BEFLIN 0.5 mL B, 1EH &1 T HFR
24 h, HEATHUK DNA 5 RNA LGRS ALy
30 9 4. 293 4ififuxf B4l . pGL3-WT-SCARAS
e | pGL3-MT-SCARAS #:Y¥4H | hsa-miRNA-
766-3p mimic+pGL3-WT-SCARAS #5Y¢ | hsa-
miRNA-766-3p mimic+pGL3-MT-SCARAS #5Yx
44, hsa-miRNA-766-3p NC+pGL3-WT-SCARAS
Yz . hsa-miRNA-766-3p NC+pGL3-MT-
SCARAS #4t2H | hsa-miRNA-766-3p inhibitor+
pGL3-WT-SCARAS %44 . hsa-miRNA-766-3p
inhibitor+pGL3-MT-SCARAS 5L, #E YR &
DNA . RNA ™5 Lipofectamine 3000 %%
YA R, W, AR A0EFE Y 40 ng
B 9O R MERIRBTRL ( pGL3-TK ) VENZOE R
WEHER SR, AEEEYY 24 h 5, HRSE BRI
S IRE R IR H S P AkSets 5% 48 h, (XK
SR I 22 Ge ki A5 2 AN R TG
1.7 BGC-823 #= MGC-803 Zmff k455 2 SLIG
GRS Al AR RRAL CORMSUbBR ) | X IR
¢ (DMSO) . B AbHE4 (50 ng/mL HIE:RE A
B-11 ) . hsa-miRNA-766-3p mimic 54+ a5 kb
FHZH (hsa-miRNA-766-3p mimic #74)5 24 h LA
50 ng/mLAIRE2FF B- T 4bFH ) F1 siRNA-SCARAS
FEYy+ AR (siIRNA-SCARAS #54% 24 h J5
PL 50 ng/mL AR B-MTAREE ) o BOEUA: KA
i) BGC-823 il MGC-803 A3, FH 0.25% [k 1L
JEWSCAEAIAE, 1 000X g B0 2 min, WCEELHM, fiff
HF& 10% FBS i DMEM RiFRi s 4iiig, Jfia4
TR 1X10°/mL, RIS 6 FLEFFRIR,
FEAFLASIN 2 mL 4R, 37 'C. 5% CO, &1F T
3% 24 h, RTINS, R UL R I RNA
542 Lipofectamine 3000 %545 15 W 45
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MER . Yk 24 h )5, i 10% FBS ) DMEM
RO A A T B, IE AR IE R kST IR
48 h, WAEANMI, $EHRANMLE RNA, H qPCR LK
Il hsa-miRNA-766-3p & t; $eifdifflaEr, HE
TR BRI ARG AN A Y SCARAS B FH # A
1.8 fmfRIG A A SCBGA N 4 A1 AT IR
2H . TRUERTIRZ | BRATARERZH . SiRNA-SCARAS %
Yo+ BARbIEZ, A S 17 BUMEIE]. AiAEdERD
T 96 FLIEFEMR, Bl 1X10° AN4HH, TEPER IR
FALAIA 10 pL Biirik A 5 mg/mL 1Y MTT %,
BRRMILAMS), EWFAHTHRESESE 40, £
%, HFLINA 100 uL DMSO ¥, 37 C 1FE 15
min, R SCRENTEEERAFLAE 490 nm ARG
(D) {H, SRIGHIE D (H25HIAnpg s K ih k.
1.9 Rt et Atenl SR MAb B S
1.8 TWiAHIA], AMfEdERpT 6 FLEFFRIL, AL 2X10° 4
YR, AMAEE Y Hee BAT AN 48 h JE, FHREG
fedifts, FRrER R 6 LRI, s FRIE &
P, HAJCHE 200 pL MK, BadEic stk
R, P T B SR PR 2 R, O MAE 10%
FBS /) DMEM ¥53:% 2 mL, 1E% & FHi3: 48 h
Je R A R — IR
1.10 qPCR #ml  #ifzess.olldels, iInA 1 mL
% 4 °C WA TRIzol iIXH, i 1 mL BHies
REWRITZMM 2, HBRT 4 C
T 12 000X g &0 2 min, WEE I, ME
PEICAN M B RNA . 42T BUS 17 308 b B i
WA RNA 257 5288k, AN 66 B 1 g
RNA ¥ B, REAIFEATL 2 pg B RNA, JfE
# cDNA, St st B AR 5 5% k5149 hsa-
snRNA U6 (5’ -TAC CTT GCG AAG TGC TTA
AAC-3" ) Fll hsa-miRNA-766-3p (5’ -GTC GTA
TCC AGT GCG TGT CGT GGA GTC GGC AAT
TGC ACT GGA TAC GAT GAG G-3' ) , SCARAS
JE S Oligo dT18 514, Sk stk & J se i
MR B M-MLV R0 S B T, B2 pL
F S HE R PCR RV, qPCR A& hsa-
miRNA-766-3p 1 SCARA5S mRNA AH%f &4, PCR
Fesolrsl. Us LiiEs|¥ 5' -GTG CTC GCT
TCG GCA GCA CAT-3', Tlif5l4) 5’ -TAC CTT
GCG AAG TGC TTA AAC-3' ; hsa-miRNA-766-3p
514 5 -GCC GGC GCC CGA GCT CTG GCT

C-3', P54 5’ -CGA CTC CGA CAC CCC GAC
CTC A-3'; SCARAS B34 5" -GGC CCT GAC
TCG CAATGT G-3', T34 5" -AAC GAG TCT
GAC TGG TTC TGC-3' ; p-actin (NM_001101.3 )
518 57 -CCC AAG GCC AAC CGC GAG AAG
ATG-3', U514 5’ -GTC CCG GCC AGC CAG
GTC CAGA-3' . PCR W{&Z: SYBR Premix Ex Tug
10 pL, . FUEE# (20 pmol/L ) 45HL 0.2 pL, 15
WAt 2 ul, ROSAARFRH dH,0 #ME % 20 pL.
PCR JZ W £51F: 95 C 281 10 s; 58 CiE K 10 s;
72 °C FEAH 10 s, 42 DNFER . B HrE
270k, HIRZEFA TN SRR R R 27 =
207 (m R HAYIERH; n HARIER ) o

111 Eaeradsn MpEssoltEn, &
FEATNA 1 mL 4024 M-PER, 7053 25
H BCA i TG, |ARIUE w3 ™
M4 MR & U BT . REEARHL 10 ng SR
HFE T Zhe LR ER 1 ( SDS ) - 2R TR i Ik e B Ji
LK, RHBE I HEA T N AR 4 Y (0 W B4R AR 15
SeHE, W 5% BUARZE WA 2 h, TBST PEAR 3
i, 4 °C —PrdWFE; SCARAS Fil B-actin —HL
#ikE (TBST Fiks) Lbarilohy 12300 11 : 1000,
TBST ¥EME 3 Ik, —HiiFdE 2 h, PR PR E
Hoh 1135005 TBST PEME 3 Ik, @bkt
RNVIEY, WEEDE, HiERR, BiERS
WS EAF D A HAERI ) SCARAS & HIAH
PO STy i

112 %itzas ] SPSS 13.0 #fb #4741t
SEORT, SEERSEHREIIVL X+ Fon, LR R
KRR ZE T 2500, Hrh Z 508 LR
LSD ZHf4w. ikt (a) 24 0.05,

2 & B

2.1 423 B-11 % BGC-823 f= MGC-803 m it
M SCARAS A H#FAE G REWF s qPCR
Rmzs R (B 1A 1C) BoR, 540 x] e of
VRIS IR ZH He %, 50 ng/mL HIHEEHF B- 11 b3
4fifs 48 h, BGC-823 il MGC-803 #lififi ] SCARAS
mRNA ST B2 (P>0.05) , MdiifH
SCARAS HHFRIAIGE, B AAFIEAA SCARAS
A FRIA 5 AR M R SO IO IR ZH e 22 R A 52
¥ X (P<0.01, F 1B, 1ID) .
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Fig 1 Expressions of SCARA5 mRNA (A, C) and protein (B, D) in BGC-823 (A, B) and MGC-803 cells (C, D) treated with TB-II
SCARAS: Scavenger receptor A5; TB- I : Timosaponin B-1I. “P<<0.01. n=3, x=*s

22 FeRreid B-1 &3 R&R SCARAS WK 28 i g
sAn it ey ra  AIIGTETE MR ISR (1 2A.
2C) 7R, 50 ng/mL HIBEEH B- 11 ZE#H BGC-823 Fil
MGC-803 Zfififl 48 h J7, AHAEIEFRE A T-4H 0] IR
B IRA, 2RA50FE X (P<0.01) ;
SIRNA-SCARAS 544+ R 1A e 5 i A e LA
MU ISR R, ZRA50T R L (P<0.01) ;
VBT 2 55 2 R0 HR A L, A M 0 1 2 S
TegqitEE L (P>0.05) .

YHLERRE IR EE SR (8] 2B, 2D) WU,
50 ng/mL HIEFEAT B-11 4bF BGC-823 il MGC-
803 ZHfifl 48 h i, L A AR Ve B HI R T A X
TR AR IR, SR AR AT B-T1 w4344
TIZHMIT RS ; 48 h B siRNA-SCARAS 4+ AT
Ab3EZH 5 R A A, AR R B R AR
%, FWZ siRNA-SCARAS #5YL )5, 40T/ hE
IR T RRZH S A B RR A LA, dHTE RS
A1 TC2E 5+
2.3 %K EHIIE hsa-miRNA-766-3p &5 SCARAS
AR A4 s AYFE R EIEE R BoR,
hsa-miRNA-766-3p 1 SCARAS 3K 3' UTR XA 7 4
SRS A, BRI (B’ 3A) o 430l
hsa-miRNA-766-3p mimic. hsa-miRNA-766-3p

inhibitor. hsa-miRNA-766-3p NC 5 W20 %% Z i
LN Rk AR pGL3-WT-SCARAS F pGL3-
MT-SCARAS #EATILEYL, UL 48 h J5 4
MO AT 6 R B E MEA D, RIS R (& 3B)

G718, hsa-miRNA-766-3p mimic fE il 87 A A
DEGER B HE D F R AR DO R BTG,
8.12+1.12 [ %= 2.28+0.32, 2R ESiH¥EX
(P<0.01) , 1M hsa-miRNA-766-3p inhibitor fE1
5t B A AR ' R I A PR Rk AR R O R g
W, M 8.12+1.12 FJFE 11.56+0.89, 274
Gt E L (P<0.05) ; XFoRARRIGE R M)
R k34K, hsa-miRNA-766-3p mimic fil hsa-
miRNA-766-3p inhibitor X H:X4JCHH F 5200

2.4 Hsa-miRNA-766-3p it & ik & SCARAS i85t 4
o3 B-11 425 B4 F %2+ hsa-miRNA-766-
3p &% 42 SCARAS &G kL a9%"% 50 ng/mL Hl
FEREAT B- T ACFE BGC-823 il MGC-803 4ififl 48 h
J5, ST R A GO FRAL b A, AP hsa-
miRNA-766-3p & i#Jf#E(k (P<0.01) . SCARAS
HHFZEFE (P<0.01) ; hsa-miRNA-766-3p
mimic ¥4+ B AP 5 R A B A, i
S hsa-miRNA-766-3p & F (P<0.01) .

SCARAS &HHEILFFEL (P<0.01) ; siRNA-
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SCARAS fp e+ B AL MAH 5 2 b B2 [
2, 40BN hsa-miRNA-766-3p 7 & o] iE
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24k (P>0.05) , {H SCARAS5 & [1# A&
(P<<0.01) . WH 4,

E 2 BGC-823 (A, B). MGC-803 48 (C, D) ¥E7 & (A, C) FIiTFEHES (B, D) LR
Fig 2 Proliferation activity (A, C) and migration ability (B, D) of BGC-823 (A, B) and MGC-803 cells (C, D)
G1: Cell control group; G2: Vehicle control group; G3: 50 ng/mL Timosaponin B- Il treatment group; G4: 50 ng/mL Timosaponin B- I treatment
plus SIRNA-SCARAS5 transfection group. SCARAS: Scavenger receptor A5, P<<0.01. n=3, X +s. Original magnification: X 160 (B, D)

Predicted consequential pairing of target region (top)| Site
and miRNA (bottom) type
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Fig3 Luciferase activity test results
A: Bioinformatics analysis of hsa-miRNA-766-3p and SCARAS
gene 3’ UTR binding site; B: Luciferase activity test results
of BGC-823 cells after 48 h of transfection. G1: BGC-823
control group; G2: pGL3-WT-SCARAS transfection group;
G3: pGL3-MT-SCARAS transfection group; G4: Hsa-miRNA-
766-3p mimic+pGL3-WT-SCARAS5 transfection group; G5:
Hsa-miRNA-766-3p mimic+pGL3-MT-SCARAS5 transfection
group; G6: NC+pGL3-WT-SCARAS transfection group;
G7: NC+pGL3-MT-SCARAS transfection group; G8: Hsa-
miRNA-766-3p inhibitor+pGL3-WT-SCARAS transfection
group; G9: Hsa-miRNA-766-3p inhibitor+pGL3-MT-SCARAS
transfection group. SCARAS: Scavenger receptor AS5; UTR:
Untranslated region. NC: Non-specific control; WT: Wild-type;
MT: Mutant-type. P<<0.05, "P<<0.01.n=3, X+s
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Fig4 Detection results of hsa-miRNA-766-3p content (A, C) and SCARAS protein (B, D) expression
A, B: BGC-823 cell; C, D: MGC-803 cell. G1: Cell control group; G2: Vehicle control group; G3: 50 ng/mL Timosaponin B- Il

treatment group; G4: 50 ng/mL Timosaponin B- Il treatment plus hsa-miRNA-766-3p mimic transfection group; G5: 50 ng/mL

Timosaponin B- Il treatment plus siRNA-SCARAS transfection group. SCARAS: Scavenger receptor A5. P<<0.01. n=3,X=*s
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