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The mechanism of aucubin up-regulating the expression of miR-374 to inhibit
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[ Abstract] Objective To investigate the effect of aucubin on the inflammatory injury of renal tubular epithelial
cells induced by high glucose and its molecular mechanism. Methods Renal tubular epithelial cells HK-2 were divided
into control (Con) group, high glucose (HG) group, aucubin low, medium and high concentration (HG+ AU-L, M, H)
groups, and HG+ miR-NC Group, HG + miR-374 group, HG+ AU + anti-miR-NC group., HG+ AU + anti-miR-374
group. Enzyme-linked immunosorbent assay (ELISA) was used to detect 11.-6 and TNF-q levels. The flow cytometry
was used to detect cell apoptosis. The real-time fluorescent quantitative PCR (RT-qPCR) was used to detect miR-374
expression level. Results The levels of 11.-6 and TNF-¢ in renal tubular epithelial cells induced by high glucose were
increased, the rate of apoptosis was increased, and the expression level of miR-374 was decreased (P <C0.05). After
treatment with different concentrations of aucubin, the levels of 1.-6 and TNF-o were decreased. the rate of apoptosis
was decreased, and the expression level of miR-374 was increased, in a concentration-dependent manner (P<C0.05).
After the overexpression of miR-374, the levels of IL.-6 and TNF-¢ in renal tubular epithelial cells induced by high glucose
were decreased, and the apoptosis rate was decreased (P<C0. 05). Inhibition of miR-374 expression reversed the effect of
aucubin on the inflammatory injury of renal tubular epithelial cells induced by high glucose. Conclusion Aucubin inhibits
the inflammatory injury of renal tubular epithelial cells induced by high glucose by regulating the expression of miR-374.
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Table 1 The effect of aucubin on the expression of inflammatory factors

in HK-2 cells induced by high glucose

il 1L-6(pg/mL) TNF-a(pg/mlL)
Con 41 34.01+3.09 20.30+2. 32
HG 41 172.15+10. 27® 91.91£8.219
HG+AU-L 41 125.01410. 059 72.84+6. 859
HG+AU-M 4 83.35+7, 5200 55.40+5, 1199
HG+AU-H 4 51,6944, 54000 36. 6143, 19200
F 482. 275 232. 375
P <<0. 001 <<0.001

"5 Con A H#, D P<0.05;5 HG 4 i, @ P<0.05; 5 HG+
AU-L 4 b %, @ P<<0.05; 5 HG+AU-M 4 [L# , @ P<<0. 05

2.2 Ment S O R RS S A HK-2 40 M08 T 0
5 Con 4 H#, HG 41 HK-2 40 0 T K T 5
Bel-2 2235 7K ERE A%, Bax 32 3k K FF i (P<<0. 05) 5
5 HG 21 e Bkt )% e B 4 HK-2 48
L T B REAIR, Bel-2 %35 K F-F+#  Bax k7K P
% o 59k BE MR (P<<0.05), VLR 1.3 2,
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Figure 1 The effect of aucubin on the apoptosis of HK-2 cells induced by high glucose
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£2 HHBMEMSEESMN HK-2 JRATHEME(xEs,n=9)
Table 2 The effect of aucubin on the apoptosis of HK-2 cells induced by
high glucose

il PTR(X1072) Bel-2 & Bax &
Con 41 5.4940. 54 0. 64+0. 04 0.24+0.02
HG 4 29.87+2.030 0.17+£0. 029 0.760. 059
HGHAU-L4 21.21+2.139 0.32+0. 032 0.63+0. 062

HG+AU-M#4 14.45+1.0790 0. 4540, 0429 0.5240. 0599

HGH+AU-HZ4 8.7540. 77999 0,594+0.0520® 0, 3240, 04200
F 405. 207 240. 621 196. 047
P <20. 001 <20. 001 <20.001

45 Con H 4, O P<C0.05; 5 HG A 4, @ P<0.05; 5 HG+
AU-L 4 1%, @ P<<0. 0535 HG+AU-M 4 L4 . @ P<<0. 05

2.3 Mk I RS S R HK-2 4 i miR-374
Tk m 5 Con 41 AL, HG 41 HK-2 41 Jid
miR-374 ik K FREAL(P<<0.05) ;5 HG 4 Ho e, Bk
R A L L vk 4 HK-2 4 miR-374 %
IKIKF-Th e o B R BE RO PR (P<<0. 05), L3k 3.

K3 HHMHBMEXNSHEFSH HK-2 28 miR-374 XXM 2N
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Table 3 The effect of aucubin on the expression of miR-374 in HK-2 cells

induced by high glucose

S miR-374

Con # 1.00+0.05
HG 41 0.2840.03®
HG+AU-L 41 0.4340. 049
HG+AU-M 4 0.60240. 04
HG+ AU-H 41 0.8140, 0520@

F 411. 082

P <0. 001

F:5 Con 4 H# . DP<<0.05; 5 HG # H &, @P<0.05;5 HG+
AU-L 4 [ . @ P<C0. 05; 5 HG+AU-M 41 [L# . @ P<C0. 05

2.4 miR-374 3 F B XS & 5 T 19 HK-2 41 58 5
B 5 HG+ miR-NC 4 L%, HG + miR-
374 ¢ HK-2 40 g th miR-374 3 ik /K F I+ &5, 116,
TNF-o 7K-F-FEAK , FHK-2 20l 1 72 AR, Bel-2 £k K
SETF 55 s Bax 38 K F-REAIL (P<<0. 05) , I3 4. & 2,

F4 miR-374 TREMSHEFSH HK-2 ARRERGAOZM (xLs.n=9)

Table 4 The effect of miR-374 overexpression on the inflammatory injury of HK-21 cells induced by high glucose

i miR-374 IL-6(pg/mL) TNF-a(pg/mL) PWTF(X1072) Bel-2 A Bax &
HG+miR-NC 4 1.0020. 07 173.05413. 77 93.2648.52 29.7142.56 0.162£0. 02 0.7720.06
HG+miR-374 4 3.154+0. 210 62.78+6. 139 41. 9645, 500 10.97+1. 079 0.51+0.05® 0.41+0. 049

F 29.138 21.947 15.176 20. 262 19. 498 14. 977
P <0.001 <0.001 <0. 001 <0.001 <0.001 <<0.001

.5 HG+miR-NC 4 I # , O P<<0. 05



. 176 HHESF 2022 %2 A % 34 5% 238  Med ] West China, February 2022, Vol. 34,No. 2

£ g HG+miR-NCZ] HG+miR-3744]
%Cz ";\ 4 4
> ‘ 10 10
Nl & 3
ex@ ex@
< < 1074 10° 4

Bel-2 [ i _ o L
= 10°4 = 10° 5 E

po W — 0] _
- 10(J Liie, PR d 2ol | i FEREE S i 100 : ‘.' I i " : Lhiie SR SRS b4
GPADH @ 10° 10' 10° 10° 10° 10° 10' 10° 10° 104

Annexin V-FITC Annexin V-FITC

2 miR-374 FREX FHEF SH HK-2 Z0HETHI 0@
Figure 2 The effect of miR-374 overexpression on the apoptosis of HK-2 cells induced by high glucose
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Figure 3 Inhibition of miR-374 expression reversed the effect of aucubin on the apoptosis of HK-2 cells induced by high glucose

TE AP TR E 3R 0K B M 9 T X

£S5 % miR-374 KX FEFE TR B EN SHEFSH HK-2 BRLERGHOIER (xEs.n=9)

Table 5 Inhibition of miR-374 expression reversed the effect of aucubin on the inflammatory injury of HK-2 cells induced by high glucose

gl miR-374 1L-6 (pg/mL) TNF-a(pg/mL) TR (X10"2) Bel-2 1 Bax %
HG+ AU+ anti-miR-NC i 1.0040. 06 50. 7444. 30 35.61+4.24 8.09+0.82 0.574+0.04 0.3020.03
HG+AU+antimiR-374 41 0. 2420, 020 140.92+13.050 78,5047, 38D 23,2142, 199 0.2740.029 0.67+0. 069
F 36. 050 19. 690 15.118 19. 397 20. 125 16. 547
P <<0. 001 <0. 001 <0. 001 <£0. 001 <20. 001 <0. 001

¥ : 5 HG+ AU+ anti-miR-NC 41 48 , © P<<0. 05
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