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W OE.EE s RNA-155-5p(miR-155-5p) il i 7 45 20 & & 8t £ 84 B 7 A B 4C(KDM4C) 3 §
(GO @A A= n, Fik RBENKAEEZE PCR(RT-qPCR) #= % )% ¥7 i (Western blotting) M| &
WISt A GC 20 itk (AGS . BGC-823 . HGC-27) A § 6 £ & %0 B (GES-1) ¥ miR-155-5p, KDM4C mR-
NA B & G ey KTF, R %K ZBHERE 5 H miR-155-5p f7= KDM4AC #5 % % . ¥ AGS @@l A4 A Control £2,
miR-NC 8, miR-155-5p mimics 28, miR-155-5p mimics + pcDNA-NC #E, miR-155-5p mimics + pcDNA-
KDM4C 28, R A RT-qPCR Ml & &4 miR-155-5p. KDM4C mRNA % ik, WST-1 X I | 7 & 28 40 Al 69 3% 34,
X R GR B ) € &40 40 e 44 1245, Transwell 3K 30 2 & 40 20 B 69 42 &, o X 4a i0 Rl 2 &40 2m L 6 8 =, West-
ern blotting M T & L P A m 3 R (PCNA) AL M R AR B & F M F AR K G 8-3 (cleaved
caspase-3) . KDM4C Ea K-+, R A GC @itk ¥ miR-155-5p /& & ik (P<C0. 05) , KDM4C mRNA % %&
85 &K (P<0.05), WELLHKRE R T, WI-KDMAC+ miR-155-5p mimics 284 WT-KDM4C + mimics-

NC 2a b, 3¢ 8 & B 7 1% 35 (P <C0. 05), miR-155-5p mimics 28 4= miR-NC 21, Control 28t &, AGS 48 e 8%
&R PCNA, X B AR Z £ % .KDM4C mRNA Fo & G & ik KF BEAL, - miR-155-5p., A = & | cleaved
caspase-3 & A KT H ZH (P<0.05) ;miR-155-5p mimics+ pcDNA-KDM4C 2842 miR-155-5p mimics+ pcDNA-
NC 48 .miR-155-5p mimics 2B }b &, AGS %8 o9 & #& & . PCNA, X A& 4 & 12 £ 4 . KDM4C mRNA #=% §
kA KFF G, miR-155-5p. A = & . cleaved caspase-3 & ik K F B4k (P <{0. 05) ; miR-155-5p mimics-+ pcD-
NA-NC #42 ,miR-155-5p mimics+pcDNA-KDM4C 415 miR-NC #4= Control 2848 b, AGS 4m e 4y % & & [ PC-
NA . R B &EF 12 £ 4 KDM4C mRNA #= & &g K F B1&, M miR-155-5p. 8 & & | cleaved caspase-3 K -F
FH(P<0.05), &it & miR-155-5p T T KDM4C & ik, 3t mipd GC 2l ed 38 75 B 445 42 3t 2m
R T,

KIE % RNA-155-5p; AR GHAMMT AE 4C; HE; @WEMA;, @BAT
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MiR-155-5p regulates the proliferation and apoptosis of gastric
cancer cells by modulating KDM4C"
HUANG Dan' . XU Hanbing*"
1. Department of Gastroenterology sWuhan Hankou Hospital Wuhan  Hubei 430000,China ;
2. Department of General Surgery ,Wuhan Third Hospital /Wuhan University
Tongren Hospital sWuhan , Hubei 430000, China
Abstract: Objective To explore the impacts of microRNA-155-5p (miR-155-5p) on the proliferation and
apoptosis of gastric cancer (GC) cells by regulating lysine specific demethylase 4C (KDM4C). Methods The
levels of miR-155-5p, KDM4C mRNA and protein in human gastric cancer cell lines (AGS, BGC-823, HGC-
27) and gastric mucosal epithelial cells (GES-1) cultured in vitro were determined by real-time fluorescence
quantitative PCR (RT-qPCR) and Western blotting. The relationship between miR-155-5p and KDM4C was
analyzed by dual luciferase reporter assay. AGS cells were randomly divided into Control group, miR-NC
group, miR-155-5p mimics group, miR-155-5p mimics+ pcDNA-NC group,and miR-155-5p mimics+ pcDNA-
KDM4C group. RT-qPCR was used to determine the expression of miR-155-5p and KDM4C mRNA in each
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group, WST-1 assay was used to determine the proliferation of cells in each group,scratch test was used to de-
termine the migration of cells in each group, Transwell test was used to determine the invasion of cells in each
group,flow cytometry was used to determine the apoptosis of cells in each group,and Western blotting was
used to determine the levels of proliferating cell nuclear antigen (PCNA) , cleaved caspase-3,and KDM4C pro-
MiR-155-5p was lowly expressed in human GC cell lines, while KDM4C mRNA
and protein were highly expressed (P<C0. 05). The dual luciferase report showed that compared with the WT-
KDM4C~+ mimics-NC group, the luciferase activity of the WT-KDM4C+ miR-155-5p mimics group was weak-
ened (P<C0. 05). Compared with the miR-155-5p mimics group and the miR-NC group,the survival rate, PC-

tein in each group. Results

NA,scratch healing rate, invasion number, KDM4C mRNA and protein expression levels of AGS cells were
decreased, while the miR-155-5p,apoptosis rate,and cleaved caspase-3 expression levels were increased (P <
0. 05). Compared with the miR-155-5p mimics+ pcDNA-KDM4C group and the miR-155-5p mimics+ pcDNA-
NC group,and the miR-155-5p mimics group,the survival rate, PCNA,scratch healing rate,invasion number,
KDM4C mRNA and protein expression levels of AGS cells were increased, while the miR-155-5p, apoptosis
rate,and cleaved caspase-3 expression levels were decreased (P <C0. 05). Compared with the miR-NC group
and the Control group, the survival rate, PCNA, scratch healing rate, invasion number, KDM4C mRNA and
protein levels of AGS cells were decreased, while the miR-155-5p,apoptosis rate,and cleaved caspase-3 levels
were increased (P<C0. 05). Conclusion Overexpression of miR-155-5p can target down-regulate KDM4C ex-
pression,thereby inhibiting the proliferation and metastasis of GC cells and promoting the cell apoptosis.
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B (GO & —F il b 5 2% H 8am n B M, e,
FER R HLE W B 2L D B S 00 B R Rk 1 MRS Ak
T RO AR S s S RL I A R MO e L1 EERSE A GC 4l bk AGS.HGC-27
7RIS AT 45 T B A AU E AR R T H GC 1y (175 :CC0401.,CC0402) W H |7 M 3 i A= ) 5 AR A KR
/)

AR AR G F e K E . BT GC e IR B
B, ZBURF TR I B B8 T ARG 7 0 s AR AL,
M2 K& H T GC MIET- B EERHE S, Fit,
TRALXT GC A= B B A 0, IE R T B3R 7 R g 1
BIREY ., M/ RNA(miRNAYE R — 2K 17~
25 NREATBR AL N R PR E 4 % RNA 431, 7] 3 &t
PR RIS, 2 5 WG R e K E R
-8 LAY e B O GKRRAE 5 A [R] i oggg 25 Al
il PR e BLRR AR 285 DD AR OC . WA Il DR 0 ] b B A 12
Wi AN WS A . AR GC 41 miR-155-5p
F ik B R, Bk miR-155-5p A] {i ik 40 At Y 3 1
BeAl 1 F6 38 miR-155-5p A4 i) ik — ik AR, AR
PR B 3 & B miR-155-5p 5 41 2 1 2 1R it 1
FEfF AC(KDMAC, X FR IMID2C) iy 3'-AE B F X (3'-
UTR) Z [ BAG B AM s, X 478 miR-155-5p A gl
IS KDMAC B3Rk IK PR 52 GC 1 kK e
A, KDMAC 1E Ry 20 285 1 25 S AL Jumonji C %
W B4 B B 7 22 g i 0O ML 06 v 2 B o ek
SR B , LB A VA IR YT B
WHFFEIESE , KDMAC s R B GC B HENAR
RS . T B ARG B E I miR-155-5p 3 i
H ) A2 KDMAC B3R 3K B X GC 21 i 38 58 Fn e T

AT GC 4tk BGC-823 ., B &l I Fz 41 it (GES-
1,485 :STM-CL-5823,STM-CL-5009) g [1 |- i [E %
AW B A BR S W), RPMI-1640 K5 3% 38 (58 5.
11875135) Wy H 3 [ Gibco 723 A, Small RNA 2 B iat
R & (5845 . P138-01) LW 9k € it PCR(RT-qPCR)
IR & (525 : A338-10) .SDS-PAGE #E it i 71 4538
& (575 . E158-00) g H 4k 5 Genstar 2\ ] , Rabbit
Anti PCNA (#£ %5 ;ab18197) , Rabbit Anti- K & & iR
W SR 2 Bk A R A -3 (cleaved caspase-3, % 5.
ab2302) . KDM4C (5% 5 : ab167940) g H | i X 19 51
HFRAT L HRP 72 #Y Anti-rabbit 1gG (55 :7074)
W HEE CST Anl, 268 %% i bR X (35 . GEN-
ios Plus) g A B+ TECAN /A &), 8% A% 5 48 (Rl
T WD-9413A) W | i % HE BT R A RS A fF
Bt B s (15 . IXplore Standard) W B H 4~ O-
lympus 2~ #l .

1.2

1.2.1 RT-qPCR il B #6052 40 i A GC 48 i
miR-155-5p,. KDM4C mRNA K ik i Jj RPMI-
1640 58 4 15 3% 5L 55 9% AGS, BGC-823, HGC-27 HiI
GES-1 40 i, Jf H a0 & #E47 RNA $2 B, £ I RNA
FRE R alifk . SR —2 ik RT-qPCR K FI &9 3.
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BEHE 272 5k, L U6, GAPDH A miR-155-5p,
KDM4C N Z P, 315 miR-155-5p . KDM4C [ #H

XK, BIPFHIILE 1,

x1 S #MFEFI(5 —3")

5 ML) &R

miR-155-5 GTAACCCGTTGAACCCCATT CCATCCAATCGGTAGTAGCG
U6 GCTTCGGCAGCACATATACTAA AACGCT TCACGA ATTTGCGT
KDM4C GGTCAACCCCAACGTGAAGT CGTTTGACCCACGGAAATG

GAPDH

CATGAGAAGTATGACAACAGCCT

AGTCCTTCCACGATACCAAAGT

1.2.2  WHEFEFFMR S E miR-155-5p 5 KDMA4C
% % K WIT-KDM4C 5 mimicsNC, WT-
KDM4C 5 miR-155-5p mimics, MUT-KDM4C 5
mimics-NC,MUT-KDM4C 5 miR-155-5p mimics 43
SIALEE YL IS AN, B3R 48 h T I E 4% 4H 0Ot K
WPk,

1.2.3 %% K o4 Control HAY AGS 4 it L
355, miR-NC 21 . miR-155-5p mimics ZH 43 %% ¢ miR-
NC,miR-155-5p mimics, miR-155-5p mimics + pcDNA-
NC £H . miR-155-5p mimics+ pcDNA-KDM4C 41 43 5]
Yy miR-155-5p mimics + pcDNA-NC, miR-155-5p
mimics+ pcDNA-KDMAC, A % Y 25 AR 40 il i i 10
Wi, ff H Lipofectamine 2000 #7464, S 1.2.1
A B 1) RT-qPCR 52 5 M &2 4 40 b miR-155-5p.
KDM4C mRNA )33k /K ¥,

1.2.4 WST-1 £ E 4540 AGS AU AGS
HMMiAE 96 fLAR 5, IR S M 1020 3 kAT 4 i i
YR, B BEFLINA WST-1 3850, B 2 h, il
FE 450 nm P MOEEE (A R A4 AGS 41l
FEWG %,

1.2.5 SPYRSCEME R/ AGS MEHTR 16
FLAR PR R AGS 41 i, F TG 18 A% AR Sk ) 45 )L T 58
G A, IR Ve RIS A . 125k 0.48 h YA
1 W I AR A R

1.2.6 Transwell S50 2 45 41 AGS 40 HE 1Y 1= 28
TE Transwell FEINA AGS HEW . T EIEEIMA
RPMI-1640 52485 37 3k, 15 9% 48 h J5 . ¥E47 40 Y &
SE MG A B, R R AN

1.2.7  waXge MR M & & 20 AGS gy g 1 i
FH PBS WU EE 19 AGS 41 i, 42 B8 328 5] & Ud IR F5 ik
A2 5 7 G =X A0 A A3 L L 437

1.2.8 Western blotting Ml & 41 ii PCNA, cleaved
caspase-3 . KDMAC # H £ ik  1F RIPA &% i+ 2
it 21 ML 5 I B o BT 5 AR 1 RE i SDS-PAGE
B B 5 &= PVDF i I, ¥ K5 — 31 PCNA
(1:1000),cleaved caspase-3(1 : 200) ,KDM4C(1 :
500) .GAPDH(1 : 3 000 7 4 CHE LK. RFH

TH 5 00O EEWR MR 1 h, BREHFITERAS
WAL, ] Image J SR a0 A J50 K BE(EL . R
i GAPDH X} % 1 35 10—k Ab B, 3R FH A Oy 2
W5 R R 40 A GC 40 it KDM4AC, GAPDH
HEHERIL,

1.3 SEit2Fhbs R SPSS26. 0 #4447 54 43
Bro R DL s R, AL LBk ¢ K g,
Z M R T R 7 22530, it — 20 P L Ak
SNK-¢ 65, A P<0.05 NERALHHE XL,

2 % R

2.1 GC 48Mfi " miR-155-5p, KDM4C mRNA X &
MK 5 GES1 4 %, AGS.BGC-823,
HGC-27 41 i H miR-155-5p 35 0 />, KDMAC #y
mRNA J 8 [ REH £ (P <0, 05); AGS 40 g
miR-155-5p, KDMAC % ik 25 5 i B @, B b, fif ]
AGS M #EAT e 2L e %, WE 1.5k 2,

owec D GED e

GAPDH D T D S

GES-1 AGS BGC-823 HGC-27
1 Western blotting # Ml R B4 KDM4C EA KA

x2 GC #lfa s miR-155-5p . KDM4C mRNA #a

ERMRIE(xLs)
A 44 B miR-155-5p KDMAC mRNA KDMAC # F
GES1 1.014-0.12 0.99-0. 10 1.004-0. 11
AGS 0. 3970, 04" 2.140. 23" 2. 060, 22°
BGC-823 0.5140. 05" 1.8740.19" 1.8140.18"
HGC-27 0. 600, 07" 1,660, 17* 1.5940. 17*

.5 GES-1 gt ke, * P<<0. 05,

2.2 WE R MR A W E miR-155-5p A1 KDM4C
M F R AWERY¥ 5 &K H, mR1555p 5
KDMAC 1y 3"-UTR HA ¥ 76 19 B AMY AL W IE 2. 3L
Bt E W R B s, MUT-KDMA4C + mimics-NC £,
MUT-KDM4C+ miR-155-5p mimics 2 . WT-KDM4C+
mimics-NC 2 ., WT-KDM4C+ miR-155-5p mimics ZH



+ 1156 -

Efrk g E ¥ A&

2026 £ 5 A% 47 %% 104 Int ] Lab Med,May 2026, Vol. 47,No. 10

BEOE WG PEA WA 1. 02 £ 0. 13,0, 99 £ 0. 10,
1.0140.11.,0.5040. 06, WT-KDM4C+ miR-155-5p
mimics 211 WT-KDM4C+ mimics-NC 41 428, 9858
G PR 5 (P <<0.05),

TargetRegion 1. Type Alignment

chr9:6849649-6849670[+]1  8mer Target: 5' ACAUGGACCUCUA-UAGCAUUAA 3'

miRNA : 3' UGGGGAUAGUGCUAAUCGUAAUU 5'

& 2 miR-155-5p 5 KDMAC B4 & L &

2.3 jFFEX miR-155-5p X % 4 AGS 4 ig F miR-
155-5p . KDM4C mRNA K & [ 2 ik 7K F 19 5w

miR-155-5p mimics 21 Fil miR-NC 41 . Control 2 ¢
B L,AGS AR KDMAC mRNA FEE K FEAE L M
miR-155-5p K FF |, ZHF A S it =8B L (P <
0.05); miR-155-5p mimics + pcDNA-KDM4C 21 i
miR-155-5p mimics + pcDNA-NC 2H. miR-155-5p
mimics 41 A, AGS 40 1) KDMAC mRNA F18 H

KT I miR-155-5p /K- ReA% . 22 52 ge it 2
X (P <0, 05) ; miR-155-5p mimics -+ pcDNA-NC 4 |
miR-155-5p mimics + pcDNA-KDM4C 41 5 miR-NC
21 F1 Control ZHAH Lt . AGS 4 g ) KDM4C mRNA Al
HFKEREAR, miR-155-5p KFThi, 2 A Ge it
BN (P<0.05) ., WK 3.% 3,

KDMAC D i e com e

BAPL . — - S —

& 3 Western blotting # il & 22 AGS Zl g KDM4C

EBRIE

%3 T FRIE miR-155-5p X & H AGS A H miR-155-5p KDM4C mRNA F1E A RIEFM (7 +5)
4 51 miR-155-5p KDM4C mRNA KDM4C Z& 14
Control 4 0.9840.11 1.0340.12 1.0240.11
miR-NC 41 0.9940. 10 1.0440.13 1.01£0.10
miR-155-5p mimics 2 2.1440. 21 0.4940.06™ 0.5140. 05"
miR-155-5p mimics+ pcDNA-NC 20 2.1240. 22" 0.4840.05% 0.5240.07%
miR-155-5p mimics+ pcDNA-KDM4C 2] 1.3540. 15 0. 8240, 08" 0.7640. 07"

.5 Control 1%}t .* P<C0. 05; 5 miR-NC g%t [k ."P<<0.05; 5 miR-155-5p mimics £ %f I, P <C0. 05; 5 miR-155-5p mimics+ pcDNA-

NC 400 .9 P<<0. 05,

2.4 3FERIK miR-155-5p XF & 20 AGS 4 Jifd 1 58 1) 5
M miR-155-5p mimics ZH F1 miR-NC ZH . Control ZH b
1 AGS #7715 % . PCNA JKF B AR, 22 R A Ge it
%% Y (P <{0. 05); miR-155-5p mimics + pcDNA-
KDM4C £H 1 miR-155-5p mimics + pcDNA-NC 4 ,
miR-155-5p mimics 0 Fb35 , AGS 4 il i 77 7% 2 . PCNA
KFEFE L ERA G2 L (P<C0. 05) 5 miR-155-5p
mimics + pcDNA-NC £ . miR-155-5p mimics + pcD-
NA-KDM4C 41 5 miR-NC 41 #l Control #1 #] L.
AGS 21 Ml 1 7776 2% . PCNA JKF-RRAIL, 22 B4 G it
HX(P<<0.05), WK 4.% 4,

2.5 ik miR-155-5p Xt % 41 AGS 4T % =
ZMW M miR-155-5p mimics 4 M miR-NC 4H .,
Control 41 HA . AGS 4 its ity QIR @ & R 1R 22 80 0%
K, 5653 % 5 X (P<{0.05);miR-155-5p mim-
ics + pcDNA-KDM4C 20 #1 miR-155-5p mimics +
pcDNA-NC 4 . miR-155-5p mimics 4 H 5% . AGS 4
MRS R ZR2E TR 2R A5 E X
(P<0. 05); miR-155-5p mimics + pcDNA-NC 4 .
miR-155-5p mimics -+ pcDNA-KDM4C 21 5 miR-NC

4 Al Control ZHAHH, . AGS i RIE L & K (228
AL, 2R A3 L (P<0.05), W& 5,

PON D G e < am—

A (D D GEED D S

B R R Lo &
RO é&‘,@’& é&;:@%
Ny & @& & R &QV‘ R },@
& ES
3( 3( <
& &
& 4 Western blotting &l & 26 AGS s PCNA
EARE
2.6 ik miR-155-5p %4520 AGS 40 i 98 1= i 5%

M miR-155-5p mimics 41 Fl miR-NC 4 , Control 4 [t
5, AGS UMY 7% . cleaved caspase-3 7KFETh 5, 2
SH G %3 X (P<<0. 05); miR-155-5p mimics +
pcDNA-KDM4C 4 1 miR-155-5p mimics + pcDNA-
NC 41 .miR-155-5p mimics 2 58, AGS 4l it (19 I 7=
#K cleaved caspase-3 KK F[EM, ZHRARITHE X
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(P<20.05) ; miR-155-5p mimics+ pcDNA-NC 4 . miR-  KFEFE . Z R A5 5E X (P<0.05), WK 5.6 &
155-5p mimics + pcDNA-KDM4C 21 5 miR-NC 41 il £ 6,
Control 4H#H . AGS 21 g 19 98 7= 3% . cleaved caspase-3

x4 It R 3% miR-155-5p X & H AGS MG ERI#0E (= =)

21 5 TEM (%) PCNA EH
Control 41 98.3741.63 1.0040. 14
miR-NC 41 99.010. 99 0.9940.10
miR-155-5p mimics 41 46.45+4. 66" 0. 484-0. 05
miR-155-5p mimics+ pcDNA-NC 20 45.3145.01" 0.4940.06™
miR-155-5p mimics+ pcDNA-KDMAC 4 79. 868, 22°¢ 0.8140. 08

. 5 Control 4%t " P<C0. 05; 5 miR-NC 41 %ttt ," P<C0. 05; 5 miR-155-5p mimics 4%t ., P <C0. 05; 5 miR-155-5p mimics+ pcDNA-
NC #1%f b, 1 P<<0. 05,

x5 FRIE miR-155-5p M &HH AGS AMTEBR BRI (x +5)
41 51 R A AR B2 )
Control 4 66.4546. 32 151.03411. 14
miR-NC 41 64.3245. 89 149, 364-10. 33
miR-155-5p mimics £ 30.67+£3.57% 74,3947, 44
miR-155-5p mimics+ pcDNA-NC 20 31.11£3.06™ 75.50+£7.56™
miR-155-5p mimics+ pcDNA-KDMA4C 4] 54. 485, 18 126. 7248, 92>

.5 Control 415t .2 P<C0. 05; 5 miR-NC 4%t 1 ,"P<C0. 05; &5 miR-155-5p mimics 20 %f H, P <C0. 05; 5 miR-155-5p mimics+ pcDNA-
NC 4ixt i, P<C0. 05,

10“_ 1047 10%]

103. 103 o ! ) 103.
a 107 T 1071 = 10

10" . 10" 4 101-1

(O E— o = - S o0 S Al

10° 10 10? 10° 10 10° 10 10? 10° 10* 10° 10! 10?2 108 10
Annexin V-FITC Annexin V-FITC Annexin V-FITC
Control4H miR-NC4H miR-155-5p mimicsZf

104 1047

10%° . . 10%"
o 10% o 10%1

10"+ 10‘-}

100 a ¢‘ e - . 100_‘: e et e .

100 10! 10?2 108 10 10° 10 102 10° 10*
Annexin V-FITC Annexin V-FITC
miR-155-5p mimics+pcDNA-NCZH miR-155-5p mimics+pcDNA-KDM4CZH
& 5 MmN EHE AGSHmAAT
£6  FRE miR1555p HEM AGS AHUAT B (1)

24 5 TR (%) cleaved caspase-3 # [
Control 41 2.4940. 25 0.98+0.10

miR-NC 4 2.5240. 26 1.00£0. 11
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HEE 6 TR IE miR-155-5p X & A AGS AEBATHFNE (x )
2 51 TR (%) cleaved caspase-3 5
miR-155-5p mimics £ 36. 9843, 70™ 23640, 25"
miR-155-5p mimics+ pcDNA-NC ZH 37.6443.81" 2.3540. 23"
miR-155-5p mimics+ peDNA-KDM4C 4] 18.31+1. 82" 1.40%0. 13"

. 5 Control 405t " P<C0. 05; 5 miR-NC 41 %ttt ," P<C0. 05; 5 miR-155-5p mimics 4%t ., P <<0. 05; 5 miR-155-5p mimics+ pcDNA-

NC 4%} 1t ,.¢P<<0. 05,

cleaved caspase-3 P T ---

GAUD e — — W— —

g & X
R A R
R e
N RS R
\939) < \g)OQQ
% NS
N N
6 Western blot #& il &40 AGS #l B & cleaved caspase-3
EBRXE
3% i

GC J&— ™ 5 g N2 B AR R s . 7E H
WA IR E RS AR KA R
FFER IR G O RIRE S S I s A% R 28 &
VEFAR T e A S8 GC W& AED" . 8 GC RWIB
B, 2808 T O] AR AR, BOE AR I — 28 )
2 W% 1 5 UORE R 5 1FL B 5 05 1 3E Ji , GC R 3 £33 M
HHEE Ry HH S R L IR e, B A KO K 976 Ak 4 AU RS
HEIMG, REIREFLE SRR AL G807 MALyT
hE R T E RS BB T GC 55 B & Mk
B HOm st R AR v L Rk, 53R 2 Wi A
BY LA E GC B2, ok S H GC WF 97 i 2
Tz —,

VLA Sk, B2 A X miRNA 76 GC &4 KRy
ER % T TR Z . Hd . miR-155-5p R
— BB I B SE B B0 miRNA L H7E BT 90 5 0 4
L 955 R 37 B 4 e 4 22 B MR b i Sl R A B AR
FIRESE™ . miR-155-5p & iR 14 & A 0 & J it B
H R A IR ESR N R B D) 6E . — 5 T, HL Gk R
e 922 Tk B 35 G E NV DR 5 M i i 1 E R L ELAR 4
A R B i 2 B 2 RS (R e AR bR B b o AR
YT XN miR-155-5p 78 N [R] i) fif e 24 85 v vl
RE 4 18 2 XU TT 61 1 €, BE FTRE A2 J2F iR B A K g
T80, AR 7T BE A0 ) b R A R . 55— U7 1T, miR-155-5p
(1) 2238 7K 7 5 988 A B ot 245 V2% YDA OGBS R B Gl
JF P miR-155-5p [ FR 3K 7K, ] LA 3% Jin i 9 4 il
it 245 0 1) AR o DT R T IR O 3 h JE E 1Y
TRIT R AL TR MY R M . AR BESE AE GC 4 i rh & B
miR-155-5p A ik KPR, B miR-155-5p i Kb

AL 0 o 40 1 1 B R B BE L O 42 E 4 O
T2, X— KI5 Z 009 B A — 2, miR-155-5p 7£
GC Mg AU 1) R B KB R BT R, IF Had
F3k miR-155-5p A LLidE & M il Smad2 (3R 35 , fid
g2 O R DD SR N T2 71 L
FHUT b gl AR OR , miR-155-5p A B GC #r
SOREP LY
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