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GAE] Bf DR K ET LAmiR-1343-3pMibil B MM 2 FERNLR . % @I RNAK R
P& 5miR-1343-3pH ¢, AAELL R VRN B @405 2235k 1 8 2 A8 (0 ) iR B 78 A G mRNA; JE PR LEXT JeRNAZE &
B H A UTIE 4 HTmiR-1343-3p 5 SOX 1 8 Y IR ; G2 40 M Ab A7k AN SOX 1 88 1 4 1 A7 5 CCK-8AGMN£1 5 R AF X A
B A0 (MGC-803 . AGS ) B4 5 1452 W 5 6 18 98 41 B 432 25 (0 IRZ AR L e 30 ek T 0 R AL, S B 08 e o o
PCR(qPCR)#iillmiR-1343-3pFISOX18 mRNAMFRIE, 4 H T He 5 EIE AR N SOX 1 84 [ 2R3K ; miR-1343-3p#E 4 (miR-
1343-3p mimic) , miR-1343-3p#l] (miR-1343-3p inhibitor) /351 Z8 Lipofectamine™ 2000/ B AL Ut B4R, qPCRAG:
MmiR-1343-3pMSOX18 mRNAYF K, H H R ENIEEMSOX 18T H KL . LR AW(E R H0 Vi 3RS miR-
1343-3p FIFmRNANSOXI8, FEA LUXTIAIE T W2 Z [ ELA B A0 45 5 6 44, RNAZS &85 1 e 2L ivE Bk 1 P& i £E
FERE R DGR (P<0.05); Seie 4t i k27 S0 50 i /R SOX 18K A FEAZ 3R ik CCK-8 B0 IE FH £ 57 K1 I b 400 i 5 s 40 e iy 1 L
5508 IS AR 25 9 B S I — 2 AR M 528 ket BRALAH EL, 205t KPR TS B R 40 H SOX18 mRNAFZE H %Kik
15/ (P<0.05), miR-1343-3pF k14 /il (P<0.05); 5 ControlZH A L, miR-1343-3p mimicZ 5 40 ifd H'miR-1343-3pfy Rk Tt
T SOX18 mRNAFIZE H 325K, miR-1343-3p inhibitor£H] B i 40 FFmiR-1343-3pAY FA K . SOX18 mRNAFIE H#E
KT (PIP<0.05), £ 405 KT AEE R R miR - 1343-3p/SOX 1 8152 1 'S 4 40 A T8, 33 B35 P4 2,
R BT AR TRY TR s S AR R
[X$A] B 425KH miR-1343-3p  SOXI8

Salidroside Inhibits the Proliferation of Gastric Cancer
Cells by Regulating the miR-1343-3p/S0X18
Signaling Axis
ZHANG Zhendong ®"°, CAO Xiaolan"*, HOU Xinrui"?, CAO Mingyuan"?, DU Yuxin"?*, ZHANG Jie',
SUN Yanan', WANG Xiaoping ®"’". 1. School of Medicine, Xizang Minzu University, Xianyang 712082, China;

2. Key Laboratory of High Altitude Hypoxia Environment and Life Health, Xianyang 712082, China
A Corresponding author, E-mail: xpwang@xzmu.edu.cn

[Abstract] Objective To investigate the molecular mechanism by which salidroside inhibits the proliferation of
gastric cancer (GC) cells through upregulation of miR-1343-3p. Methods RNA databases were used to screen for
mRNAs associated with tumor proliferation and with miR-1343-3p, and exhibiting significant changes in their expression
levels after salidroside treatment of human GC cells. Gene matching and immunoprecipitation of RNA-binding proteins
were conducted to analyze the association between miR-1343-3p and SOX18. Immunocytochemistry was performed to
determine the localization of SOX18 protein. The effect of salidroside on the proliferation of human GC cells (MGC-803
and AGS) was determined by CCK-8 assay. Human GC cells were divided into a blank control group and low- and high-
dose salidroside groups. The expression of miR-1343-3p and SOX18 mRNA was measured by real-time quantitative
fluorescence PCR (qPCR). The protein expression of SOX18 was measured by Western blot. GC cells were co-transfected
with miR-1343-3p mimic and miR-1343-3p inhibitor, respectively, via LipofectarnineTM 2000 liposomes. The expression of
miR-1343-3p and SOX18 mRNA was measured by qPCR, and the protein expression of SOX18 was measured by Western
blot. Results Through bioinformatic analysis, SOX18 was identified as a downstream target of miR-1343-3p. Gene

alignment confirmed the presence of specific binding sites between the two genes, and immunoprecipitation of RNA-
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binding proteins validated the targeting relationship between them (P < 0.05). Immunocytochemistry demonstrated the

nuclear localization of SOX18 protein. CCK-8 assay findings demonstrated that salidroside significantly inhibited the

proliferation of GC cells in a time- and dose-dependent manner. Compared with the blank control group, salidroside-
treated GC cells showed decreased expression of both SOX18 mRNA and protein (P < 0.05) and an increased miR-1343-
3p expression (P < 0.05). Compared with the control group, GC cells in the miR-1343-3p mimic group exhibited increased

expression of miR-1343-3p and decreased expression of SOX18 mRNA and protein. In contrast, GC cells in the miR-

1343-3p inhibitor group showed decreased expression of miR-1343-3p and increased expression of SOX18 mRNA and

protein (all P < 0.05). Conclusion

Salidroside may inhibit the proliferation of GC cells by regulating the miR-1343-

3p/SOX18 signaling axis and these regulators may present new potential therapeutic targets or biomarkers for gastric

cancer.

[Key words] Gastric cancer Salidroside

¥ (gastric cancer, GC) J&—FAET R &, HlG 21
AGPER R UTAER, BEAE J> T HE 10 25 W)IR YT A B,
GCHIRITHI AL T 284k, B H AN RRIE | 2808
HeW, FESEUGAME. Bk, HIFRE SRR AS
AR, WE OB BR T 7 58 S 259, AR RIE
L ST Bk B TS o

JECLG LD R BRI L1 R — R B 2300 2
B AL AR IR ), CAOIE SE AT AR GCRY IS 7 | 1248
KiE#, N2 GCif 2", f#/INRNA (microRNA,
miRNA)JE 121 ~ 22 H RRZL S 3 BE FR~T . NIRAE |
/NSRS FEERNA, 3 o Bl s ] ) X AT L o 4
FE R FGE, MM F 805 (RN A (messenger RNA, mRNA)
PR . B, SEMRERE & AR R Y SR RZ IS
C 2508 T miRNATEGCH 1y £ (4, {H H Fi Haf U2 Be
FVEFOHLER Y 1 R ATI AR AT R, 3X B2 e 1 1 RIR YT 14 1
o ARSI ATIABETT R, 205 R AT L b
JEE I A F-miR-1343-3p ik, MM T I8 22 24 SR 3T
JifF 4 i 13 6 (mitogen activated protein kinase kinase
kinase 6, MAP3K6) Fll 3 i 4> J& £5 F B 24 (membrane
matrix metalloproteinase 24, MMP24) {5 543 F B 15, il
HIGCHY A", K, T miR-1343-3p7ELL 5t K HAEH
Ja i E B RA R — R, TRA T miR-1343-3p7EGCH
1) ) 58 5 LTI 6 T B G C Y & A= R T e 3-8 1 40
mRNAJRY 7L B R

VT EABIFTE K W, SOXZIR AR 11 1 MR A i 5 ik S ik
FE PR OCHEAE M A, WmiR-338-3pMmiR-520f-3p7E
GCH i h 43 5 F I SRY & %% sk K T5(SRY box
transcription factor 5, SOX5) FISRY & 4% 5% A F-9(SRY box
transcription factor 9, SOX9) &5, M ifii FHIETWnt/p-
cateninfs 5l B, KM SRY &6 kN 1
18(SRY box transcription factor 18, SOX18) & —Fh 4l 4%
HH, fEZ AL P B R — ML, Hn] i {2
PESEFH | B RS M A8 A TR P AR B SO R

miR-1343-3p

SOX18

FARSOX18FEGCH = 3k, {H Hu i 21 5 K AT 4%
miR-1343-3p/SOX 185 5l X GCHYFZ M i A AF FIHEE
BT, ABFSE LA miR-1343-3p M A B, #8205 K HF
3 AR GC R A & R AHIC A F L, B #E MR YT
GCHAALHT Y B

1 #MREFE

1.1 #8

ANGCHIIEEMGC-803 (icell-h141) 1 [ B 5 FE A 4=
PRHEAT IR 3 s AGC Ik AGS(TCH-C124) . Hams
F12KFEAil 15 97 5 (GUMD-B307 ) Al [ 1fi I 99 075 6 1 24
1% (FBP-C520%) W H 75 M it B A I RHR AT BR A 75 £105%
KA (SS8080) Fy A it Z I TR AT BR A w7 i i 4 1l
15 (11011-8611) Ay VTR AT A= MR B A BRA B 77 i
RPMI-1640%5 3 % (C11875500BT) MOpti-MEM
(31985062 ) }y 3 [F Gibco 1] 7 fili; RIP Assay Kit(Protein
A/GEIRHE) (P1801S) Jy L E5H 23 KA AT BR S w7 s
CCK-8iX 7 £ (AR1160) , Anti-GAPDH Antibody(BM3874)
HAnti-SOX18 Antibody( A04004-2) Fy il 11 fii A= 4y T
FEN 77 fh; Goat Anti-Rabbit IgG H&L(HRP) (ab6721)
NULE Abcam 2y H 7 i ; SPARKsript I All-in-one RT
SuperMix for qPCR(with gDNA Eraser) (AG0305) ., 2x
SYBR Green qPCR Mix(With ROX)(AH0104) I
SPARKScript I miRNA 1st strand cDNA synthesis kit(By
stem-loop) (AG0502) 7 1Ll 7= EVRHAEAE W B ARAT BN wl ™
fifr; Lipofectamine™ 2000( 11668019 ) ¥ 445 3 [
Invitrogen/A &l 7= ; miR-1343-3p mimic, miR-1343-3p
inhibitor fillmiR-1343-3p NC(BAMK1343) iy [ 'H B/
BHA W ARAT BRZS F 77 s qPCRT 14 Ry i AR T A T
P T AR AT BRAA Wl 7 i
1.2 Ak
1.2.1 %% miR-1343-3pifl 3% 49 P75 3% 74 48 55 mRNA

FEUEAL AT AMGC-803 15 8 41 L £ 37 RN A4
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JFE R, 454 miR-1343-3p AIFImRN A [ 25 57 ek 45 S A
] 2R, MR AR C B B < —0.7 H.P< 00507 & HH #3552
TR G A miR-1343-3p AR B S AH CAE mRN AR (B d
PRGN, J32H L il T A ) VA TR WL A AT AR,
I3 15 PearsonFH I 1L DR B o PPAL LGB M
1.2.2 @R AR B R A

A GCHAfI R MGC-803 it FH & 10% I I 1 Jif 4 1MLTF
1%7 55 % /5% R AYRPMI- 164085 55 3, AGS &
10% [ IfiL Y8 790 077 o i 2 I3 L 1% 75 B R /R R R
Hams F12KEERIE FREE, HiR 7737 °C B ECN 5%CO,
MMRGFRA T, M AN K = 2180% ~ 90% % I, i
0.25% /R HAATIH AL AR, B A SEg AR E S 7E 40 1%
R8I LA TE A

LR R LL0.05, 0.1, 0.5, 1, 2, 4, 8 umol/mLAH#k
BEVS % T RPMI-164035 72 5 rf, T /5 £:MGC-803 4 il
SCH

FFLL S RATLA10, 20, 40, 80 wmol/LI¥K B i T
Hams FI2KEERIIEFREE A, H TR 2 AGSHI IS %
1.2.3 %k a4 mSOX18%& & & 4%

AR KB EE80% ~ 90% 1 MGC-803411fl, 24F LAk
FLH B TC A IR A RIE R L35 515 B 0.5 10° ) 2
i, TR A KB T 2 50% ~ 70%I0}, ki 3748 h, 48 h
JE 7 L, B S FRTR M BUCR 4% 22 5 WY 2 L 2 30 min;
SRIGHUANA0.5 % Triton X-10038 % K 25 38 17530 min,
DA 3 R A A Tt BEL DB V3B Y9 5 10 min, 1% 10% —FLE
F M PBSTH W37 CHAL h, —Pid CHEE LW (i
BELLBIAL © 200), 4T IREEIE E 1 h(FRRE LB
2000), DABIKHI {45 min, SFAZEYL20 s, 85%. 95%.
100%JE7K L AR EE I 7K 4% 1 min, /K S5 (5 FH PRy e et
B, BB R AR, Image] B PE 0TI F o
1.2.4 RNA%4 46 %G £%& %" (RNA immuno-
precipitation, RIP) %34 M miR-1343-3pF2SOX18X I4]
ESEFA

1 H AR FPTARIPZL B B X6 IR 1g G, W 44331 m
Aifi it Protein A/G AgaroseffiNT2 Wash Bufferit i %K,
4 °C, 1000xgi .21 min, 5 V55 MATE #NT2 Wash
Buffer &, 7 MA—HiSOX18 M HulgG (454 ug), =i
S 730 min, 4 °C, 1000xgE.0>1 min, 7 3, 15245 &
Protein A/G Agarose, WIS i 4 K% B80% ~ 90%M1
GCHIfIfL, /il ALysis Buffervk I H 15 minZ4f# 41 E )5,
4 °C, 12000xgE5.0>10 min, Ui it FIE/E A Input H TJa
SEAGIN, oAy BB A 2] 1R W45 4 Protein A/G
Agarose'l', 4 CHEIKIFE 4 hJF4 C. 1000xgE.(>1 min, 7

3. NT2 Wash Buffer FRK ¥4 Protein A/G Agarose${
K, 4 °C, 1000xgi.0>1 min, 3 L5 il AGE # Elution
Buffer, i22)J555 CMH 30 min. W FH 5% 5 #& |
Trizol BB A3 AT SRNASLI . 42 58 i 5 S 1l H 3%
B SRR UM RN AR 5% cDNA, HAUR % BRSEIN 7E1t E
1 PCR(real-time quantitative fluorescence PCR, qPCR) i,
BB 1 miR-1343-3p KL A v B, Kl LA ik . miR-
1343-3pidfi % 5% N 2544 25 °C 5 min, 50 °C 15 min, 85 °C
5 min, 4 C 3 min; qPCRfiFj%?ﬁ:: 94 °C 3 min, 94 C 10 s,
60 °C 30 s, 40 MIEFR; A it it 2 il FH A28 SR gt ith 2R
BEREF . T2 RIP I miR-1343-3pAH 24 B 1
xR E AR SIS L.

*1 qPCR3|¥1E%!
Table1 qPCR primer sequences

Gene Primer sequences (5'>3")
miR-1343-3p F: CGCGGCCTTAATGCTAATTGTGA

R: AGTGCAGGGTCCGAGGTATT
SOX18 F: ACCTCACCGAGTTCGACCAGTAC

R: GAGATCAGGCTGCTCTCCTCTGG
U6 F: GCTTCGGCAGCACATATACTAAAAT

R: CGCTTCACGAATTTGCGTGTCAT

F: TGACATCAAGAAGGTGGTGAAGCAG
R: GTGTCGCTGTTGAAGTCAGAGGAG

GAPDH

SOX18: SRY box transcription factor 18.

1.2.5 CCK-8%mfit. &4 %5

WA K B FE80% ~ 90% (1 GCAN L, 96FLAR H1 AL
HISIHERI100 LB h0.25x 10 B2, 14 200 O B J fin
A L2278 Wk BE 2T 55 K (R INEL 5 K 20 g 25 R R
A1), k2153724 hF148 hJi5 LA CCK-8i7), i AN [F] 24
Pvie B A 3 5 1 GCA ML B e )1 . TFCCK-8MEH 0.5 ~
4 hJF, BEFROIE 450 nmALWOGIE, T2 R . 40
11 (%) = [ (S50 A g — 25 FART B L ) / OO R g —
25 AR B2 gy ) 1x100%
1.2.6 qPCREMImIR-1343-3pA2S0X 1844 K ik

Fie B3 O BRA | IRR) 20 5 K 4H (MGC-803
40 B 25 W) R JE M4 pmol/mL, AGSHN 24 Wy ¥k i K
20 pmol/L) 7 iy 1] 2 £1 5% K 11 2H (MGC-803 4 il 24 ) v
Ji£ 478 umol/mL, AGSHH I 254k & 4 80 umol/L) #4743
20, YA K T 80% ~ 90% 1 GCAN i 7 6 LA 1% %,
TR 2 B I BE S AT S5 K AT ARS8 9748 ho RNANEE )
1A 1.2.4, U6FIGAPDH% A {E A miR-1343-3p Al
SOX18f N5 . miR-1343-3p /il 5% 5% FllqQPCRIZ I 45 1
[F]1.2.4, SOX 183 % 53 J v 45 50 °C 15 min, 85 C 5 s,
4 °C 3 min; qPCRI Y 55 14: 94 °C 3 min, 94 °C 10's, 60 C
30 s, 40 MEIR; il FH2 P TR FE AR X Feak B . 5]
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Y H 1,
1.2.7 B GRS Sa PP kAR MSOX18% & &4

Fie JEAS 0T BRAT L AR S 40 5 R 4 (MGC-803 4
M54 B R4 umol/mL, AGSHNMIZ Wk 5 420 pmol/L)
AR FHELT SR 4 (MGC-8034 I 24541 B 8 pumol/mL,
AGSYNEIZGYHE 980 umol/L) BEFT43 4, Wb A K3
80% ~ 90% M GCAHMIE 6FLAR % 3%, T 4m BN BE J A
LI R ARZE 59748 h 48 hJF 1 G ARIPAZLH I 78
Sy 2RI, 24754 °C . 14000 r/minB.05 min, BUE
ZFHEPE T, [ FIBCATLIME B IV . B FIAE K
UCHEAT SDS- 5 T4 43 Tk Ji B2 e HEL Uk , PVD IR I, 5%
BSAVFWEA2 h, —H14 CHFE LR (FRELLBIL = 1000),
CHUEEFE2 h(F R AL 10000), R BECLIL:
RICHAFIBLAL « 1GBITER ST 5 i n 2 B 1 AE g A b
W5, - REER . GAPDHIERREILYS ], Image J4)
HrsOX18H I i+
1.2.8 otk

miR-1343-3p mimic434l: Control, NC mimic, miR-
1343-3p mimic, miR-1343-3p inhibitor53-4: Control, NC
inhibitor, miR-1343-3p inhibitor, ZI § Kf. I 5K
1f+NC inhibitor, £ 5t K+ +miR-1343-3p inhibitor. 5|
Yy 5 &2,

F2 WHRHL3INET

Table 2 Cell transfection primer sequences

Gene Primer sequences (5'>3")

miR-1343-3p mimic Sense: CUCCUGGGGCCCGCACUCUCGCUU

Antisense: AAGCGAGAGUGCGGGCCCAGGAG

NC mimic Sense: UCACAACCUCCUAGAAAGAGUAGA
Antisense: UCUACUCUUUCUAGGAGGUUGUGA
miR-1343-3p Antisense: AAGCGAGAGUGCGGGCCCCAGGAG
inhibitor
NC inhibitor Antisense: UCUACUCUUUCUAGGAGGUUGUGA

A3 A A K B 80% ~ 90% M GC-803 FIAGS4H
JL, 24FLHREEFL XS S HERD 4 B O 1< 10° Y 412 400 pLJC
PR, A MG RE F5 A LT 5 K (MGC-803411 it
2y R8 pmol/mL, AGSANHLZ 4 & 4780 pmol/L),
AREE R TR AN A KB B 2 50% ~ 700 BEA T G, B4R
e YL A i B miR-1343-3p mimicFINC mimicZ k2 1k
50 nmol/L, Il ¥ %% Ye 4 M miR-1343-3p inhibitor fil
NC inhibitorZ ik B 4447100 nmol/L. 5 Opti-MEMFi
FLipofectamine™ 200058 AWK, 1R 2] 5 E IR ##H 5 min;
T4 HOpti-MEM 43| B miR-1343-3p mimic, miR-1343-

3p inhibitor, NC mimicFHINC inhibitorFR B, IR AWK
F14% 2 BRI %8 IR #0820 min, FEYd LI AR YL
EW) (AW +BIR) Fl RPMI-1640, Xf B 2H [7] 5 42 i RPMI -
1640; 7 e 4 hJ5 BRI 58 2R 37 3L, 24 hig 47T B
RNAJEHL, 48 h/F 178 IR, IH68H CCK-8#6ll GCH
JfLHE B AR L, QPRI [ 5 i B TR v A 2 Yo s o Al
FHSE3 T (miR-1343-3pHISOX18) FEikTF ML
1.2.9 %it#75 %

¥ FGraphPad Prism9.53(ff: . SPSSE{I-FIR v4.2.157
Proc s Bl s il S g Rk + s 3R, 1 241 45040 ]
1 LU AR I G 507, 22 20 1] 114 25 53 LR FH SR PR 38 5 224
Br, 4RI P 5 LL R FH Dunnet' tf 5, a= 0.05,

2 #R

2.1 miR-1343-3pfHiFHIESOX18

MR miRNA-mRN A [] 53 B T 25 5, 7E 291 B
miR-1343-3p TP B mRNA A, 55 i 40 g A= K Ak
LA A B UIAH S I mRN AJE R SOX 18 3 F Ik 2% L
L (E1A) . HHEPearsontf 45 R (K1B), SOX185
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miR-1343-3p: 3 ttCGCTCTCACG-CCCGGGGTCCTe 5'
FEE T THEETE
SOX18:  5' ccGCGACTGTGCATGGGCCCCGGGAC 3'

O Energy: -37.09 kcal/mol
m .‘ " > -' t 1
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1 SOX187EMGC-8034A /il IR X 155

Fig 1 Expression of SOX18 in MGC-803 cells
A, High-throughput sequencing was performed to identify changes in
SOX18 in MGC-803 cells following treatment with salidroside (*** P<0.05n=
3). B, Pearson correlation was used to assess the association between SOX18 and
miR-1343-3p in MGC-803 cells (n = 3). C, Gene comparison analysis. D,

Examination of SOX18 protein localization by immunocytochemistry.
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miR-1343-3p MK R EUCHr= —0.603(P=0.588), A ik F
2 A, {H A XS 43 BT SOX 18 5 miR-1343-3p 2 [H]
254 E b —37.09 keal/mol, K1, SOX185miR-1343-
3pEA WIHR I ES A AL LB ToRgh & (K11C) o Syl
77 S 50 7 A A% G LR R — AR (S, 3R
SOX187EM#KIA(K1D) .
2.2 miR-1343-3p5SOX18tHE/EH

SHIEWImiR-1343-3p 5 SOX 187 IR A7 FEAH HLAE FH 5%
Z, RIERIPIIZE R, H51gG A H, MGC-803F1AGS4H
ML SOX 18 G UL VERE i T A miR-1343-3p b 2 5 4
(P<0.001), [l ltmiR-1343-3p 5 SOX18Z [A] 77 e AH EAE H
(K2,
2.3 A=XEMFIGCHMAIILTE

100.05, 0.1, 0.5, 1, 2. 4. 8 umol/mLIk & FYLT 5t KF
AEFEMGC-80341/id, LA10., 20, 40, 80 umol/LIJLT 5t K AT
AbFEAGSHNM, ¥4 FH24 hA148 ho #R¥ECCK-8K5 45 5
R, 525 AXF IR LG, FEMGC-803 41 itu rfr, e i 4.
8 umol/mLAYLT 5t K H1EFH24 h, ¥R 40.05., 0.1, 0.5, 1,
2. 4, 8 umol/mLINZL 5 KT EH]48 hith, GCAll I3 5 5%

MGC-803 AGS
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2 RIPELIEHMSOX185miR-1343-3pHI EIEX B
Fig 2 RNA immunoprecipitation assay was conducted to investigate the
interaction between SOX18 and miR-1343-3p
" P<0.001.n=3.

I, H22 %A G0t L (P<0.05); ZEAGSZH M,
WePEA10, 20, 40, 80 umol/LAYZL 5t RH{F 24 hll
48 hi7 GCHN MG 5 ¥ 32 B4, H 22 %A it 3 X
(P<0.05) (13) . 424 /5 GCANMLIG 11 T BE50% 2247
h % WEERAE, %4 8 umol/mL¥K B (MGC-8034 Jifd) il
20, 80 umol/L(AGSHIMI ) i B FAIK . 70 1 21 50 R 4
FHGCHNMI48 W 5 EB 43 L 50 i 454

MGC-803
sk
3k 3k 3k
3k 3k >k
- koK 150 ¢ >k ok %k ok ok
150 ok :* == Control ok x% == Control
© Ex == .05 pmol/mL < s = == 10 pmol/L
=100 == (.1 pmol/mL =100 }ta _— == 20 pumol/L
= == (.5 pumol/mL = == 40 umol/L
< == ] pmol/mL < == 80 umol/L
; 50 == 2 umol/mL ; 50
3 == 4 umol/mL 3
== 8 umol/mL
0 0
24h 48h 24h 48h

& 3 CCK-8#&ilI7R [E)K BE 41 5 X H 33 GCHH Rt 58 19 %2 M)

Fig 3 The effect of different concentrations of salidroside on the proliferation of GC cells was measured by CCK-8 assay

"P<0.05 " P<001,” P<0.00l.n=3.

2.4 A=XE FiAmiR-1343-3pFRi%, TiASOX18FKiL
qPCREGR (K4) R, 525 LI IRA AL, £L5 K0
YEMGCAIE G SOX 184E K FR3A/KF- 1 ], TMimiR-1343-
3pRIBAKF- B, BT R AE ENIESE R (K]5) KB, 525
P BRZELAH HE, 2050 K H 1R FH GCAN LR SOX 184 /K1
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