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235, W AR IR SR 0 NIT-1 20 08 T- 3 M Bax 5 13238 (P<0.05) . £518 miR-186-5p
3 o L ) S PR 4 CDCA3 SEN Zeak AR 0F = IR mo W75 A 5 B 4 i () 34 2, 000 ) 2480 I 9 T, M £
g R R RS B AR .

[X$R]  miR-186-5p; A o3 2L INAH G + 35 R lR s mobl e B 200 ; 240 Bfo s 4 s M i

[FEESES] R322.57; R329.28; R589.1 [ XHEkkrER] A

MiR-186-5p negatively regulates CDCA3 to improve proliferation and inhibit

apoptosis of islet $ cells induced by high fat and high glucose
ZHAI Tie, TIAN Xuepin, HAO Fengjie, ZHANG Yanqiu, WANG Xiaojun Department of Endocrinology, Chengde
Central Hospital, Second Affiliated Hospital of Chengde Medical College, Chengde, Hebei Province, 067000, China

[ Abstract ] Objective  To investigate whether miR-186-5p can regulate the proliferation and
apoptosis of islet B-cells induced by high fat and high glucose through cell division cycle associated 3 protein
(CDCA3). Methods Mouse pancreatic 3-cell line NIT-1 was treated with high lipid and glucose to induce
injury. CCK-8 assay and flow cytometry were employed to measure cell proliferation and apoptosis. The
expression of Ki-67, PCNA, Bel-2 and Bax at protein level was analyzed by Western blotting, while that of
miR-186-5p and CDCA3 at mRNA level was determined by qRT-PCR. Bioinformatics and dual luciferase
activity assay were used to predict and detect the targeting relationship between miR-186-5p and CDCA3. NIT-1
cells were transfected with miR-186-5p or si-CDCA3, and treated with high lipid and high glucose, and the
effects on cell proliferation and apoptosis were observed. Results High lipid and high glucose significantly
reduced the cell viability, protein levels of Ki-67, PCNA and Bel-2, and mRNA level of miR-186-5p
expression in NIT-1 cells, while significantly increased the cell apoptotic rate and Bax protein expression, as
well as CDCA3 expression at mRNA and protein levels (P<0.05). MiR-186-5p negatively regulates CDCA3
as a target. Overexpression of miR-186-5p or knockdown of CDCA3 dramatically improved the cell viability,
increased the expression of Ki-67, PCNA, and Bcl-2 at protein level, while remarkably decreased the
apoptotic rate and Bax protein expression in NIT-1 cells after the treatment of high lipid and high glucose (P<
0.05). Conclusion miR-186-5p can negatively regulate the expression of CDCA3 gene, and thus promote
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the proliferation of islet B cells induced by high fat and high glucose and inhibit the apoptosis, so as to protect

the islet B cells against the damage induced by high fat and high glucose.
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CDCA3 ZH3RiA  7E RIPA S pfif vh 24 g 1 Il i 4t
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JEYIFEE , Quantum One FRAF43 BT 26 11 4541 , 450 50
B GAPDH f# It {8 BP 24 Ki-67 . PCNA . Bel-2, Bax .,
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a:P<0.05,%5 HG+miR-NC L}t 4% ;b P<0. 05,5 HG+anti-miR-NC 48 rb 4z

B 3 miR-186-5p #8[5 fa =& E CDCA3

141, CDCA3 mRNA &35l CDCA3 7 11 ik i 0
/B (P<0.05) . 5 HG+anti-NC 41 [ %, HG +anti-miR-
186-5p 41 NIT-1 4ii ffl P miR-186-5p 3 ik B fk R I,
CDCA3 mRNA 23k F1 CDCA3 % (1335 50 B 5 (P<



1934

B =R RAEAAR,2020,42(19)

http ://aammt. tmmu. edu. cn
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FESFECEAR B 40 M0t 15 v i SO R BB . At
FEHiE T miR-186-5p W/ ¥2¢ i, W it 351K miR-
186-5p fifi = g b A%3 119 NIT-1 20 it () 40 I % 7 L KGi-
67 .PCNA Bel-2 S FRB w3, JF 5 &4 JH
# Bax AR B EF D, XEKH miR-186-5p A] LIE
SIRE DRI IV E A bR o

CDCA3 5 PRI 7EAE /)N 20 1t fili 987 20 2 R 20 i v J
i, B K- B CDCA3 5 835 HlJ5 AN RAH G, CDCA3
FEIK B B S AT T AN A A 200 Py g e
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