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Abstract

Objective: To investigate the expression and clinicopathologic significance of miR-22 in human
gastric cancer. Methods: Tissue microarray and in situ hybridization were used to detect the ex-
pression level of miR-22 in 89 gastric cancer tissues and 41 normal tissues. Results: In situ hybri-
dization showed that the expression level of miR-22 in gastric cancer tissues was significantly
down-regulated compared with normal gastric mucosa tissues (P < 0.01), and the expression level
of miR-22 in gastric cancer tissues was positively correlated. In 89 cases of gastric cancer, the ex-
pression level of miR-22 was negatively correlated with clinical staging and lymph node metasta-
sis (P < 0.01). Conclusion: The expression of miR-22 in gastric cancer was down-regulated and
correlated with clinical staging and lymph node metastasis of gastric cancer.
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HiY: HmiR-227FE AN BRBARNRERIGERRER L. 7 RAARE K 5RAZRZHEAKN B9
Bl B AR XA ER AR T miR-22MREKT. ER: RURKERER, miR-22EBARPHR
BAKPFRIER BHBRARHE THP < 0.01), £85I BBAR Y, miR-228REKT5BH KRS
BAMEEERBERMER(P < 0.01). £i: miR-22EFBHRETH, HE5EREKKIPULMKELS
BBfEx.
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1. 5|8

B e B H LR R 2 —, 38 2018 AEA T B 185 NE KGR R , FAEH R B 14
100 715361 783 Ji, RAEFRSHT-RSHETHE LA SHE=061]. FREREES KX, SFELHK
67.9 JiFIBET: 49.8 Ji, KAERGIT-RMURTIHETAL T . BT EEREH KL EkERERE,
WILT AR BOR B 2, I 5 EAELERIR[2]. Bk, R BERZEBIEH, TS EAEER
=

4K, microRNAs (miRNAs)TEMIRE HH /E SR AN TS ERE. miRNAs 2 — RS EFE LR E
PREFIAEGR D N 5T 18~24 nt [/ RNA 4, I i % S m) M 3/ AR BH 2 X R U725 K ) mRNA 13 mRNA
(2T AE R 1) R AR AR R s A o VERIVE (3] [4] [5]. ASBFFUCKR A SV R 5 507 28 S8 B K
miR-22 75 N 5 ¥ 21 23 2R 0k e Ll PR B 2 5L
2. W E
2.1. LBLRFRAE

MEFHE R 2B R R B AR B i 89 1 5 1% B B2 41 BlbRA, SRS g w44 LL B
ML RA2, WG . B 48 41, 2otk 41 6, F68 28~76 &, “FIFER 56.7 % . 1% WHO JREEAH
B2, Eob S BRI 21 B, IR 68 B, iAW RS 5& ¥ RmaE R, 4
BTG KGR S flb e, USRS T A0 SR 2 Bk 2R S 6 B 5 b 8 ) 1 b vt
2.2, FERF

JER AT Z4 A8 R e D A 7] ;. miR-22 mimics (5°-UAAUACUGCCUGGUAAUGAUGA-3")Hi
2% [# Exiqon A 7 & A miR-22 JFAL A AZ R EL 7 51(5°-ACAGTTCTTCAACTGGCAGCTT-3") i 3% [F Exiqon
NCIRE 2
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A 2%

2.3. [RAIFR3ZEH

ER . HORME . oK SREEN ZFOR BREERS K % 5 min, JGREZKYE 1 min x 1 K. 3%id AL
SUKIE N IRTERE, %R 5~10 min, JEEF/KYE 1 min x 3 K. 3% 8 &AM 37°CH1L 15 min, PBS ¥k 5 min
x 3K, JoBE/KYE 1 min x 1 K. JEME: 1%% KH /0.1 M PBS [E5E 10 min, JEEE/KYE 1 min x 3 K. i
FAZ: WINPT 20wl T A b, BiEEd, S5CHIARA 2he 2458 K miRNA FREHZ U AR T K
B EE KA, N2 A8 20 ul TR b, fEEA T 55C . KH 2 x SSC ZliE Y 5 min x 2
W, 0.5 x SSC ZE, 0.2 x SSC ZE A TEYE 15 mim x 1 ¥R. M. #hnE A%, 37°C 30 min, %
PRk, fvk. did: WIEYRMLR UG Y, ZIRFFE 2h, PBST bk 5 min x 4 K. ¥l SABC
W, W% E 30 min, PBST ¥E 5 min x 3 K. DAB &4, JRARERGYR, Kk, FHEREEFRE. PFots
s MR e i B A0 BH PR I 23 A LU AT 255 VP, BB oh 0~4 47, 0~1 0 WBIE, 1~2 73455
R, 2~3 23 A FERBAYE, 3~4 43 NamPavE: GEHUREAR th = A BAG RERVE R S e, 24T 7 i 4 i 43
M. RiEMGy = 58 < BRG], &KRMER 4, fMERN 0. HRZ RIS E KIS T
RATIRE, 89 > B =2 NEERIE, <2 MERE.

2.4. GiitEAE
K H SPSS 16.0 #AFFEAT G vt 2753 Hr « PR ARLIA] LA e A6, 22 2R 1R) LU SR R 3 07 22 0 i, 24 P < 0.05
i, AZERE GRS
3. %R
3.1. RO miR-22 EBENFRIE

KLU0 Fr 5 JR AT 2438 SEBG ARG I miR-22 7E 89 1l B e Al 41 I 1EH Bk Lk, B 1 SR,
miR-22 7E B KR IEHAE S BRI R AP < 0.01). ARIEAEAIE0FrdE, miR-22 7E1EH 44
36.59%K KI5, 63.41%EFiE, 1M 89 B BEHLFH 61.80%MFIE, 38.20%mERIE(E 1).

Figure 1. The expression of miR-22 in gastric cancer detected by in sifu hybridization
1. R 23210 miR-22 B & S IEEHELRIFRIE(x10)

Table 1. miR-22 is downregulated in gastric cancer

5= 1. miR-22 ESEPRERIE

miR-22
4151 975 1511 4 —
K&iE IR Pl
EHAL 41 15 (36.59%) 26 (63.41%) 0.006
B 89 55 (61.80%) 34 (38.20%)
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3.2. miR-22 HEBEHRIESIGKRBIEFHEN X R

ERHT BN, miR-22 £ B AR T RIS B ER . WAl SRR KN ES 2R R L
(P> 0.05). KT, miR-22 [IZIAKEE B 1IR30 1Y & R P < 0.05), EA MBI E A
o miR-22 HIFR A E T EME S EBLAL(P < 0.01) (£ 2). 48R miR-22 7 B KA K BT KIE
EEEA.

Table 2. The correlation between expression of miR-22 in gastric cancer and clinicopathological feature

F+ 2. miR-22 B EPRIESIRKRFEFFHER X FR

miR-22
I PRFEHR LA
{(i:3v m#IA Pl
ER
<60 54 31 23 0.202
>60 35 24 11
LS
L 48 27 21 0.172
e 41 28 13
YA
e AL D 21 13 8 0.601
Kot 68 42 26
T4
TI~T2 49 30 19 0.539
T3~T4 40 25 15
TNM %3
I~11 33 16 17 0.040
I~V 56 39 17
WL
A 64 49 15 0.000
X 25 6 19

4. Vg

WAL, 0 miRNA )77 7E 4552 RT-PCR. northern blot. fFEF 2432 . v B AT 5 L% JE AL
A2 (In Situ Hybridization, ISH)S:r T4 7745, BT, ISH O 72 B T4 2R bk [ e 4 e G 2 1
iR H 4R A miRNA FIREINI3] [4] [5] [6] [7]. ISH %= BT FL A 0 20 B 7k, miR-150 /K-FAE R 2 45
R LA P RE R, 378 miR-150 TTRE IR TNBC MM #5[3]. ISH il miR-21 75 & I i
TR E A BRI AR T R R A ) 3R8 BoR, BT IR IR AR 2 B EES miR-21 Rk,
M 80.8% 1) 45 115 i S miR-21 155 263 [8]. ISH A I 275, 45 T4 e Jos 240 JH R 368 5 P 2T 4E 4 ) miR 221
A miR 222 7KF-FHiEr, B miR 221 F1 miR 222 7E98 8] 5 s 205 5 CRC B3 R FUB LR Ge A K
[9]. ISH 73 #7#% B], miR-4317 7£ NSCLC ZHZrh 1A R, JUH R 75k 45 3 B AN i IR PR o I ZH 2
FH, miR-4317 & FKIEH NSCLC 3 SR AL EF[10]. KA ISH ALl miR-182-5p 7412 5%
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LK, miR-182-5p fEfHE MRS HEAR GG A R KR IAE KA K, 4558 RT-PCR fllAHFE[11].
JEAL AR R, HIEEAAA S, PR A SR miR-223 Rk ] MG, 17 STIM1 3Kk #
BFHE, miR-223 5 STIM1 ik EFiAio%. MiR-223 il id fith i STIM1 HIZRIE, 0 2L IR 40 B i 1
FEAIR 2%, miR-223/STIMI Hhiv] G2 Va7 FL IR B8 B fEVE 7 #E [ 12]. ISH %bn miR-143 fEAH &
ik, FEERMEHALN AP RE, T miR-145 KA, N ERAEHGIRERIYE . XH
Flt miRNA # A7/ T FLRRSE b7 20 B A (8] 5 7 4k BEARA R, 3R W] miR-143 F1-145 FLA R fii g 2 i) Th
RERF PRI AR 13] ISH 20 #T s, B W AR ER N 43 W98 (GI-NENSs) (1) 5 #2988 th miR-96 ik B IR 15
T 5 K%M NENs, 5 qRT-PCR &l 4 iR —3, FR07 ISH 704 a7 45 B T3FA4 GI-NENs B[ 14]. JFALAAL
B8, miR-21 5 MALATI 78 J7 & 1% FUR AR EEFEE MTCs 1 3RiAH 5% . Real-time PCR A& i &t MTCs
o miR-21 F1 MALATI [RIE B & T 1R FURIR, 5 ISH 45 R —20, $#28 miR-21 f1 MALATI &%
IETTREETT MTCs BERE[15]. JRAI %A Bor, SARmA ST, IR 2% miRNA-375 il CTGF %
IEA REZR . miRNA-375 & &kiEE CTGF-EGFR 38 B30 ) 12 5 5 e MM ) K A 11610 TR A 24 A8 HIF S
82 1l g AR o miR-92b-3p F ik /KT B AR T FE58 1k R AR 2 41 . miR-92b-3p 21K 7K T 19 FEAR 5 iR K/
BRI B AR . B TNM 0 A 1F R AR UM 9. W] miR-92b-3p FIEFEIK AT ELE PC K
ARBTREEEER[17]. FMEZER, EHREERAERREEIIES, 5RELRALSLL,
miRNA-494 7KV FAK, FFURE FLIREEAE T RS . (R, miRNA-494 G mT 5 Blibk 45 B 14 S e 5
H IR ZE LR LA, miRNA-494 RIVE N LR TS bR &, ISH 753 ml B T4 B L2
Wr[18]. miR-301a J& T2, ISH Kl miR-301a 7E 380 # FLARKE L F5RIL, K I 141 4] miR-301a
FFIE, miR-301a IR RIES OS MIFRA IS, Mk, fEFANRASUSKARA PN miR-301a flFRIL, W]
BeR oA RIS E AR JFH, miR-301a W] BEME 9 AL B I AR R T 30 A5 19] .

JEAL AR R, miR-21 1F 44% M B A S S1%HI MR R b maRIE, M4 miR-21 SIEKR
JRHELA RIS, WA miR-21 SR . K/, WESEHBSEE AL, A5 miR-21 Fik7E Mt
i R s, H, 7RSS A A SR AR 1 S S R P X 4 3 AL R SR ) () SR B . qRT-PCR 255
FEH, PR RS AR L e Rl g 40 4 RS B I miR-21 RIA, FERIAIG miR-21 ik 5 BRIt
HUIMISE, WHEZ B IRIT A A [20]. AW TR AL S0 R 5 IRAT 22 3SA I R B, miR-22 7E B g4
hRIE TR TEEFAS, FFH, miR-22 KFIE SR IR B A B VI E.

KEWTCUEH, miR-22 AMUAEAEY) S ERm g2 iR . BRIRAERL, M A EMT. 5. I8,
1228, HRMAMRMET, MH, MR =8 CNAs (85 DA EE) . SNPs (RAZ R 2 4
PE) . AL WAL 5 A TE AN [ P8 v i 44 i B e 00 R R . miR-22 mT BB AESELL i
BN —FPE RTE A TN AN (R AR bR B, R RIS 1RYT . BT RO TS
A= HEIMEFH[21]. ATP citrate lyase (ACLY)& — 46 BT & BUIR R 1 S Bl , 76 Jrbes 40 i v ik 131,
1M miR-22 768 AR 5 AR « T 5 350 5 il vh 3208 R, ACLY 5 miR-22 7EIPR R IA 2 FAH G,
miR-22 J# ] ACLY #4475 5645, 45 R38R miR-22 Al )5S ACLY BARIT & IR .
AT AR 75 S0 S M 7R F [22] miR-22 383 N ACLY f 1A i 2L AR MCF-7 4i i it 24 K0
(23] miR-22 1£ 5 20 4 23R 2 Ao AH Xt HEffRg 4 23RN 1E B A\ B 3% HCKIT 4H ik N, i &
F12: 44 6 (HDACO)TE F 3t A A 4 i R b 5 miR-22 2 Al 5¢ MiR-22 38 i # il 14 5 AL %
#L1) HDACG6 5T 2 SV IE T, RIEMIEIER . X — B RKILI E6/p53/miR-22/HDAC6 2 245 Al fig
e B S G 16 T HE AU[24] o miR-22 7E B SRR 40 J s (OSCC)H 23 Hh (1) FR R B AR T 2P i AR 41 21 .
miR-22 (=3I ] 53 FEK OSCC 4 juiE 71 iIE B A1Z 2% . £ OSCC AL M4Nfie, miR-22 &1k 5 NLRP3
FEE M. miR-22 A BEIEIL#E [ NLRP3 7F OSCC H &AM fEH[25]. miR-22 7E St 4L~
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W, miR-22 17k T A o A S 35 4 B Dk e 4 3 A L IEAE AR 2% . JF H, miR-22 J#id R MAPK1
0086 200 i B/ 1 AN 3 4 1) Snail A1 MAPK 1/Slug/vimentin S 4535 , 7544 AN F4A A 4100561 % ey 40 i EMIT
[26].

HHT, miR-22 7E BT maEmRIA . hRe LS A TE 2 [27]. Jafarzadeh-Samani %5 %7x, B4
2 miR-22 [T F A IE B 40 PR, R W] miR-22 A A2 56 I 5 8 1 B A2 W AR Mk 541281
miR-22 7E B F [ IR (GCAYH LR IE A B = kiA, HH GCA B3 135 miR-22 /KPR AUE R A
WE, $8 miR-22 ATRESE BB W AEYARNC[29]. A AIEW, B EE ST miR-22 /K Pl
SRR ZH 25 PR, AR, miR-21 7KF IR T X A . AfE B0 M s, Spl & miR-21 $EA5, 1M
PTEN 52 miR-22 (¥ AL, $R7n H2 BN AR EM[30]. Zuo SR, BIAZH miR-22 Rk
BE RS BE BAR AR R ZEM G . miR-22 A AL, Him ik iEid #L ) MMP14 1 Snail B
P B A AR IR 2R EMT DURAR MR AR K. IR BRI I e # [27 ] T TR B e it
18Pk JRE T B M R R M EZR A, 1 NLRP3 7E 200 R A R P i £ EBNIER .l BT B Js e
A miR-22 [F3RIE, (21 NLRP3 {361k, M 5IR 1 b 5 20 i k4% i 36 58 A0 15 e R AR o SR, MIR-22
A FLFZ A ) NLRP3, 7EAR N AR L E0m E . Rk, miR-22 #0fH] NLRP3 H-4E £ B A SRS A LH],
AR B e T IV (E R 23 1]

AR, BRAH miR-22 = IA B & i miR-22 [ RARAE YA R 43 N R TT R BT SR B o miR-22
TE B2 s R R S R 2 BRI L S R A DG . St miR-22 7 0K R 1 A P A B B L ST AR
ZE5BMEBEAKAE ST HH, miR-22 &FREES EZE R SIRTL #Ei pS3 KL THEA p21 5
PUMA, ZRIET hrEY CASP3 5 PARP Al EMT, %] miR-22 /5335 BA VAT B 4H M Jes 1) 35 i v
FERIFEF[32]. FFEER], miR-22 7EMR K A4 K e bl i i iR T4 i CSC RAL S DhRe. 3. K
SR W, AR, 44 R D SRREYA S B R CSC AR I miR-22 ]
e . T AR 5 HRE(33]. mERNEY B R chrysin A B RAfEHE0ES, a%
R A miRNAs IFRIA, Eii miR-22, IR HAEM M FHLEI[34]. H— A ER, HIKRE
1) chrysin 55 4AM] chrysin MG, miR-22 $ NS, RFGYIKRA IR chrysin FEHDHIA B 4000 2E K
1 FH EL B4 chrysin BB 24[35]. )@ A 3L — i(diallyl disulfide, DADS) 2 K o 45 7 L At Ak 4 61— Felt i
VLRI U8, 0 2 Fh MR A R AR E I [36]. F-ATAIL, DADS A _Ei# miR-22 i@l Wnt-1 3@
% IH 540 1 R 4N B A S 3T RS 1R 28 (3 7). 4R1T, DADS i miR-22 #0f B e 4 B 5 S T AR 2 1V
Y53 WL AR AT o

EHEWH

FE X% 38R 42(81374013, 31100935).
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