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Abstract: Objective To investigate the effect and mechanism of miR-34b on apoptosis, migration and invasion of endometrial
cancer cells. Methods Human endometrial cancer cell line AN3CA was divided into control group, NC group and miR-34b
group. The apoptosis, migration and invasion of each group were detected by flow cytometry and Transwell experiment
respectively. The mRNA and protein expression levels of Notch ligand (Jagl) and its target gene G1/S-specific cyclin-D1 were
detected by qPCR and Western blot. The effect of miR-34b on tumor growth was analyzed by tumor bearing experiment in nude
mice. Results The apoptosis rates of control group, NC group and miR-34b group were 5.6% + 0.12%, 5.80% =+ 0.22% and
19.4% + 0.51%, respectively. The proportion of apoptosis in miR-34 group was higher than that in control group, the difference
was statistically significant ( ¢ = 8.325, P << 0.01). The number of cell migration in the control group, NC group and miR-34b
group were 322.15 £ 13.71, 327.67 £ 9.14 and 162.19 + 7.49, respectively. The number of cell migration in miR-34b group
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was lower than that in the control group, and the difference was statistically significant (t = 7.945, P < 0.01). The number of cell
invasion in the light group, NC group and miR-34b group were 357.6 + 14.11,364.05 + 16.12 and157.58 + 8.77, respectively,
and the number of cell invasion in miR-34b group was lower than that in the control group, and the difference was statistically
significant (# =7.643, P < 0.01). QPCR results showed that the expression of Jagl mRNA in control group, NC group and miR-
34b group was 2.75 + 0.21,2.67 + 0.14 and 1.19 + 0.19, respectively. The expression of Jagl mRNA in miR-34b group was lower
than that in control group, and the difference was statistically significant (¢ = 8.434, P << 0.01). The protein expression in control
group, NC group and miR-34b group was 1.71 £ 0.11, 1.77 £ 0.24 and 0.69 = 0.16, respectively. The expression of Jagl mRNA in
miR-34b group was lower than that in control group, and the difference was statistically significant (r = 7.895, P < 0.01). The
expression of cyclin DI mRNA in control group, NC group and miR-34b group was 1.29 +0.13, 1.32 +0.11 and 0.59 £ 0.13,
respectively. The expression of cyclin D1 mRNA in miR-34b group was lower than that in control group, and the difference was
statistically significant (r= 9.124, P < 0.01). The protein expression in control group, NC group and miR-34b group was
1.81+£0.18, 1.79 £ 0.14 and 1.29 + 0.16, respectively. The expression of cyclin D1 mRNA in miR-34b group was lower than that
in control group, the difference was statistically significant (= 8.227, P << 0.01). The tumor bearing experiment in nude mice
showed that the tumor growth curve of overexpressing miR-34b nude mice was significantly different from that of the control
group, and the tumor volume was significantly lower than that of the control group (# = 8.184, P < 0.01). Conclusion MiR-34b
can promote apoptosis, inhibit cell migration and invasion of human endometrial cancer cells, and it is related to the inhibition of
Jagl/cyclin D1 signal pathway activity.

Keywords: miR-34b; human endometrial carcinoma; apoptosis; migration and invasion; Jagl/cyclin D1 signal pathway
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1.3.2 AT 505 AT EDTA BB LS
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fdi I BCA 00 5 25 1M B A 5 x SDS Ay 25 11
R ME IS, SRR T -80°CUKAR & .

WERE 23 I AR TR] K T8 1264 T 58 VA s TR G B FiG H
VK, WedE B R 80V, S B HL R 120V, JEiE &
PVDF Jii, H 5%BSA &[4, A FERME—BT Jagl
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1.3.6  AREUMIIRISCS . HOGE A R T8
T A 22 LA PBS 28 vh A R 40 & 5 % 107 > /m
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1 miR-34b 3t A FE R EREM AN3CA ARAT N ( SXBAHELL **P < 0.01)

2  miR-34b I AFERNEELRE AN3CA
MIEBSEENTMW (x£5)

% ¥R NC 4L miR-34b 2
METRE (A ) 32215+ 1371 327.67+9.14  162.19+7.49
MPERE(A ) 35761411 364.05£1612  157.58+8.77

2.3 miR-34b AT B W B 29 Je AN3CA 29 Jie
Jagl/Cyclin D1 12 5 i@ % ¢4 % »a UL 3. il 1t
qPCR Fil Western blot 5l #5 2H 4f Jfl Jag1/Cyclin D1

Xt B2
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SRR, SER SRR A, miR-34b 20
Jagl J Cyclin DI mRNA X} ik 44 FRAGE S,
EZRHASF R EEE X (18434, 9.124,
¥IP<001), NCAHASX A ER LG IT2#E
X (=0.241, 0375, H P> 0.05) , 5xXF LA
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3 miR-34b X AN3CA #Hf Jagl/Cyclin
DImRNA REBHKFM (x+s)
% popiekdil NCH4l miR-34h 41
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- - miR-34bZ]

(b)

*

=

ekl *%

—i=

=

e (g )

o - N w » o
T T T T 1

1 1
0 3

PN

1 1 1 1 1 1
6 9 12 15 18 21

XTHEZH miR-34b4H
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AL LIORREME I O TR IR B K R
A T2 A R UG, HTFEN
JIBE R S — o 2 AR P Ao 2 R IR 1
TS ERE . PRI . AEXTPTHEMEE R . AR
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FALAE K A AN 2 100% VB, 18R & MK i
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WA CE AR Y, LA 0L, X miR-34b [
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7 miR-34b X £ N IR A S AT RS AR, 45
FA I miR-34b 7] L) G &40 e A0 A Y i S 4
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Jagl T # %/ Notch 55 cyclin D1 J3 3hF A9 B #2245
&, K cyclin D1 A9 % 1k, I i cyclin D1 4K
HEPE G1/S KA 410 20 i S R R, AR =]
P FLIRE F A B EE T, cyclin D1 Al Jagl kA
0 A BF 5T R W Jagged-1 36 % T o i Kk
FBXW?7 XJ 4l B 34 56 A 1= A9 520, 17 Notch 171 il
) (DAPT ) ] LIHRIH 2 35 STYX N 24 Jfd 15 58 A
FT-RsE ], WL Jagl fEE SUREHE . 7R N
KA R BB AR AR b R PR 2T
HFE ] BY, ASHFSE 8 i qPCR FT western blot 256
e B, 1355 miR-34b 5 4L JaglmRNA
K LA Jagl #ULEEIA Cyclin D1 9 mRNA J2 25
H R IBIKF W& FEAIK, B AfED Jag1/Cyclin D1 15
S AT B R miR-34b TR, JF EEAHFE N
FES g 2 RS VR A A T A A B —

Zi b, AW EY miR-34b HA ML T+
B R A LA T S AR AR ZE IR, AL
il #0 i PI3K/Jagl/Cyclin D1 {5 538 BTG PEA G, A
WA BE— 25 AR IBUIm IR AR A, %) PI3K/Jagl/Cyclin
D1 8 A Ji 21 2R 55 A SUilEA T a2 o 6 5 S0 I
WF5E, MJFAE b IESE miR-34b %727 A 5O 1Y 8 458
YER, TRl A2 W R il
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