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L PRMTS 1B A7 #0501 431400 ) 390 A 7 o 98 7 5 A
Hzs 3 20 %0 5838 a3 A ¢ b s B0 18 o A
PRMTS 7 18 i 2H 4 3R 5k IR AP 52585 43 #r PRMTS
TEAS[R] 5 98 A M Ak H i) 20K 25 S SOHAH O A W24
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1 #B5FEE

L1 ## ANEF AN (AGS .BGC823 ,SGCT901
MGC803) ¥k [ VL 75 R 2 B2~ Bt 92 0 =28 4l i PR A7
Vo BORLES H VL5 K 2% B8 2 B HE Al F 5% BT A A7 42
ik, R4 MG 1 26 [ Gibeo 24 1], PRMTS HUiA& I
H3EE Santa Cruz 2\ A, 374 )@ & 2 (matrix
metallopeptidase 2, MMP2) | %& i 4 J& 25 1 i 9 ( ma-
trix metallopeptidase 9, MMP9 ) | [ {7 [&] it ¥4 1k ( epi-

higher than that of the other 2 types of cells, and the proliferation capacity of ABMMSCs was weaker; ALP staining

and alizarin red staining after 7 and 14 d osteogenesis induction showed that the osteogenic ability of ABMMSCs was
significantly stronger than that of SCAPs and DPSCs; qRT-PCR showed that ABMMSCs had the most significant in-
crease in osteogenesis-related genes. Conclusion SCAPs, DPSCs and ABMMSCs have stable biological properties

and can undergo osteogenic differentiation, and ABMMSCs have stronger osteogenic ability than DPSCs and SCAPs

n vitro.
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thelial mesenchymal transition, EMT) #H5¢ 25 SE7 RNV
LN ZHik B-Tubulin ¥ A 35 F CST A #], H&H
Marker A )2 Lipofectamine 2000 %% 45| 4 H 3¢ [
Invitrogen N, ECL &G A3 H Millipore o
H], CCK-8 M & 7 I i Fg I A= Py 5 i
1.2 7
1.2.1 JRkdde B gR R A
2 60% P FL T AT IF AR FE g, 25 pl /9 Lipo-
fectamine™ 2000 5 2 pg BRI A NP 100 wl
BRFRWCKT EP S & A R EEJFUE 5 min,
W B R IR A I HE 25 min, Bl WS Y
TR (8 TR B V80T 2 48 L 5 55 Al TR IR AR
HFEE 6 h,
1.2.2 @mfe e 0 K A I AL P i s ik
BIRA TP SR I 2 d AT, 2 2 JA TR
Ji v B 4R V5 L BLIG A5 L i 3R 3L, 1 PBS B3R Uk,
TR B TR A HRTTC ) 14 4.9% 22 5 FP i 70 11 52 4
30 min,PBS ¥E¥ 2 I, ¥ T I 0. 1% %5 i 5518
N, F IR TR 7E B TR T
1.2.3 Transwell it/ E 38R AF % £ 8% B0 TH
AR bR 5 B R A T R R R, ST
50 000 ~/FLFPF Transwell /NEH LI 5% B0l
THECE ARG R A E 250 200 wl, T=EMLL 10%
52 I T G B AR R R R 45 R 800 ., JUE
12 h G B /I il AR 2 /N0 3 B I FL
PR AR i A 22 R SRR, 30 min S5 SRR A G
an SRR TR N = O AR T, (298
S R A AR SRR /N E B 100 pl, T
37 CH#E 30 min FFHEER R TRE I,
1.2.4 CCK-8 %% F 4 i b A b s i & AR
iR R . A AIHATHE 1 000 A/ FLFPAE 96 AL
Mo, R E 5 ANEFL, fERA IR E 24 .48,
72 .96 h ZEAS[R S} [A] B, 442 HE U B 45 43 S0 78 AL
A 10 pl CCK-8 I FIFFFEIRAR HROEIEF 2 h, BiS
<7 B 450 nm &b EIWOERE
1.2.5 2% PCR %% {#i [l RNeasy Minikit {5
BT BB RNA J5 K55S cDNA, i SYBRGreen
PCR Master Mix #F475E 0} PCR, 71 i ABI Prism
7900 T H #4743, PRMTS 519 1E 16 )% 5 K 5'-
CGATCAGACCTACTGCTGTCA-3', J2 [f] J¥ %1 g 5'-
CTCGGAGTTCCTGCGAATCT-3'; GAPDH 3| ¥ 4 1E
¥ 514 5'-GCCACCCAGAAGCATGTGGATGGC-3
I FE 54+ 5 -CATGTAGGCCATGAGGTCCACCAC-
3’

1.2.6 &G LAPiEEx  HWE PBS kR
M, FETC L I A B2 15 & 6 1 2 x SDS-Loading Buffer
S 0 2R P, P P 4 ) £ 4 380 L PR s R 4
VR BRI A ME & 171 EP 45 b, B 8 sk
100 C 4R 5 min, BEES EP 45 10 s, {ff FH 8 75 i
EP & N4/ 10 s,Bf EP 4 7E 4 °C .11 000 r/min &5
> 10 min, FeJabnAs B T oKFR 7RG B E
Fie BT Y 4 1 51200 43 31 T 2 A ] o B 1) 3 JE
VAR, BETTICHS T B R O = IR LAk I R S 10
s, TERCAL NI AREAS R 1S AT HLTK BB TS AR
A F A Marker VIHUIT 5 #2000 2571, =R T H
5% WA Wk £ 2 h, 75 B 0 H 4500 B A b
ik, 4 CTFEEIRE R, K H TBST % I U 5571 5
/4 LT AN BT =<3 I 71 3 07/ O g 7 Nl R
A 2 h, H] TBST W WIE U . e Be il o — € 1t 1
S, LR

1.2.7 443 GEO ##% A 454 M GEO Fudl %
2% “ Gastric Cancer scRNA” J5 2k GSE134520 %%
PR BB 152 A 5 J5 18 Seurat T BB X4
Je R AT IR R 4 o T 7 B e B A SR IR AT AT
PRA, , 22 il |/ N SR T RN T R

1.3 SitZ40IE ] SPSS 19. 0 F/F X S2 86 45
SAEATHHT, PP FEBECR I ¢ K556, B0 45 5 H & + 5
FR,P <0.05 BRERAHRITFEX,

2 FR

2.1 GEO #IEEMZT PRMTS EBFBAL R RIX
B 5 Bk AS A1 45 1 16 A= (intestinal metaplasia, IM)
g EZE 4514 H K (chronic atrophic gastritis, CAG) ,
AT AE R J2E (www. nebi. nlm. nih. gov/geo ) 32 HX
GSE134520 Kt , ix Bt 4 70 % 3 1 Ak 25
4514 1 4 (non-atrophic gastritis, NAG) |3 18 4 25
AEPEE R 6 Bl b RAE (1 1R E R (early gas-
tric cancer, EGC) 835 19 B i PR 41 21 17 5 40 i
RNA MU, 3 4o 32400808 42 19 45 2R 43 A .75 PRMITS
gt AE A B R B ESEEE R 2 E i
A B AR B R R b A Rk Hh TE RS
958 N BRI e A 2Uh B BN PR AR ZE A e R 1Y
i, JF BRI B b ROk P e . WLEL T
2.2 Ualcan HPA #3EE X PRMTS £ B EA
LARIE S BIEE (hitp://ualcan. path. uab.
edu) ARZEATFEIEH 5 M B 4 PRMTS ££ mR-
NA FIR/K Gitah R B 42 PRMTS 78
mRNA 7KV T IEH B ALK 2A) 1 HAEA A b
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Western blot UL} Real-time PCR 43 i % ] PRMTS
TE MGC803 2 4 M2 mRNA ik /K3, 45 8 WR,
5%F 4 sh-EGFP 4HAH L, sh-PRMTS 4 PRMTS 4
B 1 5 mRNA ZKSF B B B AR (P < 0.05) (&
3B), [AIEFFERAXIRF 35 PRMTS A9 AGS 41 ik
I8 JBURL ( pHA-PRMTS ) {2 i#F PRMTS ik, T 5%
UEFTRLIS FEIRRCR | e ik A kR 5, 8 5 Western
blot LA Real-time PCR 4354 PRMTS 7£ AGS H1
T M mRNA A7k 450 TR, 5% B 4H pHA-
Venus ZHAH ., pHA-PRMTS 4 4i il th PRMTS 7% 1
K mRNA 7K-F-H1 5 i (P <0.05) (B 3C)
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8 S A K TR SE G A0 B PRMTS X 5 8 200 Jf 3% 7
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FP AHI, SCIG2H sh-PRMTS 2H 20 o 184 58 < B i T
(P <0.001) (K 4A) ,[Fl} sh-EGFP 2H (225 +23) It
sh-PRMTS 24 (128 + 13) 40 i va B % H Wk b (¢ =
6.359,P <0.01) (B 4B) ., 458 PRMTS %ikJ5, 52
%2 pHA-PRMTS 41 Jifd 3 58 R 556 BR2H pHA-Venus
W T (P <0.001) (E 4C) | [AlH pHA-PRMTS 41
(310 £25) H2 pHA-Venus 2 (104 £9) il 5e % H
W% (1=13.43,P<0.001) (4D) .

2.5 PRMTs X BEHAMIBSEZNZM F
FHRIE 525858 PRMTS i 5 98 40 i 1T 7% E 1 1O 52
M, FAEK PRMTS 33K )5 24 h, sh-PRMTS £H 40 g i
BEFET sh-EGFP 4 (1 =25.98,P <0.001), it
F35 PRMTS J5 24 h, pHA-PRMTS £ 40 Jig 1T 7% 3
B 5 5 T pHA-Venus 41 (¢ =5.824,P <0.01) (&
5A), 4kZEiE T Transwell 3R 56 K UE PRMTS X H
AT R e 1 LA IR Z2RE I 52, @ik PRMTS
ik ,sh-PRMTS 40 HLEF (84 £5) (¢ =21.17,
P<0.001) Jf2 78 % H (108 £7) (¢t =16.81,P <
0.001) /T sh-EGFP 4R % H (336 +20) fil{Z 2%
BH (360 £25), &Lk AGS 4k PRMTS 7,
pHA-PRMT5 LA 4 g i (192 = 11) (¢ =22.79,

0
pHA-VenusZil pHA-PRMTS4H

P<0.001) A K278 (168 +10) (1 =24.12,P <
0.001) %t H K TF pHA-Venus 41T R4 H (38 +4) Al
1228 H (26 +2) (B 5B)

FIFH Western blot 43 #7745 ¢H B %8 41 fd o MMP2
I MMP9 122886 1 11k, 4kSLI0UF PRMTS fi i B
AR 28, 45 Bon . BUIK PRMTS RiK)E, 5
XF B A EE , sh-PRMTS 2 41 s MMP2 1 MMP9 1%
FE RPN TR, ML PRMTS )5, 5XF
HEZH AR LY, pHA-PRMTS ZH 218 MMP2 F1 MMP9 {278
FHARBKFETH = (E5C) .
2.6 PRMT5 %t B9 EMT BIS0E  FJH] Western
blot SZERAIN PRMTS X 8 9 b K 41 B A6 OC 2 11
() S 4 LA 2R I R RE i, SERREE R BIR , 5 sh-
EGFP ZHAH I, Bk PRMT5 26355 sh-PRMTS 41 N-
cadherin , B-catenin |, Vimentin 55 [0] 57 21 Jitd #H 5 25
FERI R TR, L B 4l L E-cadherin 157K
S EFH(KI6A) ;[RBT S pHA-Venus UL, 136k
PRMT5 J5 pHA-PRMTS #H N-cadherin | B-catenin . Vi-
mentin 25 1] J50 40 i AH OC 2 11 58 38 B & T = S
X M E-cadherin 7K B i NRE (K 6B), 45%
7R, PRMTS AT LAfE i B R 40 M EMT of 72

3 itig

— L S N 8 A i ) T B 2

Exn

=21
H
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— BRI AR P A 0 S R I 3, N B R A T SR i
W2 BRI R SRR A T N5 AR AAE
AN T AE T B R RO R kS
AN AU PRI, [ B35 43 18 35 0T 1 B e A A7 AR 2%
PR Y RS B = MK ot R A e
IR AR E R A, AR O A T S T AR ST
WA UG 22, b ml W B 2 Wb R E 2
I PR P BRAL GE R O RS A0, 3R o TR A
J7 AREOFA BRI F F RO A EEEN, B
1 ey FS it R LA B Bt B — PR 2 AR RO T i A 0, 3L
FHOCHY 2 LA S oy 0 B — i 52 8 1
PRMTS J2&—FloKe A 22 2 5 S5 A AL T2 o0t F — Y 2
R ER G R T AL, AR5t i
TNIZER FATEAS R R 1) 2 A Ok e v HLoA JE R
qnptg O LA R BERE Y A
SRR IR LR AT Ak S A0 o A A IR R A
VR L I WE R S AR AR e B R
PRMTS 7EH M B i U Rk B8t =4k B R
DL Al A Je i AR 1 2R T i 3l A [
FERE R, 51EH B R 2T AR o, &1 B
T IH S PRMTS 78 mRNA LUK 2E H 2 1k 7K
Fhin, SRR B PRMTS 75 5 9 09 T AR
JEHLE B A A CVE R, 833 Western blot ] %
PRMTS 7 4 FhAS[A] & g 4 vh 8 1 3R 35 K1, ke
ZE T PRMTS 35 74 19 MGC803 4t it

HERKBEMMN AGS 41k, b5 1% 55 5 8
MGC803 4 ffl #k H i & 1 ki ( sh-PRMTS ) il ik
PRMTS 2 ik /K I 76 AGS 40 it A% H 3l 2 i 4
(pHA-PRMTS ) {2 F PRMT5 ik, a8 i 10k M i e
FERLJG Z S A CCK-8 5 i re BT i 52 56 /R
PRMTS LA 8 Tt 5 9 40 i i 34 58 e o [ i 78 AR
KA o R B PRMTS A 27 B s 4 i i iE & i
FIFRZERE ST, %A@ % A0 EMT A1 56
b Rz (BB (A TR I s, PRMTS W] DL 3F B 98
YMAE EMT 3372

ZE LA ST B T PRMTS X B e 4 g 2
AP HIEEE TR (278K EMT 71, 75 B 8 1Y
TS W LS TS PEAS e, PRMTS A5 fR 45 1 5%
i, AR AL HM R i — 200 5E
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Expression and effect of protein arginine

methyltransferase 5 in gastric cancer
Chen Ping', Wang Huizhi', Wang Deqiang”, Liu Junqgiang'
('Dept of Gastroenterology ,> Dept of Chemotherapy , Affiliated Hospital of Jiangsu University, Zhenjiang 212000)

Abstract Objective To detect the expression of protein arginine methyltransferase 5 (PRMTS) in gastric cancer
tissues and gastric cancer cells, and to investigate the regulation of PRMTS on the proliferation, migration, invasion
and epithelial mesenchymal transition (EMT) of gastric cancer cells. Methods (1 The expression of PRMTS in
pathological tissues of chronic non-atrophic gastritis, and pregastric cancer, including chronic atrophic gastritis and
intestinal metaplasia, and early gastric cancer was analyzed based on Bioinformatics Analysis by GEO database.
Ualcan and HPA databases were employed to analyze the expression of PRMTS in gastric cancer tissues. The ex-
pression of PRMTS in gastric cancer cells was detected by Western blot. ) The expression of PRMTS in gastric
cancer cells was regulated by plasmid, and its efficiency was verified by Western blot and RT-PCR. The protein ex-
pression of PRMTS in gastric cancer cells was analyzed via Western blot. The abilities of migration and invasion
were examined by scratch assay, Transwell and BD Matrigel invasion assays. Clone formation assay and CCK-8 as-
say were used to examine the proliferation of gastric cancer cells. 3 The expression of interstitial-related proteins
and epithelial-related proteins was evaluated via Western blot. Results GEO database found that PRMTS expres-
sion increased gradually in chronic non-atrophic gastritis, precancerous lesions and early gastric cancer. Ualcan and
HPA databases found that PRMTS in gastric cancer tissues were higher than that in normal gastric tissues both at the
mRNA and protein levels. PRMTS upregulation elevated the migration, invasion and proliferation of gastric cancer
cells, while PRMTS downregulation inhibited those. In addition, PRMTS upregulation raised the expression of in-
terstitial-related proteins and decreased the expression of epithelial-related proteins while PRMTS downregulation
was the opposite. Conclusion  PRMTS is relatively highly expressed in gastric cancer tissues. Furthermore,
PRMTS can enhance the migration, invasion and proliferation ability of gastric cancer cells, and promote EMT in
gastric cancer.
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