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(8 E] BW: HITH/PRNA (miR) -487axt B M HCE 4N (TAMs) M2 B £k (%) i)
WAE T, o B I B AGS A 5 | REB AT M, k. SR AEERELEEmEE S
FE S TAMSs Je i 55 SR A IE W B4l (NTMs), R4MNE S A A% 40 THP-1 404k 8 TAMs,
B oA 2 p MO, M1 M2 B E B M 28 55 1R 3 97 56 (CM) JINEE 3% 24 h, 40l 3R B TAMs . M1-
TAMs il M2-TAMs, % TAMs, 4rF7% H 41, inhibitor-NC 41 . miR-487a inhibitor 4] . miR-487a
inhibitor+si-NC 44 1 miR-487a inhibitor+si-TIA1 21, >R A 5% B 2%¢ )¢ & & PCR (RT-qPCR) ¥ fll
Western blotting I UFFE YRR . B M2-TAMs 5 AGS 43R, /- M AGSH, AGS+inhibitor-NC41
AGS-+miR-487a inhibitor 4H. AGS+miR-487a inhibitor +si-NC 21 fil AGS-+miR-487a inhibitor+
si-TIA1 41, RT-qPCREK I % 4141 TAMs FldE 55 20 20 NTMs 45 241 TAMs H miR-487a F1 T ik 2
0 M 3% NP -1 (TIA1) mRNA ik /K F, Western blotting 32 ¥ I & i 41 41 TAMs Fl iz 55 ¢ 41
NTMs K& &4 TAMs H TIA1E A RKB K, HNamiE RN 4 4 TAMs H CD206 Fl CD163 K-, [iff
B A e W B 3% (ELISA) kil 4 20 TAMs #5598 B A4l %= 10 (IL-10) . A K5 B
(TGF-p) . mEHNEAEKEFA (VEGF-A) FIFEEmE 1 (Arg-1) K, CCK-8EkM A4 AGS
S 6 15 5 TE R LA BRI S R 4% 2 AGS 4l ML GE B %, Transwell 555G I 45 41 AGS 4 {2 %
Mk, EH: RT-qPCRE:, H5MWB4HANTMs i, B4 TAMs 1 miR-487a £k /K W
(P<<0.01), TIA1 mRNAFHEKFEH BB (P<<0.01); 5 TAMsE, M1-TAMs$ miR-487a ik K
IR BEAL (P<C0.01), TIAL mRNA FRKKFH I (P<<0.01); M2-TAMs ' miR-487a % ik K
SEIR SR (P<<0.01), TIA1 mRNAFRAACEIREL (P<<0.01); #4)5, 52514 M inhibitor-NC 41
A, miR-487a inhibitor A1 4 il miR-487a Rk KW W FEAL (P<<0.01), /R4l 2. Western
blotting ¥, S#544INTMs [bH, BRAL TAMsH TIALE A £k KFE I SIS (P<0.01); 5
TAMs t#, M1-TAMs ' TIAL1 & (IR B K FHETHE (P<<0.01), M2-TAMsH TIAL % 1 &5 K
S R (P<<0.01); L YL)E, 5 inhibitor-NC 20 Fb %, miR-487a inhibitor £ 48 i h TIA1 8 H %
KKEMH E T E (P<<K0.01); 5 miR-487a inhibitor+si-NC #H %, miR-487a inhibitor+si-TTIA1 #H 4
it TIA L 25K BRI (P<<0.01), #iaN4iiEAR, 525 FA4IH inhibitor-NC 41 H %, miR-487a
inhibitor I+ CD206 FM1CD163 K F-H BEEE (P<<0.01); #4445, 5 inhibitor-NC# L%, miR-487a
inhibitor 41 4fi fifd ff* CD206 Al CD163 7K F- ¥ W] &Ik (P<<0.01); 5 miR-487a inhibitor+si-NC 41 [L 4%,
miR-487a inhibitor+si-TIA1 4141 i tf CD206 #1 CD163 /K F-¥ B B Fl 55 (P<<0.01) ., ELISA ¥, 52
F1 20 #1 inhibitor-NC 4 FL %, miR-487a inhibitor 41 TAMs 411 g £ 3% b3 o 1L-10. TGF-8. VEGF-A Al
Arg-1 K B AR (P<<0.01); HFEY )5, 5 inhibitor-NC 2 Fb#, miR-487a inhibitor 2 TAMs
AR IR i 1L-10. TGF-B. VEGF-A I Arg-17K ¥ B AL (P<C0.01); 5 miR-487a inhibitor+
si-NC 4 %, miR-487a inhibitor+si-TTIA14 TAMs 4 ifg £ 5% L35 H 11.-10, TGF-B. VEGF-A il Arg-1
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KRR B TR (P<<0.01)., CCK-8%, 5 AGS4IHE, AGS-+inhibitor-NC 41 £ i 3 5 76 7 1 & 7+
B (P<<0.01); ‘5 AGS-+inhibitor-NC £ [t # , AGS+miR-487a inhibitor ZH 41 it 54 5 1% ¥ B 1 [ %
(P<<0.01); 5 AGS+miR-487a inhibitor+si-NC 41 F.# , AGS-+miR-487a inhibitor +si-TTA1 41 4fl g
WEAEIE W B IS (P<<0.01). A RIIR %, 5 AGSUIbE, AGS+inhibitor-NC 4 AGS 4 Jil i
BB @It (P<<0.05); 5 AGS+inhibitor-NC 40 4%, AGS+miR-487a inhibitor 41 AGS 4l ffi i 5%
FH BB (P<0.01); 5 AGS+miR-487a inhibitor+si-NC 2 H. %, AGS-+miR-487a inhibitor+
si-TIAT41 AGS 4 il i B8 R B i F+ 5 (P<<0.05) . Transwell 3255, 5 AGS 4%, AGS-+inhibitor-
NC 4 AGS 40 112 22 40 % W] B J+ i (P<<0.01); 5 AGS+inhibitor-NC 41 Fe %8, AGS+miR-487a
inhibitor 21 AGS 40 g 1= 28 40 M 50 W B P&k (P<<0.01); 5 AGS+miR-487a inhibitor+si-NC 41 %%,
AGS+miR-487a inhibitor+si-TIA14 AGS 4 i f= 22 4 ML EC W] B Tk (P<<0.01). %ii: JiBA miR-487a
& 15 AT 30 o #0 A b A TTAL 0 R e A oG B AN i M2 R ARk, IR e A M R A . SRR A
2%,
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Inhibitory effect of miR-487a on M2-type polarization of gastric
cancer tumor-associated macrophages by targeting TIA1

QU Yan', DAI Lin', WANG Biao', RUAN Duji', ZHONG Yuchang', YANG Xuefeng"*
(1. Department of Gastrointestinal Surgery, Second Affiliated Hospital, Zunyi Medical University,
Zunyi 563006, China;2. Department of Gastrointestinal Surgery, Affiliated Hospital, Zunyi Medical
University, Zunyi 563000, China)

ABSTRACT Objective: To discuss the inhibitory effect of microRNA-487a (miR-487a) on the M2
polarization of tumor-associated macrophages (TAMs) in gastric cancer, and to clarify its effect on the
proliferation, invasion, and migration of the gastric cancer AGS cells. Methods: The TAMs from gastric
cancer tissue and adjacent normal tissue macrophages (NTMs) from adjacent tissue of the primary gastric
cancer patients were isolated and cultured. The human monocyte THP-1 cells were induced in vitro to
differentiate into TAMs, and the differentiated MO, M1, and M2 macrophages were cultured for 24 h by
conditioned medium (CM) to obtain the TAMs, M1-TAMs, and M2-TAMs respectively. The TAMs
were transfected and then divided into blank group, inhibitor-NC group, miR-487a inhibitor group, miR-
487a inhibitor+si-NC group, and miR-487a inhibitor+si-TIA1 group. The transfection efficiencies of the
cells in various groups were detected by real-time fluorescence quantitative PCR (RT-qPCR) and Western
blotting methods. The M2-TAMs were co-cultured with the AGS cells, and divided into AGS group,
AGSinhibitor-NC group, AGS-+miR-487a inhibitor group, AGS-+miR-487a inhibitor+si-NC group,
and AGS+miR-487a inhibitor+si-TIA1 group. RT-qPCR method was used to detect the expression
levels of miR-487a and lymphocyte intracytoplasmic antigen-1 (TTIA1) mRNA in TAMs from gastric cancer
tissue and NTMs from adjacent normal tissue in various groups; Western blotting method was used to
detect the expression level of TIA1 protein in TAMs from gastric cancer tissue and NTMs from adjacent
normal tissue and TAMs in various groups; flow cytometry was used to detect the levels of CD206 and
CD163 in TAMs in various groups; enzyme-linked immunosorbent assay (ELISA) was used to detect the
levels of interleukin-10 (11.-10) , transforming growth factor-beta (TGF-B), vascular endothelial growth
factor A (VEGF-A), and arginase-1 (Arg-1) in culture supernatant of the TAMs cells; CCK-8 assay was

used to detect the proliferative activity of the AGS cells in various groups; wound healing assay was used
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to detect the migration rates of the AGS cells in various groups; Transwell assay was used to detect
the number of invasion AGS cells in various groups. Results: The RT-qPCR results shoued that
compared with NTMs from adjacent tissue, the expression level of miR-487a in the TAMs from gastric
cancer tissue was significantly increased (P<C0.01) and the expression level of TIAT mRNA was
significantly decreased (P<C0.01). Compared with TAMs, the expression level of miR-487a in M1-
TAMs was significantly decreased (P<C0.01), and the expression level of TIA1 mRNA was increased
(P<C0.01); the expression level of miR-487a in M2-TAMs was significantly increased (P<Z0.01), and
the expression level of TIA1 mRNA was decreased (P<C0.01). After transfection, compared with blank
group and inhibitor-NC group, the expression level of miR-487a in the cells in miR-487a inhibitor group
was significantly decreased (P<C0.01), indicating successful transfection. The Western blotting results
showed that compared with NTMs from adjacent normal tissue, the expression level of TIA1 protein
in TAMs from gastric cancer tissue was decreased (P<C0.01); compared with TAMs, the expression
level of T1A1 protein in M1-TAMs was significantly increased (P<Z0.01), and the expression of TIA1
protein in M2-TAMs was significantly decreased (P<C0.01); after co-transfection, compared with
inhibitor-NC group, the expression level of TIA1 protein in the cells in miR-487a inhibitor group was
significantly increased (P<C0.01); compared with miR-487a inhibitor+si-NC group, the expression level
of TIAT protein in the cells in miR-487a inhibitor+si-TTA1 group was significantly decreased (P<C0.01).
The flow cytometry results showed that compared with blank group and inhibitor-NC group, the levels
of CD206 and CD163 in the cells in miR-487a inhibitor group were significantly decreased (P<Z0.01) ;
after co-transfection, compared with inhibitor-NC group, the levels of CD206 and CD163 in the cells in
miR-487a inhibitor group were significantly decreased (P<C0.01) ; compared with miR-487a inhibitor+si-
NC group, the levels of CD206 and CD163 in the cells in miR-487a inhibitor+si-TIA1 group were
significantly increased (P<C0.01). The ELISA results showed that compared with blank group and
inhibitor-NC group, the levels of IL-10, TGF-B, VEGF-A, and Arg-1 in culture supernatant of the TAMs
in miR-487a inhibitor group were significantly decreased (P<C0.01) ; after co-transfection, compared with
inhibitor-NC group, the levels of 1L.-10, TGF-f3, VEGF-A, and Arg-1 in culture supernatant of the
TAMs in miR-487a inhibitor group were significantly decreased (P<C0.01); compared with miR-487a
inhibitor+si-NC group, the levels of IL-10, TGF-8, VEGF-A, and Arg-1 in culture supernatant of the
TAMs in miR-487a inhibitor+si-TIA1 group were significantly increased (P<C0.01). The CCK-8
assay results showed that compared with AGS group, the proliferation activity of the cells in AGS+
inhibitor-NC group was significantly increased (P<C0.01); compared with AGS-+inhibitor-NC group, the
proliferation activity of the cells in AGS-+miR-487a inhibitor group was significantly decreased (P<C
0.01) ; compared with AGS+miR-487a inhibitor+si-NC group, the proliferation activity of the cells in
AGS+miR-487a inhibitor+si-TIA1 group was significantly increased (P<C0.01). The wound healing
assay results showed that compared with AGS group, the migration rate of the cells in AGS—inhibitor-NC
group was significantly (P<C0.05) ; compared with AGS+inhibitor-NC group, the migration rate of the
cells in AGS-+miR-487a inhibitor group was significantly decreased (P<C0.01) ; compared with
AGS+miR-487a inhibitor+si-NC group, the migration rate of the cells in AGS+miR-487a inhibitor+si-
TIA1 group was significantly increased (P<C0.05). The Transwell assay results showed that compared
with AGS group, the number of invasion AGS cells in AGS + inhibitor-NC group was significantly
increased (P<C0.01) ; compared with AGS + inhibitor-NC group, the number of invasion AGS cells in
AGS+miR-487a inhibitor group was significantly decreased (P<C0.01); compared with AGS-+miR-487a
inhibitor+si-NC group, the number of invasion AGS cells in AGS+miR-487a inhibitor+si-TIA1 group
was significantly increased (P<C0.01). Conclusion: Silencing the miR-487a expression can inhibit the M2

polarization of the gastric cancer-associated macrophages by targeted upregulation of TIA1, and suppress
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the proliferation, migration, and invasion of the gastric cancer cells.
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P 98 I O R LR R 2 — R Y
Wi RNATT T RO BORHE, H B i A i
JEBR I 2%, SAFEEAER AR 30% . IR A G
F W4l il (tumor-associated macrophages, TAMs)
i — Bl bR I G e AN IS A, R SY O MR
M2 B 2 Fh Dy GEAS [F] 1 B 05 240 Jf 7 78, i o 3 R B
APiMEIiaE, EEMREHEMEAERK. B, B
R 25 00 MR M2 g4 2 B AT AT
PE L 7E iR PR BT O BIR YT T TR AT LAAH B R
b7 Bt TAMs 58 % e =2 8] 1) 56 & % i B
i, TAMs & Bk I8 RE TR 7 08T 9 HE 25 0 B
RNA (microRNA, miRNA) J&— &/ 3k 4 75
RNA, HA 5K R B W AEN, 76 41 M 3 5
iAo AR T A 22 R A Wk B b R A AR
S ®FEE Y R . miRNA TE £ Rl g w FE AE
(A i R ek AR rh R SRR L A TR A T g
25 R . miR-487a ] LLHN [a] T ik B2 41 M AR Y
Pt )1 (T-lymphocyte intracyto plasmic antigen-1,
TIALD) {2 a2+, JF B M2 B g4 i
ik A K miR-487a % £% 2 1 i 4 M 3 1T 2
F Y HE R . fH miR-487a j& 75 & B i TAMs 1)
o & FEAE & TIAL & &5 2 5 45 M2 B AL
WA R Tk — 250 . A TR miR-487a Xt
it TAMs M2 Bl A6 B9 52 ), o ' 96 36 97 44 it
(S

1 MBR57FE

L1 @sm#ARR WA 2020 4 9 J1 —2021 4F
9 H T LCERFR S W E BBt i2 1y 14 41 )5 k1 B
PR B A S O BRRIE — B0 X 988 55 1E 5
B (BmALHZ%>5em). Iif BEFEARM
R &8 LEFFRF R ZE ot e, &
ML . BEMRH [2019] 1-020% .

1.2 s 22 XAPNE AHBRAGSYNE
HE W 4 My R THP-1 20 J W T b (=R 2 Be 76 20
T A= )24 B 5T IF . RPMIT 1640 £ 35 56 50 14 4 1fiL 375 16
H 2 B Invitrogen A 7, JREFRAF GWH H A
TaKaRa 2t 7], Tagman PCRR 5 & #1352 B 5¢ )¢ &
i PCR (real-time fluorescence quantitative PCR,
RT-qPCR) 187 & ¥ W A 3¢ [ Applied Biosystems

Gastric neoplasm; MicroRNA-487a;

T-lymphocyte-restricted intracellular antigen-1;

NF, TIAL 1 GAPDH $ti& Il 1 € E Abcam 2
A, FRic ORI S ALY P A AR TP A2 SR A

7], miR-487a inhibitor. inhibitor-NC, si-NC Al
si-TIA1 Jit A W H ™ &% Synthgene 2 HJ,

Lipofectamine 2000 g H & E Thermofisher /A A,
CCK-8il il g A g3 = KRAEWH ARAGRA A,
CD206 F1 CD163 #i & g { & [§ BD Biosciences 2
", FA4IEA % (interleukin, IL) -10. $4b/EK
A+ B (transforming growth factor-g, TGF-B). Il
BN A KB F A (vascular endothelial growth
factor-A, VEGF-A) F1K5 & & i 1 (arginase-1,
Arg-1) B BE f % W Bk 5
immunosorbent assay, ELISA) i 7] & W [ 3
eBioscience AH], HiE TAES (H% . Hisafe-1500)
WA s N E RS A BRA R, BEDME (B,
BM2100) W H F 5L LR KB A BRA A, W&
(B I AS-XGFER) W B W VLR 86 BT g o PR
oy E, PCRY AL (45 . 5331) My [ LA
o, AR (B . SYNERGY) I A 3
BioTek A Al .

1.3 BRTAMs% & H 8 m A 800 55 4 810y
Y AR FRZY Sy 2 mm® BYREEL, 37 °CTF B 1k
30 min, ] 70 pwm A5 4 22 9 3 IR B, A5 2 40
M A W A BE W R 2% oh W (phosphate buffered
saline, PBS) Ve 2%, 2000 remin~' B. > 5 min,
PBS 2% vh i B B A0, R 5 B2 R B R A
W A, o3 ) 3R R 22U IR T AMs A1
5541 U0k R B IE R B ME 41 il (normal tissue
macrophages, NTMs), P#A741M0H T Ja 22585 .
1.4 fmieiiAoa  AGSHA THP-1 405
FHE 1026 KA IR 4F 1ML 19 RPMIT 1640 15 F B 15 5%
BT 37°C. 50 COMBFRMIP IR . B B AGS
ME T IC MG RPMI 1640 B e e B35 24 h, X
£ LW, Zad 0,45 pm U8R i 8 AR BSR4 15 R A
(conditioned medium, CM). #&IMFEFEAFEZ THP-1
AL, A 10 pg L' (phorbol 12-myristate
13-acetate, PMA), 5% 24 hor b AR 4k i MO 7Y
B s MO BY 5 W 40 i A 20 pg- L7y T4
# (interferon-y, IFN-vy) Hl 10 pg-L7' J§ £ HE
(lipopolysaccharide, LPS), 5% 24 hrfb il M1 %Y

(enzyme-linked



732 TR 224 (BE 2 i)

¥(50% H3W 202445 A

FomE 2 i ; s A 20 pg-L7" TL-4 F1 20 pg-L~"
IL-13MH 24 h, bl M2 B E W4 it . K 53
R E A MO, M1 A1 M2 B [ I 21 it 26 38 CM 3%
R g% 24 h, 73 53K B TAMs, MI1-TAMs fil M2-
TAMs,

1.5 mpesir o BB R0 8 Eda s
TAMs 40 g, < H8 Lipofectamine 2000 156 B 45 #:1E ,
# inhibitor-NC F1 miR-487a inhibitor 4 % #% 4% %
TAMs H, 43 91 si-NC Hlsi-TIAL 5 kz 43 1) 2
B 7 28 0 Y miR-487a inhibitor 19 TAMs }& NTMs
Hi, 4y K inhibitor-NC 41 | miR-487a inhibitor 41 .
miR-487a inhibitor+si-NC 21 1 miR-487a inhibitor -+
si-TIAL#H, B EFHMA, KM RT-qPCR Al
Western blotting ¥ 5 iiE #% YL &4 % . R 20 pg-L~"
IL-4 120 pg- L™ IL-130F 5 24 h, 55 4 20 40 M 1]
M2 #0043k o B S e A R 45 41 T AMs 41
g 3 4 Transwell 3315 21k 2 5 AGS 40 g L &
24h, 4 h AGS 4. AGS-+inhibitor-NC 41 .
AGS-+miR-487a inhibitor 2. AGS-+miR-487a
inhibitor=+si-NC 20 #1 AGS+miR-487a inhibitor+si-
TIAL14.

1.6 RT-qPCR %4 B EA LR TAMs fo ik &40 5%
NTMs & & 41 TAMs ¥ miR-487a #= TIA1 mRNA
FFEARE R TRIzol i 7 4 BUA 21 40 i 4 RNA
B H 5 5 cDNAL SR Tagman PCRR ) & ,
#E4T RT-qPCR JZ ¥ . miR-487a 51 ¥ J¥ 41| : miR-
487a EiF514, 5-TTCGCACTGGATACGACA-
ACTGG-3', FiFsI#¥, 5-CGCTGGCAATCAT-
ACAGGGACATGTGCAGGGTCCGAGGT-3'; U6
5%, 5-CTCGCTTCGGCAGCACA-3, F
Hol ¥, 5-AACGCTTCACGAATTTGCGT-3,
R 95°C, 10min, 95°C, 10s, 60°C, 1min,
I 40 MEH . TIALBI#FSN: TIAL LiEsI9,
5-TCCCGCTCCAAAGAGTACATATGAG-3,
s, 5-AAACAATTGCATGTGCTGCAC-
TTTC-3'; GAPDH L1514, 5-GATATTGT-
TGACATCAATGAC-3', FiE5I4, 5-TTGAT-
TTTGGAGGGATCTCG- 3'c KR 2. 95 CHi
5 min, 95°C, 30s, 60°C, 30s, 72°C. 30s,
A0 EAR . 43 5ILL U6 FI GAPDH M NS, R
27 A A 41 40 B miR-487a 1 TIAT mRNA
FIRKF-,

1.7 Western blotting ## % § J& 41 22 TAMs #= &
F % NTMs & & 48 TAMs ¥ TIA1 & & & & K
T WER A AN, R RIPA 245 0 2 400,
RBUBEN, RABCAKMITEAC . K4
20 pg B HATHIK M B, I E A Z PVDEF B
K 5% WIE Wk B0 2 h, fn—Ft TIA1 (1:
1 000) # GAPDH (1:1000), 4 °CWHE®EL
o MAZHUERIBEE 1h, 2L 0ERmEA
&t , R Image JAEK /40 M1 8 A &5 I (E, LA
GAPDHAWZ, I HMEAREKT. HE
HRBKF=HWEAFEKEME/ NSEHEA KT
TR BEAH
1.8 A X @A &4 TAMs ¥ CD206 4=
CD163KF UCAES A, RH 4% 2R HEEE
£ 10 min, PBS ZZ vp W BE % 2, A 0.1%
Triton 4t ¥ 5 min, 43BN A PE 451 i3 CD206
FITCHrid B4t CD163 yr b #E4H L, T 4 “Cikk ot
% F 30 min, I 2 40 A AR W 45 4 4N M %
CD206 1 CD163 K.
1.9 ELISA 4% ® & 48 TAMs 3% 3 £ # + IL-10.
TGF-B.VEGF-A #= Arg-1 K F W4 & 20 40 i 45
FEH, 1000 g, 4°CEL10 min, HBUE.O FiF. %
HCELISA 2070 & U] 15454, Rl & 20 TAMs K5
FEWEHIL-10, TGF-B. VEGF-A il Arg-17KF.
1.10 CCK-8:k:#4& M &4 AGS tm fe 3 s & %
“1.57 iy d, ¥ UL JE M M2-TAMs 5 AGS 4 Jl
HEH 24 h, $H74 b & Lo A 20 L CCK-8
W, 4hjEsREERW, BmA 150 pL — 2
W (dimethyl sulfoxide, DMSO), B#HIES, X
FHEEBR AR I 490 nm P AL ROGEE (A) fH, L
AEAR 2 4% 4 40 it 184 B 1
1.11 @R LA E 4 AGS @i H E
PEHLE M2-TAMs £ 55 3% 24 h |5 89 AGS 400,
PLAREAL 2. 55X 10° > 40 il 1) %% B #92 F 28 6 L 200 Jf 5% 5%
Mrorb, T RS R R B 9000 B, g L R gR
IOAR &ML W8S R 5L, kZek3R 24 h, F5 40w
B IR R 100% , A% WA AR Sk 0T 4 A 2 47 Y] IR
Be B, 6o W B W AR 4N i RIJE IR HA R . R
Image J JF 5 O F1 24 hisk g RJR AR, 8441
MIEEHE, ARTEEE= (OhWIRHmM —24h
KR AL /24 h QIR H AL X 100% .
1.12 @mp4Ed £ X B AGS @ 12 £ 13
T &% A Matrigel 2 5t I )2 (9 Transwell #i | = 1
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A 200 pL AGS 4H 00, & A 2X 10" AGS 4t
Mo, FESBAA S 104 FBS (1500 pL ik S0tk 5
B M2-TAMs 20 M B W, 4 L% B2 2 410" mL~'
WHRMLWE 2405, WEEEHMM, LL0.4% 45
m ARG TR WU T BE AL BE R 54 X kAT
T8, A AGS 4012 22 40 %k

1.13 Gt $o 4 K SPSS 22. 04 i1 4 ik 47
it e . B 440 TAMs R 55 44 41 NTMs
o' miR-487a & TIA1 mRNA FiE K, A [ 1k
5 TAMs 1 miR-487a K TIAT mRNA # ik 7K ¥,
e 5 44 TAMs H CD206 il CD163 K, 44
TAMs £ 3% I # v 1L-10, TGF-B8. VEGF-A A
Arg-17KF, &4 AGS 4 MI3G G815 VE . AT 5
AN f2 225 /A IEA i B 257, U
xS FoR, L 4L IADRE AR 3 B0 L R B IR K O 22
Sy AT, TR RE AR 35 80P T B R B LSD-z K 5
PLP<<0.05 A ZEFAGIHFE X

2 & B

2.1 BRERALRTAMs PR FHARNTMs &4
TAMs ¥ miR-487a# TIA1 mRNA 2 & KF 5
FHANTMs (0.9940.04 F10.9840.04) H#,
B i 20 41 TAMs ' miR-487a 3 ik /K % (7.65+
2.45) BWETHE (P<<0.01), TIA1 mRNA #ikK
F(0.174£0.09) BIRFEML (P<<0.01). 5 TAMs
(1.0140.09 A1 1.024+0.09) %, MI-TAMs H
miR-487a F ik K F (0.2840.04) W WFEME (P<
0.01), TIA1l mRNA Fik/K¥ (7.75+£2.10) B
B IFE (P<<0.01); M2-TAMs ' miR-487a % ik
K (5.1140.69) B & FH&m (P<<0.01), TIAl
mRNA # ik K F (0.1940.07) W W MK (P<
0.01) . ¥ ¥fE, 5§52 4 (1.01+0.07) F1
inhibitor-NC 41 (0.9840.02) I %, miR-487a
inhibitor 41 41 Jifd " miR-487a 35K F (0. 20+0. 03)
WY& I (P<<0.01). #/K miR-487a inhibitor §% 4t
R .

22 BREALKL TAMsF & FHRNTMs 2 &4
TAMs ¥ TIA1 & & A &XKF S 5544I NTMs
(1.05+0.08) b#, B#E 44 TAMs H TIAL &
Pk K (0.58+0.08) BB &ML (P<<0.01).
5 TAMs (0.4240.05) 4, MI-TAMsH TIA1
EHFIAKFE (0.9940.07) HETE (P<0.01),
M2-TAMs 1 TIAL % H & 35 K F (0.07£0.05)
IR (P<<0.01), #FEY4SS, 5 inhibitor-NC 41

(0.484+0.03) M # , miR-487a inhibitor 24 4i s
TIA1E A EEAKFE (0.86+0.04) HETEH (P<
0.01); 5 miR-487a inhibitor+si-NC 21 (0. 85+
0.05) H#, miR-487a inhibitor+si-TTA1 £H 48 Jfid
TIA1 ik K F (0.6240.04) B & FFEM (P<
0.01). WL 1~3.

1 2 Mr

TIAT W 3000

Lane 1: NTMs; Lane 2: TAMs.
Bl EFALNTMs M BEAR TAMs P TIALE B RE
Rk
Fig. 1 Electrophoregram of expressions of TIA1 protein in

NTMs from adjacent tissue and TAMs from gastric cancer tissue

1 2
TIAl  w— - 43 000
I —_————

Lane 1: TAMs; Lane 2: M1-TAMs; Lane 3: M2-TAMs.
B2 ANERAEEE TAMs F TIAIEARXEEKE

Fig. 2 Electrophoregram of expression of TIA1 protein in

3 Mr

TAMs with different types of polarization

1 2 3 4 M
TIAT - -

Lane 1: Inhibitor-NC group; Lane 2: MiR-487a inhibitor group;
Lane 3: MiR-487a inhibitor+si-NC  group; Lane 4: MiR-487a
inhibitor+si-TTA1 group.

E3 FREFEHH TAMs P TIAIE A RBBRIKE
Fig. 3 Electrophoregram of expressions of TIA1 protein in

TAMs in various groups after co-transfection
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Fig.4 Levels of CD206 and CD163 in TAMs in various groups detected by flow cytometry
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Fig. 5 Levels of CD206 and CD163 in TAMs in various groups detected by flow cytometry after co-transfection
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"P<C0.01 compared with blank group; “P<C0.01 compared with
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Fig. 6 Levels of IL-10, TGF-8, VEGF-A, and Arg-1

in culture supernatant of TAMs in various groups
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'P<C0.01 compared with inhibitor-NC group; “P<0.01
compared with miR-487a inhibitor+si-NC group.
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Fig. 7 Levels of IL-10, TGF-8, VEGF-A, and Arg-1
in culture supernatant of TAMs in various groups after

co-transfection
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'P<C0.01 compared with AGS group; “P<20.01 compared with
AGS+inhibitor-NC group; "P<C0.05 compared with AGS+
miR-487a inhibitor+si-NC group.

B8 A4 AGS AT
Fig. 8 Proliferation activities of AGS cells in various

groups
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Fig. 9 Migration of AGS cells in various groups detected by cell scratch assay(X200)

80r SR R WA M2 B Ak, ARk bR gk R Y
ol B TAMs BLE B H TR 7 8 B H S

miRNAs 76 40 I35 58 . 43 A0 Fn 8 1° 45 2 Fh it 72
Tk FEEE R, O TR R 22 500 RN AE 1Y) 2 R 1t
PR R R Y, R Y BoR s B AN AR AT A
f9 miR-151-3p 7] 5 5 M2 F W 40 i 1k, 12 i B 98
B A K g TR AN A AR miR-519a-3p 18 i i AT
P M2 78 I A0 i A S 04 I A A AR R R RS
P78 miRNAs 7] 78 F 4 i M2 4 Ak il 72 v % 4% &
FAER . TIAL R —F RNAZSAEH, AT LAY
RNA R, 78 A A B0 OR g 0 72 b % 4% 5 224

Migration rate of AGS cells(7/%)

'P<C0.05 compared with AGS group; “P<C0.01 compared with F O gy YR . TIALLE S 5 40 i 3254
AGS+inhibitor-NC group; “P<C0.05 compared with AGS-+ T, BE EE,E l:':l E]/‘J ﬂ*@m%ﬂ%  miR-487a A LI
miR-487a inhibitor—+si-NC group. S 4 £
B 10 &4 AGSJHERE ﬁlﬂﬁﬂ TIATL, E&'Klj‘]*u{zky[\'fﬁl_ﬁ i 40 o
Fig. 10 Migration rates of AGS cells in various groups M2 15 I 20 Jd 51 205 1% TR miR-487a % A% 31 B 98 41
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A: AGS group ; B: AGS-+inhibitor-NC group ; C: AGS+miR-487a inhibitor group ; D : AGS+miR-487a inhibitor+si-NC group ;
E: AGS+miR-487a inhibitor+si-TIA1 group.

B 11 Transwell LRI &4 AGS M RZRIFL (45 R E, X200)
Fig. 11 Invasion of AGS cells in various groups detected by Transwell assay(Crystal violet, X 200)
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'P<<0.01 compared with AGS group; “P<C0.01 compared with
AGS+inhibitor-NC group; “P<0.01 compared with AGS+
miR-487a inhibitor+si-NC group.
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Fig. 12 Numbers of invasion AGS cells in various groups
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