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B E.BH »#A&FI%RE (Dex) LA EEEZK (MiR)-126 3538 (HG)F o X Mg i Ao
Bt # e ¥, A RSP RA R DR @i (HGPCO), % 4 i 4 30 mmol/L D-#] & 45 64 3% 7 & Al %
HGPC # 35 HG #i# EA, 3 4 4 HG 28,25 nmol/L Dex 28.50 nmol/L Dex 28,100 nmol/L Dex 41,200
nmol/L Dex 28, /5 4 284 25.50,100.,200 nmol/L Dex & # i#t 47 F F, vA 5 mmol/L D-# & 4 F 4E 4 s+ B
(Con) 48,24 h Jg , i it th T TR 20 Je & 7y sk 4E Dex R JE ; B3 HGPC 44 Con 21 \HG 48 .mimic NC 28 ,miR-126
mimic 28 ,inhibitor NC 28 & miR-126 inhibitor 28, Con 28 A 5 mmol/L D-# % #& 3t 47 F 7, HG 22 /A 30
mmol/L D-# % #:# 47 F 77 » mimic NC 28 . miR-126 mimic 2L .inhibitor NC 28 & miR-126 inhibitor 28 % %] %%
# mimic NC.miR-126 mimic.inhibitor NC & miR-126 inhibitor K ¥ £ @ #f. )5 /m X 30 mmol/L D-# % 4& 3t
FF,24 h &, M Z @i miR-126 AT £ & K-FEmpeiE ;G HGPC 924 Con 28 . HG 41 . Dex 28, Dex
+miR-126 mimic 28, Dex + miR-126 inhibitor 21, Con 22 A 5 mmol/L D-# % # 3 47 F 1. HG & A 30
mmol/L D-# # #&i# 47 F 7, Dex 28 Fl B Am A 30 mmol/L D-# # # ., & & F K E 49 Dex # 47 F R, Dex+
miR-126 mimic 28 .Dex+ miR-126 inhibitor 284 3] % % miR-126 mimic.miR-126 inhibitor K ¥ £ %8 it )5 F &
AN 30 mmol/L D-# & 4 & AE T R L 69 Dex # 47 F,24 h )5, eml e Jo s B = i A5 R 5% B BLLET 3-
#BE(PI3K) /22 R B2 - 5 R R B (AKT) @ %R aK-F, R 200 nmol/L % Dex T 20 i & /1 49 kAR R E .
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126 inhibitor 28 HGPC ¥ miR-126 48+ & ik K F & 28 it 7& /) A& (P<<0.05), 5 Con A4, HG 4148 i A
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Effects of dexmedetomidine up-regulation of miR-126 on cell proliferation,
apoptosis and migration of podocyte induced by high glucose”
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Abstract:Objective  To investigate the effects of micro ribonucleic acid (miR)-126 up-regulated by
dexmedetomidine (Dex) on proliferation,apoptosis and migration of podocyte induced by high glucose (HG).
Methods Human glomerular podocyte (HGPC) was cultured in vitro and stimulated by medium containing
30 mmol/L D-glucose to establish HG injury model as HG group 25 nmol/L Dex group, 50 nmol/L Dex
group,100 nmol/L Dex group,200 nmol/L Dex group,and then 25,50,100,200 nmol/L Dex was used for in-
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tervention respectively in the later 4 groups,and 5 mmol/L D-glucose intervention as control (Con) group,the
optimal Dex concentration was selected after 24 h, HGPC cells were divided into Con group, HG group,mimic
NC group,miR-126 mimic group,inhibitor NC group and miR-126 inhibitor group,the Con group was inter-
vened with 5 mmol/L D-glucose, HG group was intervened with 30 mmol/L D-glucose.the cells in the mimic
NC group,miR-126 mimic group.inhibitor NC group and miR-126 inhibitor group were transfected with mim-
ic NC,miR-126 mimic,inhibitor NC and miR-126 inhibitor respectively,30 mmol/L. D-glucose was added for
intervention,after 24 h,the level of miR-126 and cell viability were measured. HGPC cells were then divided
into Con group, HG group, Dex group, Dex+ miR-126 mimic group and Dex+ miR-126 inhibitor group, the
Con group was intervened with 5 mmol/L D-glucose,the HG group was intervened with 30 mmol/L D-glu-
cose,and the Dex group was intervened with 30 mmol/L. D-glucose and the ptimal concentration Dex, the cells
in Dex+miR-126 mimic group and Dex+ miR-126 inhibitor group were transfected with miR-126 mimic and
miR-126 inhibitor respectively,and then 30 mmol/L D-glucose and the ptimal concentration Dex were added
intervention,after 24 h, cell viability, apoptosis, migration and phosphatidylinositol 3-kinase (PI3K)/serine-
threonine kinase (AKT) pathway protein levels were measured. Results 200 nmol/LL Dex was the optimal
concentration to interfere with cell viability. Compared with those in the Con group,the level of miR-126 and
cell viability of HGPC in HG group decreased (P <C0. 05). Compared with those in the mimic NC group, the
miR-126 level and cell viability increased in the miR-126 mimic group (P <C0. 05) ,and compared with those in
the inhibitor NC group,the miR-126 level and cell viability of HGPC decreased in the miR-126 inhibitor group
(P<C0.05). Compared with those in the Con group,the apoptosis rate and mobility of HGPC in HG group in-
creased,while the levels of p-PI3K and p-AKT decreased (P<C0. 05). Compared with those in the HG group,
the apoptosis rate and migration rate decreased significantly,and the level of miR-126, cell viability, p-PI3K
and p-AKT levels increased in Dex group (P <C0. 05). Compared with those in the Dex group,apoptosis rate and
mobility of cells decreased in Dex+ miR-126 mimic group, while cell viability, p-PI3K and p-AKT levels increased
(P<C0. 05) ,and the reverse was observed in Dex+miR-126 inhibitor group (P<Z0. 05). Conclusion
regulate miR-126 to promote HG-induced podocyte proliferation and activation of PISK/AKT pathway, and

Dex may up-

inhibit cell apoptosis and migration.

Key words: diabetic nephropathy; dexmedetomidine; micro ribonucleic acid-126;  proliferation; ap-

optosis; phosphatidylinositol 3-kinase; serine-threonine kinase
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HEARFBRAR , 582K R FEL10% I 4R i (FBS) +
100 U/mL # % £ M 100 mg/L % £ 1 DMEM ]
H 2 E Hyclone A,
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1.3.1 4iERi3% ¥ HGPC(=80% % i) #7528
SR LI FER S FRILE T 37 C.5%
CO,.70%~80 Yo L R A P 5 5% .

1.3.2 5T H HEL 5 mmol/L D-# 4 #E T
oA A % BR (Con) 4, 30 mmol/L D-%5 % 4 % 84
24 h 9 HG B, I 4328 HG 41,25 nmol/L
Dex 41 .50 nmol/L Dex 21,100 nmol/L Dex 4. 200
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nmol/L Dex, B HE R 3 WEKFHME .24 h )5 .2k H
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S5y, # HGPC 43 4 Con 41, HG 4, mimic NC
ZH .miR-126 mimic 2 .inhibitor NC 20 }2 miR-126 in-
hibitor 24 ,Con 2H /| 5 mmol/L D-7%j % ¥ ¥ 47 T 7,
HG 4 M 30 mmol/L D-#j % ¥ JE47 + W, mimic NC
ZH .miR-126 mimic 21 .inhibitor NC 20 ¥ miR-126 in-
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mimic 4 . Dex + miR-126 inhibitor 4 # 17 F . 43
Mg ab3 24 h 5, & fLINA 10 pL CCK-8 ¥ s 4
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W B I RE S . R ERE S SE g ad  be  R M-
B TN T g U6 P+, K (80 ~120 V H R ) AT BB (1 4y
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K SR R I 22 0 . 2 4l 18 i B R
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2 & ES

2.1 Dex X} HG S/ HGPC i A Con
H . HG 2H .25 nmol/L Dex 2H.50 nmol/L Dex 4 .
100 nmol/L Dex #H.200 nmol/L Dex 20 40 15 5
A3 5 A (100, 00 £ 5. 05) %, (35. 78 = 4. 74) %,
(45.314 6. 23) %, (64. 99 = 5. 92) %, (75. 93 +
6.55) % .(87.8246.95) %, 5 Con 4 lL# . HG 4
UM S TR AG . 2 R A B2 B (P <<0.05) ;5 HG
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miR-126 inhibitor 41 0.2340.04° 24.52+2. 66°
F 40. 555 78. 941
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Dex 4 0.65+0.13" 65.3446. 17"
Dex+miR-126 mimic 41 0.8340.06° 84.7948.31°
Dex-+miR-126 inhibitor 41 0.48+0.10° 43,5345, 14°
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(21.8443.37)% . (11. 33 £ 2. 76) %, (34. 68 £
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241 HGPC miR-126 AH X} & ik 7K °F K& 4i B 3% 7 B AR
(P<C0.05) ;5 mimic NC 41l %, miR-126 mimic 41
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