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(FE] BHy #Eit40) RNA622(microRNA-622,miR-622) & R F 4 F X B A 88 % %% 2(DYRK2) &
LM B B w2 SWI116,.SWA80 ¥ 45 £ A H SLE AF X L s SWI1116 12 2 # B 45 A 05 % A,
Fik ARV LEMBABFTHEREA.ZREHBE @B EZ SWIL16,SW4I80 & £ F 4 i L & @ i &
NCM460 Zm i, Real time PCR # M) 20 27 % 2w . P miR-622 &9 % i& , Real time PCR. % & 41 22 4L 5 . Western
blot # M DYRK2 A B & & & & & ik 747 Pearson 48 £ B 547, &£ SW1116 P 4 F miR-622 mimics £ 8 miR-
622 % ik , F) B 2t B8 (NC) 40 3% 3 I 1% 5 3 5F B2 3E , Real time PCR % Western blot #% — # # £ miR-622 &
SW1116 ¥ DYRK2 £ B % & & £k K-F, B ot A Transwell x4 n SWI116 iz 2B e Tk, ER

Real time PCR & Western blot 2% 2 ~. M TR FH L IEF LM E K @0 2 NCM460, 4 W 5 48 8 &
% Em A SW1116 % miR-622 mRNA 2 3 4 i DYRK2 mRNA B & & 2/ A% . B E A X 29 2 R 404
(r=0.916,P<0.01), # ¥ miR-622 mimics )&, Real time PCR % Western blot & £ 2 +~, 48t T NC 41,
miR-622 mimics 28 DYRK2 mRNA & & & & ik K -F @ AK(P<<0.01), A8 45, Transwell 4 R 27,48 F NC
28, SW1116 %8 fe. 4% % miR-622 mimics G2 £ # A5 4 HH BHR(P<<0.0D), it “£HmE T miR622 254
i DYRK2 24& & ik, £ miR-622 7 fi A4 DYRK?2 & ik 5H/2 3t SW1116 2m joi3 £ 464,

[%8iA] #% RNA-622;DYRK2; 2 17 A 73 s A 5 3 9 s I 98 45 4
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MicroRNA-622 regulates DYRKZ expression in colon cancer and
promotes migration in colon cancer cell SW1116"
WEI Xilin,DU Jianfeng \WANG Yong ,LU Jianing ,L.OU Lin,SUN Jie,
ZHOU Zhongxiao s ZHANG Jian ,ZENG Xiandong®
(The 3rd Department of General Surgery ,Central Hospital A f filiated to Shenyang
Medical College ,Shenyang ,Liaoning 110024 ,China)

[Abstract] Objective To investigate the expression of microRNA-622(miR-622) and dual specificity
tyrosine phosphorylation- regulated kinase 2 (DYRKZ2) in colon cancer tissues and cell lines and explore the
effect of miR-622 on SW1116 cells migration and invasion. Methods Eighty-two colon cancer tissues and
paired para-tumor tissue specimens were collected. Colon cancer cell line SW1116,SW480 and normal human
colon epithelial cell line NCM460 were cultured. MiR-622 was detected by using Real time PCR,DYRK2 ex-
pression was measured by using immunohistochemistry, Real time PCR and Western blot in tissue level and
cell level, respectively. The relation of miR-622 and DYRK2 was analyzed by Pearson correlation analysis.
miR-622 mimics transfection was conducted to up-regulate miR-622, while negative control, NC group were
transfected with control sequence. Expression of DYRK2 was evaluated by using Real time PCR and Western
blot,while Transwell chamber assays were used to assess the migration ability changes. Results Real time
PCR and Western blot results showed that miR-622 mRNA was highly expressed in colorectal cancer tissue
and colon cancer cell SW1116,whereas DYRK2 mRNA and protein were lowly expressed when compared with
paracancerous tissue and normal colonic epithelial cell line NCM460. An obvious negative correlation was
showed between miR-622 and DYRK2(»=0. 916, P<C0. 01). Compared to NC group,DYRK2 mRNA and pro-
tein expression were down-regulated after transfection of miR-622 mimics, which was observerd through Real

time PCR and Western blot(P<C0. 01). Correspondingly,compared to NC group,the migration ability of SW116
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was remarkably enhanced after transfection of miR-622 mimics (P<C0. 01). Conclusion

EREF20I8F6 AHATHEFH 1T H

The expression of

miR-622 is high and DYRK2 is low in colon cancer. Up-regulation of miR-622 could negatively regulate

DYRKZ2 expression and promote SW1116 cells migration.
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K RS F R BUT L RIT AR N 2 ROE T 7
KB BAG T AR A i B 5 AR A R AR
SRS o 25 T 98 1 S AR UG A A A Ol 5 HL O L &
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i/ RNA (microRNAs, miRNAs) & —#H 1k |
AR S A E 4 55 RNA L AR 2 Ff Jiogg v ok o 4%
L R ) 2 3K I B N Sy S o R R A e 2 TR 2 F)
Ji IR A 22 Bl A= 2447 Y L miR-622 i AL
4 13931, 3 Jefafk  IF g B AR MR BN 2 5 34
LIRS D A P Y SR = /8
KT miR-622 75 45 i i v 19 D RE ¥ A 4+ i, BAL-
AGUER %" @ 1 miRNA &R B 58 & B . 4 1L T 9
FU 4, miR-622 £ 45 7 i 41 8 rh A X k.
HHET M 1k 6T miR-622 2 15 A LA SE Wi 45 7 9 1= 28 5%
B R L BRI R WARE .

RS AL 0 I A 45 26 Ao
miR-622 K WUH 4y 5 P K 2 BRI 19 P 2 (dual-speci-
ficity tyrosine-regulated kinases 2,DYRK2) ) % ik #
HEAT AR OCPE S BT« [F] B BIF 58 miR-622 3o 38 3K X 45 ) i
Yl SW1116 t DYRK2 3Kk K HAZ 2B A 11y
S,

1 #R5FE

11 2020 ke U K =20 £ AR

L 1.1 SR A KU 82 19145 i Jis M Jia 55 4
ZUbRAISR A 2014 4F 2 H & 2016 4F 2 H PP 22 Bt
Bt IS F o B2 B 235 M g T R ok A b U0 OB SR 6 45 W g
LR N ) S5 R AR AR IS R0 B T —80 °C
RR VKA PR AE . AR5 35 2006 B 2% 1 A5 1E 5212 W7y 45
J i Ferp 55 55 ), e 27 B, BB TR AR AT BUT K&
BI7 AR 42~T75 % P58 4

L2 ZfskiE 45w a0 & SW1116,SW480
SOUE & T b R A0 2R NCM460 41 il B FBHBe B
T 20 P

113 F2ul G RNA & B & L S ok
RFN & . PCR &5 & M Lipofectamine TM2000 ¥% 4t iz
F & (£ [E Invitrogen 2y #H)) ; SYBR Master Mixture
(H A Takara 22 7)) ; DYRK2 £ v EHi A& (3£ EH Cell
Signaling Technology /3 &) s HRP #xic (19 £ 31 % —
P R 4 753 2 7)) 5 miR-622 mimics (miR-622
mimics 20) & mimic control(NC £ 3| ¥ty g4 T
AP TR CER A BRA R A Transwell /NE (%

#t Corning A T#]) .

1.2 #5440 d miR-622 DYRK2 [ #:

1.2.1 Real-time PCR # ] miR-622 . DYRK2 mR-
NA Rik  Trizol $&HUZE Wy 9 41 20 Je K5 57 19 45 4 44 il
& RNA HArid. #M8 Invitrogen 938 71 & 15 B 45
17 B % S SN s O 7= )47 PCR 973, PCR 3 8 4%
Invitrogen f SYBR Green SEH} %6 )6 & &= PCR R
UL A E B A E AT, LD U6 S miR-622 [
M2, Bactin 2 DYRK2 iy % . Ll miR-622 5 U6
P2 DU LU AE o AR X R 38 7 DYRK2 5 B-actin 4%
DU e AE R HAH X &3k 5. miR-622 RT-PCR 5|
¥ 5'-GTC GTA TCC AG T GCG TGT CGT GGA
GTC GGC AAT TGC ACT GGA TAC GAC GCT
CCA-3";miR-622 PCR L7514 5'-GGG ACA GTC
TGC TGA GGT-3',miR-622 PCR F #5494 5 -CAG
TGC GTG TCG TGG AGT-3';U6 a4 5 -CTC
GCT TCG GCA GCA CA-3',U6 Figal4y 5'-AAC
GCT TCA CGA ATT TGC GT-3';DYRK2 i3]
¥ 5'-CCT GAA CAA GCA ATGAA GCA-3;
DYRK2 Fi#8l 4 5-GGT CAT CAT CAT AGC
CAC CA-3"; Bactin iz 514 5'-AGT GTG ACG
TGG ACA TCC GCA AAG-3', B-actin FiE5| 4 5'-
ATC CA C ATC TGC TGG AAG G TG GAC-3',
1.2.2 Western blot ] DYRK?2 & {33k 404
PEEUAH B E . BCA R 7 & @ & B Wk . B
200 p LA d 1E AT o 35 A I M- S TR I G O G
K (SDS-PAGE) 8% i, £ 1 h )5 AKIRAT — Bt (e dit
A DYRK2 Fifedi A p-actin) , 4 (HRP #RiC 89 FEHL
BP0 4R A e Ja H B 5 Ak 2 ROt (ECL) {57 &
VLI AT AR 2E B GRS ,  H Quantity One 3K {417
KB 517

1.2.3 DYRK2 &R REHLERNM 4 H bR
I G B2 £5 22 vh il (PBS) 15 ¥k o AR AT A7 I 43 45
YR i R K PR E B ot A A & 1004
MLEE & H (BSA) H M . —Hi X —hiiiFE .DAB B |
/O 1 B O S O s e A T S
PHAE .

1.3 SWI1116,SW480 1 NCM460 4 Jifg H miR-622.
DYRK2 (4 I 45 7@ 40 e &2 SW1116 Jz SW480
Y S E 25 i b R A R NCMA60 21 g 34 35 57 T
M 10% BR 4R i v i RPMI-1640 #5357 36, B F
37 C.5% CO, WA E MR AP E R 7% &M
Pyl - A A= K& 2= 70 % ~80 Yo isf ML AR . 4l iy
1 miR-622 & DYRK2 mRNA 3 Real time PCR
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PRI, ELRTE 1.2.1, DYRK2 & [ 8980 West-
ern blot ¥, HAK[E 1. 2. 2,

1.4 4iRZEBRER RN EEERRESEDN
SWI116 2 . JE T 1 1k IF 78 4 240 1l 25 B2 A 5 F 2 X
10° NI dliEf F 24 FLAR .37 C.5% CO, B FH
24 hy FHRR BT 4R 5% 9 1k 43 3l &% 4% 50 nmol miR-622
mimics B{ mimic control, 37 CHEF 6 h, {0 500 L
RPMI-1640 52 4> 1% 352 ik, 5 9% 48 h J5 . 17 )5 42 46
M. % Real time PCR E#:] miR-622 & DYRK?2
mRNA, ¥ Western blot %% DYRK2 & H. &
M Transwell /)N% 350 8] 5, o P62 9 0SB 18 /K Ak 5 [F]
WA SWIT16 40 b & T HBOFHFr, B3
A 100 pL %5 10% BR4F- v i) RPMI-1640 K5 32365 F
FEHNMA 500 pL & 202 B4 1L ) RPMI-1640,37
‘C.5% CO, 1% 48 h, Bl Transwell /N2, M52
# Transwell /J\§W%B2HB@ ’ ‘{':P{JFE ’ /T‘_E ’g%@nﬁljﬁﬁ
W T LI . W45 6 4 Transwell /%, F
Y1 B 240 o 2 28 ) o

1.5 it gabs SR SPSS17. 0 B fig 47 70 43 A
Bla ., HER L T s RoR LA ML REA S B
BMEBEESSMRM K55, EIES SR HIES
# Mann-Whitney #5 , L P<<0.05 22 %A G il
2 % ES

2.1 Zpma 4t miR-622 fl DYRK2 (33K K 4
KV A5 i A0 20 8 55 LR bR A miR-

622 1 DYRK2 mRNA %35 & DYRK?2 % (M i ik
WK 1.2 k£ 1, 582 HHA K Real time PCR H

s B R 23401 113
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Western blot 453 2 /5 25 i 4121 DYRK2 mRNA
MR O RMERL S R B R . ME S W
Joet e DR 43 191 09 385 I, DYRK2 3% 3k 528 W] I & {15
55 41 40 88 L Real time PCR 45 W i 7% 45 W o 41
21 miR-622 mRNA F ik 5. Pearson #H ¢ M 4
Mres R Bon . fE45 I A 40 miR-622 5 DYRK2 %
KRG (r=0. 916, P<C0. 05), 4Nt 4%
Br & B miR-622 ¥ % 35 Ml DYRK2 ik £k 1 5 45
I 0K B 25 95 8% (P = 0. 004,0. 004) J7 378 4b %5 % % 1)
2 (P=0.016,0.010), L% 2,

1 2

1A 2 . 45 2
1 SEFERESHERITIRAFR
DYRK2 & B Western blot #& il

®1 HRHEREFEHARMRER miR-622
1 DYRK2 BRIALL & (T+5)

215 n miR-622 mRNA DYRK2 mRNA  DYRK2 %[
S 82 0.342+0. 034 3. 14240, 231 1. 35340. 106
s 82 0. 91520, 125 1.254+0.321  0.41240.045
¢ —9.234 —13. 342 —32.182
P <0.01 <0.01 <0.01

B2 AREKRSBEREARD DYRK2 HREE R (SPX200)

DYRK23zi%

0.9 4

0.8 4

¥=-2.000X+1.801  PX0.01 R2=0.916 1
0’ 7 Ll L} L) L) 1
0.30 0.35 0.40 0.45 0.50 0.55
miR-6225%1%

& 3 LA E AL T miR-622 5 DYRK2
KR EMHERME S (R =0.916)

2.2 4G R SW1116,SWA480 & iF % 45 i I
e &2 NCM460 H miR-622 #1 DYRK2 By 3 ik
ZENE AN 22 SW1116.SWA480 Jz 1E # 45 i I iz 41l iy
Z NCM460 1 miR-622 f1 DYRK2 [y ¢35 1% & WL &
4.3 3, 5 NCM460 b3, SWI1116 (¢ = 640. 00),
SW480(r=954. 37 4 it th miR-622 mRNA Fik K
@ e (¥ P<<0.01); 1M DYRK2 mRNA (1=
—256.23,—225. 18) FI#EE [ (t=—160. 25, —190. 87)
FIR K- B RER (3 P<<0.01),

2.3 miR-622 mimics # Y 4l ffl /5 miR-622 & DYRK?2
HFIE M A R B Bk 5 NC4
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x2 A E T miR-622 1 DYRK2 RZESRKFRESHMNBEXES T
miR-622(n) DYRK2(n)
I R 975 3 n P% P n 1 P
SRS ik e S Rtk

S 0.524  0.315 0.732  0.265
<50 % 27 17 10 42 14 28
>50 % 55 30 25 40 17 23

P ) 0.363  0.260 0.160  0.432
7 49 30 19 42 15 27
9 33 17 16 40 16 24

T g 57 0.062  0.497 0.011  0.550
251 55 31 24 47 18 29
H 27 16 11 25 13 22

it & 43 35 4,679  0.033 10.212  0.017
T 20 8 12 25 5 20
1 # 19 10 9 24 7 17
1M % 19 12 7 14 7 7
IV 4 24 17 7 19 12 7

T 432 8.111  0.004 4.852  0.025
T1 + T2 28 10 18 30 16 14
T3 + T4 54 37 17 52 15 37

N 432k 8.246  0.004 8.268  0.004
HikC 5% 30 11 19 29 17 12
P Nk 52 36 16 53 14 39

M 432 5.651  0.016 11.692  0.001
Mo (TG ib % 7% 28 11 17 31 19 12
MI1CFH i b % 7% 54 36 18 51 12 39

9o B AL AR 2.010  0.366 1.280  0.527
*= 33 20 13 19 14
th 29 14 15 13 16
B 30 13 17 15 11

%8, miR-622 mimics 2 SW1116 4i g miR-622 mR- 1 2

NA F£i5 EH . DYRK2 mRNA & [ kKT,
WIE 5.3 4, #F— 21 Transwell /N %3 10 45 R 48
7 s NC 21 28 5l /N 1 40 M % (75. 23145, 3500 4~
miR-622 mimics 2 ZF 15 /)N = 19 40 Mo B oy (273, 45 +
8. 345) 1, miR-622 mimics 41 %8 NC 2 B i 84 in (1=
—136. 044, P<C0. 01) , B 20 Jfd 1 {4 22 E 7 145

1 2 3

1. NCM460 g ;2. SW1116 4IfE ;3. SW480 4il g
& 4 SW1116.SW480 & NCM460 20k % F
DYRK?2 & BHJ Western blot #;ill

R3 GHEARRAREEZBELEAERRSD
miR-622 1 DYRK2 fy ik (T+5)

GAPDH

1:NCH: Y4 ;2. miR-622 mimics 55 YL 2
B 5 miR-622 mimics E L SW1116 45
DYRK?2 & B R Western blot # il

%4 miR-622 mimics B4 5 SWI1116 21
miR-622 1 DYRK?2 g3k (T+5)

i n miR-622 mRNA DYRK2 mRNA  DYRK2 %[
NCM460 3 0. 264740, 021 1.484+0.315  2.34240.253
SW1116 3 0.81640, 113 0.3664-0.03"  0.9420, 1322
SW480 3 0. 9050, 145 0.294740.023* 0. 6740, 105*

*. P<<0.01,5 NCM460 [big

2415 % miR622 mRNA  DYRK2 mRNA DYRK?2 & [
NC 2 3 0.79240. 134 0.31940.041 0.87740.162
miR-622

o 3 1.85240. 247 0.123£0.016 0.36140.073
mimics 2.
t —595.670 20. 000 44,170
P <0.01 <0.01 <0. 01
3 i i

miRNA J& i 4F 2k & B K 29 22nt 1) 4E 40 15
RNA , HAE i o i £F B SRR D 281 T
Z 53| Mg kA kBT . miR-622 78 2 g
R R, GUO % i) 18 8 miR-622 {3k nf
P 8 0 AN 1R 28 75 s WANG ZU0 1238 1 miR-
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622 223 AT 10 ) 20 1 M o URE A L A 3 5 s Bl S AR R
1% F miR-622 7£ 45 iz 9 H (9 Dy 68 B 17 16 47 1.
FANG %1 438 miR-622 78 45 i 8 41 21 K 40 g vp 3%
IR A o 8 3R 58 AT 410 45 g 98 20 e 1 34 BE e R RS
AE 750 MA S5 8 miR-622 7645 i b B m R
ik, H miR-622 1 2R3k 19 155 5 45 W Jos 40 B 1) s S FK 47t
ARG BV, AP, EH KM miR-
622 ELS I AL 2 ) Bl ;R SW1116 J SW4AS0 i &
AR BB G A A e i O X — 2P B miR-
622 J5 & F A miR-622 0] B AR JE 45 7 95 40
SWI116 ({228 fe 1 . iE 5% miR-622 7E 45 w2 1
S R A VE A .

DYRK?2 3§ J& T CMGC & [H B Kk, £ 257
Ty, L EEAEREA N S A Ren £ &
BB A XM, DYRK2 19 3 % 2 B8 & 1 4 GSK3
() i S T AE 76 DYRK2 7] B3 /E ) T AR o
Jun Al c-Myc T2 5 40 i J5 B8 19 8 42 . DYRK2 78
Jif g 1) e A e ok R b R AR R A AR R R AR .
DYRK2 754345 FL Mg 55 e g /0 240 A Jii s 5 76 9 79
LR P iR R 2 B e SR R R T
DYRK2 ] 3 i3 % 2 Ak €8 20 1 I T 2 7 7 i 3 58 p53
AR T/ TS . DYRK2 76 g v iy 5 — A oh fig
B 5 MR R 22 RS % DIAH ¢ . DYRK2 AJ 5 i
IR AL H T UE MY Snail, T2 5 Snail A3 (19 4 %
R 1 S B 2k A —— 1 K 40 it ) () 5 5 440 % Ak Cepi-
thelial-to-mesenchymal transition, EMT), ZHF 5% 1
WA SRR miR-622 X%} DYRK2 3 ik 19 5 i,
WF5E % I EE Y miR-622 mimics Jif , miR-622 23k 7K -
Y5 F 98 A0 B 9. DYRK2 (19 mRNA J & [ %3k K
S SA KR N M R 9 L GIE 52 miR-622 A] 4 P 45 DYRK2
IR . M/ RNA D fE ry s g A A8 o 48 ) 45 &
FH B mRNA Ay 3" 2 fith X 1 78 5 55 7K SF B % 5i
JEKFEEE B B mRNA B B sk 52 ) 8 55 B
o AU A BAE T miR-622 %F DYRK2 f#y
AEVEE 5 AE L, miR-622 fig 75 48 ) 45 & T DYRK2
mRNA [ 3" 95 4 i X I 50 1) 38 2 HL 8 (1 0 ek 4 T
HE— 25 1) LUC 5 N 4z 5 55 1050 K B ik

25 LTI A Kk BLEE W i T miR-622 ik T+
i DYRK2 G5 FEAG. 1A miR-622 0] fi ¢ i %
DYRK2 KikJf{e i SW1116 40 il {2 28 5% %, 45
P A RRE R T AR AR TR
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