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STAT3. Bax. TGF31+ FN collagenlV . a-SMA (P< circ_ WBSCR17 miR30a—
0.05) ; miR-30a-5p circ_WBSCR17  HMCL 5p circ _ WBSCR17 miR30a-5p/
' JAK1
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circ. WBSCRI7.JAKI  miR- ’
30a-5p o circ_ WBSCR17 1
miR-30a-5p/JAK1
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-81( transforming growth factor§1 TGF-1
: BLLK20220955) .
FN : BLLK20220409)
; v ( collagen IV
133391 M) ;

( proliferating cell nuclear antigen

( fibronectin

PCNA : AF1363) | Bax( t AF1270) \a-
( a-smooth muscle actin o-SMA

AF1507) .GAPDH( : AF1186)

( : A0208)

; pJAKI( : ab138005) .
p-STATI( :ab109461) STATI( : ab92506) .
p-STAT3( :ab76315) STAT3( - ab68153)

ABCam ; LipofectamineTM 2000 Reagent

( 1 S530502) ;

circ_ WBSCR17 ( si-circ_WBSCR17)
( si-NC) .miR30a-5p ( miR30a-5p inhibitor)
( inhibitor-NC) .miR-30a-5p ( miR-30a-

5p mimic) ( mimic-NC) . circ _ WBSCR17
miR-30a-5p o
1.3 HMCL 10%

A% - DMEM 37 C.
5% CO, 2d

1 80%

1.4 HMCL

NG (5.5 mmol/L HMCL ) -
HG (30 mmol/L ° ) .si-NC (30

mmol /L + si-NC) si-circ_WBSCR17
(30 mmol/L + si-eirc_WBSCR17) | si—
circ_WBSCR17 + inhibitor-NC (30 mmol /L
+ si-circ_ WBSCR17 inhibitor-NC ) \si-eirc_
WBSCR17 + miR-30a-5p inhibitor (30 mmol /L
+ si-circ_ WBSCR17 miR-30a-5p inhibitor
) o Lipofectamine 2000 Transfec—
tion Reagent o
1.5 RT-qPCR circ_WBSCR17. miR-30a-
5p TRIzol “l.4 7
48 h RNA  RNA cDNA
cDNA RT-qPCR o circ_
WBSCR17 : 5" CTTTGAGGTGCAGCGGTA-
CG3- :5-AGCTCCTCTGATGGGGAGAG3;
miR30a-5p :5"-ACACTCCAGCTGGGTATA-
AACATC3- 1 5°-CATGTCGTGTTCGTGGA-

GT3"; GAPDH 1 5"-GGAAATCGTGCGTGA-
CATT3- 1 5'-CAGGCAGCTCGTAGCTCTT-
37, U6 1 5-CTCGCTTCGGCACACA-3~
5"-AACGCTTCACGAATTGGT3",
GAPDH. U6 2 mane circ _
WBSCR17 .miR30a-5p o
1.6 CCK-=8 1 x10*
/ 96 “.4 7
24 h,
24.48.72 h
10 wl CCK=8 100 wl
o 2 h OD,, o
1.7
48 h HMCL PBS
2 100 pl HMCL
Annexin VFITC  PI 5wl
15 min
1.8 ELISA TNF-o.IL-6 IL8
“1.4 7 HMCL
TNF-.IL-6 1L TNF-a-
L6 IL8 o
1.9 Western blot RIPA
24 h  HMCL
o 100 V
PVDF 5% 2 h

JAK1. pJAK1. p-STATI. STAT1. p-STAT3.
STAT3.PCNA.Bax.TGF-31.FN. collagenlV.a-SMA .

GAPDH 4 C HRP
2 h 3

ECL Image J
1.10 ( fluorescence in situ hybrid—
ization FISH) HMCL

10 pl Il Gy3 circ_WB-
SCR17 1.5 h DAPI
1.11 circ_WB-
SCR17 ( circ_ WBSCR17-WT)

( circ_WBSCR17-MUT) circ_WBSCR17-WT

circ _ WBSCR17-MUT mimic-NC miR-
30a-5p mimic HMCL 48 h
o JAK1 ( JAK1-WT)
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( JAK1-MUT)
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48 h o
Graphpad Prism 7.0

° x xS °

JAK1-WT
miR-30a-5p mimic

JAKI -
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HMCL

1.12

SNK—
. P<0.05 o

2

2.1 HMCL circ_ WBSCR17. miR-
30a-5p NG HG  HMCL
circ_WBSCR17 miR-30a-5p
(P<0.05); HG si-NC si-eirc _
WBSCR17 circ_WBSCR17 miR-
30a-5p (P<0.05); sieirc_WBSCR17
si-circ_ WBSCR17 + inhibitor-NC
WBSCR17 + miR-30a-5p inhibitor
circ_ WBSCR17
0.05) miR30a-5p

si-elirce _
HMCL
(P>
(P <0.05) 1.

HG si-NC si-eirc_WBSCR17  HMCL
0D, (P<0.05); sieirc_WBSCR17
si-eirc_WBSCR17 + inhibitor-NC

_WBSCR17 + miR30a-5p inhibitor

0D, (P<0.05) 2,

2.3 HMCL NG

HG  HMCL (P <0.05);

HG si-NC si-eirc_WBSCR17  HMCL

(P<0.05); si<eirc_WBSCR17
si-circ_ WBSCR17 + inhibitor-NC

WBSCR17 + miR-30a-5p inhibitor

(P <0.05) 1 3.

sl-elire

HMCL

si-eirce _

HMCL

3 HMCL

(x£s n=6)

(%)
NG 5.46 £1.13
HG 32.27 £3.24%
si-NC 31.65+3.18
si-circ_WBSCR17 14.83 +2.15"*
si-eirc_WBSCR17 + inhibitor-NC 15.54 £2.07
si-circ_WBSCR17 + miR-30a-5p inhibitor 23.78 +2.26%V

1 HMCL circ_WBSCR17 .miR-30a-5p F 111.608
(x+s n=6) NG S%p<0.05; HG " P<0.05; si-NC
circ_ WBSCR17 miR30a-5p :*P <0.05; si-eirc_ WBSCR17 &P <0.05; si-eire_
NG 1.00 £0.00 1.00 £0.00 WBSCR17 + inhibitor-NC :VP<0.05
HG 1.74£0.13% 0.45 +0.06™
1.72 £0. 44 £0.
SN 722008 0.4420.07 2.4 HMCL TNF-o.IL-6 IL-8
si-cire_WBSCR17 1.26£0. 14" # 0.82+0.05" #
si-eirc_WBSCR17 + inhibitor-NC 1.27 £0.11 0.81+0.08 NG HG HMCL TNF-o
sicirc_ZWBSCRI7 + miR-30a-5p inhibitor 1.25+0.07 0.62£0.04%Y IL6 IL8 (P<0.05); HG si-NC
F 52013 %5.646 si-circ_WBSCR17 ~ HMCL TNF- IL-
NG :%P<0.05, HG ;" P<0.05; siNC ..
< e . 6 IL8 (P<0.05); si<circ_WBSCR17
:#P <0.05; si-eirc_ WBSCR17 4P <0.05; si-eirc_ L. o L.
. o . . si-circ_ WBSCR17 + inhibitor-NC si-circ—
WBSCR17 + inhibitor-NC VY P<0.05
NFATC3 + miR483-5p inhibitor TNF-o IL-6
2.2 HMCL NG IL-8 (P <0.05) 4,
HG HMCL 0D, (P <0.05); 2.5 HMCL JAK1 .PCNA . Bax
2 HMCL oD, (x%s n=6)
ODASO
24 h 48 h 72 h
NG 1.13 £0.12 1.32+£0.14 1.54 £0.13
HG 0.62 £0.07* 0.69 £0.05% 0.76 +0.08*
si-NC 0.63 £0.05 0.71 £0.06 0.75 £0.04
si-eirc_WBSCR17 0.94 £0.06" # 1.08 +0.08" # 1.21+0.11°#
si-eirc_WBSCR17 + inhibitor-NC 0.93 £0.08 1.07 £0.07 1.20 £0.07
si-eirc_WBSCR17 + miR-30a-5p inhibitor 0.78 £0.04%V 0.85+0.03%V 0.96 +0.05%V
F 42.744 57.625 75.892
NG 1 #P<0.05; HG " P<0.05, si-NC :*P<0.05;  si—eirc_WBSCR17 1P <0.05;  si-circ_WB-

SCR17 + inhibitor-NC VP <0.05
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1 HMCL
4 HMCL TNF-«.IL-6 IL-8 (x+s n=6)
TNF-a( ng/L) IL-6( ng/L) IL-8( pg/L)
NG 26.35 +2.41 14.57 +1.43 1.34£0.25
HG 78.64 +4.32% 46.38 +3.24% 7.56 £1.24%
si-NC 76.52 +4.25 45.43 £3.17 6.82£1.13
si-eirc_WBSCR17 35.48 £3.137# 21.65=+2.21" % 3.25+0.26"*
si-circ_WBSCR17 + inhibitor-NC 37.26 £3.24 23.24 £2.18 3.18 +£0.32
si-circ_WBSCR17 + miR-30a-5p inhibitor 54.87 +3.36%V 34.76 £2.35%V 5.27 +1.08%V
F 239.543 167.170 48.873
NG 1 %P<0.05; HG : " P<0.05 siNC :#*P<0.05;  si-circ_WBSCRI17 %P <0.05;  si-circ_WB-
SCR17 + inhibitor-NC :VP<0.05
NG HG HMCL p-
JAK1/JAK1. p-STAT1/STAT1 . p-STAT3/STAT3. Bax
PCNA (P<0.05); HG
si-NC si-circ _ WBSCR17 HMCL p—
JAK1/JAK1. p-STAT1/STAT1 . p-STAT3/STAT3. Bax
PCNA (P <0.05); si-eirc _
WBSCR17 si-eirc_ WBSCR17 + inhibitor-NC
si-eirc _ WBSCR17 + miR30a-5p inhibitor
HMCL pJAK1/JAK1. p-STAT1/STAT1. p-
STAT3 /STAT3.Bax PCNA (P<
0.0 5) ) 5. 2  Western blot JAK1.
PCNA .Bax
2.6 HMCL a:NG ;b:HG ;c:siNC ;d:si-eirc_WBSCR17 ; e: si-circ_
NG HG  HMCL TGFB1.FN- WBSCRI7 + inhibitor-NC  ; f: si-circ_ WBSCR17 + miR-30a-5p inhibi-

collagenlV.a-SMA (P<0.05); HG tor
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5 HMCL JAK1.PCNA .Bax (x+s n=6)
pJAKI1/JAK] PCNA/GAPDH Bax/GAPDH p-STATI/STATI  p-STAT3/STAT3
NG 0.27 £0.02 1.15+0.13 0.54 £0.07 0.14 £0.02 0.31 £0.03
HG 0.88 +0.07 0.53 £0.07% 1.16 +0.11°% 0.79 +0.06* 0.92 +0.08%
si-NC 0.86 £0.08 0.54 £0.05 1.18 £0.12 0.80 £0.05 0.93 £0.07
si-eirc_WBSCR17 0.45+0.04" %  0.89+0.06"%  0.73+0.06"*  0.27+0.03"*  0.54+0.05"*
si-eirc_WBSCR17 + inhibitor-NC 0.46 £0.03 0.88 £0.04 0.74 £0.05 0.29 +0.04 0.51 £0.04
si-eirc_WBSCR17 + miR-30a-5 pinhibitor 0.63+£0.04%Y  0.71 £0.06%Y  0.95+0.04%Y  0.46 £0.05%V  0.75 £0.06%"
F 135.562 61.762 60.939 245.353 111.437
NG :%P<0.05; HG :"P<0.05; siNC :#P<0.05;  si-eirc_WBSCR17 4P <0.05;  sieirc_WB-
SCR17 + inhibitor-NC VP <0.05
6 HMCL (x+s n=6)
TGF31/GAPDH FN/GAPDH collagenIV/GAPDH «-SMA/GAPDH
NG 0.58 £0.07 0.37 £0.05 0.44 £0.03 0.62 £0.04
HG 1.25 £0.13% 0.94 £0.06* 0.97 +0.08* 1.23 £0.07%
si-NC 1.24 +0.11 0.93 +0.07 0.96 £0.06 1.22 £0.05
si-eirc_WBSCR17 0.78 £0.06™ * 0.51 +0.04™* 0.57 £0.05" * 0.81 +0.06™ *
si-eirc_WBSCR17 + inhibitor-NC 0.76 £0.05 0.52 £0.05 0.58 £0.04 0.82 £0.05
si-eirc_WBSCR17 + miR-30a-5pinhibitor 0.98 +0.08%V 0.68 +0.06%" 0.73 +0.07%V 1.07 +0.08%Y
F 58.172 106. 993 86.792 103.909
NG 1 %P<0.05; HG :"P<0.05; siNC 1 #*P <0.05;  si-eirc_WBSCR17 &8P <0.05;  si-circ_WB-
SCR17 + inhibitor-NC VP <0.05
si-NC si-eirc_WBSCR17 HMCL TGF- _WBSCR17-WT miR-30a-5p mimic
B1.FN.collagenlV.a-SMA (P <0.05); circ_WBSCR17-WT (P
si-eirc_ WBSCR17 si-circ_ WBSCR17 + inhibitor— <0.05); mimic-NC circ_WBSCR17-MUT
NC si-eirc_WBSCR17 + miR-30a-5p inhibitor
HMCL TGF-B1.FN. collagenlV.a-SMA
(P<0.05) 3 6.
2.7 FISH circ_WBSCR17
HMCL FISH circ_WBSCR17
circ_WBSCR17
CeRNA 4,
2.8 b 3  Western blot HMCL
. Starbase aNG  biHG e siNC  ;d:si—circ. WBSCRI7 e si-cire_
circZ WBSCR17 ~ miR-30a-5p.miR30a-5p  WBSCR17 + inhibitor:NC  ; f: si—circ_WBSCR17 + miR-30a-5p inhibi-
JAK1 5.6, mimic-NC circ tor

4 circ_WBSCR17

x 1 000
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miR30a-5p mimic  circ_WBSCR17-MUT

(P>
0. 05) 7o mimic-NC  JAKI-WT
miR-30a-5p mimic  JAKI-WT

(P<0.05); mimicNC JAKI-
MUT miR-30a-5p mimic JAKI -
MUT (P

>0. 05) 8
5 circ_ WBSCR17 miR-30a-5p

6 miR30a5p JAKI1

7 (xxs n=6)

circ_WBSCR17-WT circ_WBSCR17-MUT

mimic-NC 1.01 £0.13 1.03 £0.12
miR-30a-5p mimic 0.46 +0.05% 1.02 £0.11
t 9.672 0.150
P 0 0.883
mimic-NC  circ_WBSCRI17-WT : 4P <0.05
8 (x+s n=6)

JAK1-WT JAKI-MUT
mimic-NC 1.02 £0.06 0.99 £0.12
miR-30a-5p mimic 0.38 +0.072 1.01 £0.13
' 17.004 0.277
P 0 0.787

mimic-NC  JAKIAWT :4P<0.05
3
DN

T, DN

DN 5
o DN
DN TNF-o.IL-
6 IL8 DN o
DN

TGF81 DN

FN. collagenlV.a-SMA

. 30
mmol /L, HMCL
HMCL
s circRNA
RNA
) 1
circ _ 0000285 miR-6543p
MAPK6 DN o cire
_WBSCR17
o circ _ WBSCR17
miR30a-5p \0D,, PCNA TNF-o~
L6 IL8 circ_WBSCR17. JAK1 . Bax. TGF-
B1.FN.collagenlV.a-SMA cire_
WBSCR17 HMCL
5 o‘
circRNAs
miRNAs DN o cire—
AKT3 miR2963p/E-cadherin DN
| circSMAD4
miR3773p DN BMP7
B TargetScan
circ_WBSCR17 miR-30a-5p
miR30a-5p  circ_
WBSCR17 o miR-30a-5p
DN miR-30a-5p
4
HMCL circ_ WBSCR17
miR-30a-5p circ _ WB-
SCR17 HMCL
miR-30a-5p o
circ_WBSCR17
miR-30a-5p inhibitor circ_
WBSCR17 HMCL N N
circ_WB-
SCR17 miR30a-5p
HMCL o
miRNA mRNA
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S100A9
J. 2022

. miR-432-5p

47(6) :629 —34.
Yang HM Xie TT Li DR et al. Tim3 aggravates podocyte injury

R 15 JAK1 in diabetic nephropathy by promoting macrophage activation via the
miR-30c-5p JAKI NF—«B/TNF-a pathway J . Mol Metab 2019 23:24 -36.
8
° JAKI miR-30a-5p I 2018 41(4) :949 - 54.

circ_WBSCR17 JAK1 9 Yu D Yang X Zhu Y et al. Knockdown of plasmacytoma variant
m1R—30d—5p circ_WBSCR17 JAK1 translocation 1 ( PVTL) inhibits high glucose-induced proliferation
mlR—?:Oa—Sp and renal fibrosis in HRMCs by regulating miR23b-3p/early
JAK1 . growth response factor 1 ( EGRI) J . Endocr]J 2021 68(5) :519

-29.
10 LiuJ Duan P Xu C Y et al. CircRNA circdTCH improves renal
inflammation and fibrosis in streptozotocin-induced diabetic mice

. miR451 Psmb8 by regulating the miR-33a-5p/SIRT6 axis J . Inflamm Res 2021
I 70(7) : 835 -46.

2018 34(3):494 -9. 11 Yao T Zha D Q Hu C et al. Circ_0000285 promotes podocyte in—
Liang G Song L T Chen Z L et al. Fibroblast growth factor 1 a- Jury through sponging miR-6543p and activating MAPK6 in dia—
meliorates diabetic nephropathy by an anti-inflammatory mecha— betic nephropathy J . Gene 2020 747: 144661.
nism J . Kidney Int 2018 93( 1) : 95 - 109. 12 Tang B LiW L JiTT et al. Circ-AKT3 inhibits the accumulation
Xiao D M Yang R Gong L et al. Plantamajoside inhibits high glu— of extracellular matrix of mesangial cells in diabetic nephropathy
cose-induced oxidative stress inflammation and extracellular ma— via modulating miR296-3p/E-cadherin signals J . J Cell Mol
trix accumulation in rat glomerular mesangial cells through the in— Med 2020 24( 15) : 8779 - 88.
activation of Akt/NF—+«B pathway J .J Recept Signal Transduct 13 WuR NiuZL Ren G W et al. CireSMAD4 alleviates high glu—
Res 2021 41(1):45-52 cose-induced inflammation extracellular matrix deposition and ap—
Peng F F Gong W Q Li ST et al. circRNA_010383 acts as a optosis in mouse glomerulus mesangial cells by relieving miR-377-
sponge for miR435a and its downregulated expression contributes 3p-mediated BMP7 inhibition J . Diabetol Metab Syndr 2021 13
to renal fibrosis in diabetic nephropathy J . Diabetes 2021 70 (1):137.

(2):603 -15. 14 Yang X Yang M Chen Y M et al. miR-30a-5p targets Becnl to a—
LiGZ Qin YT QinS L et al. Circ_WBSCR17 aggravates inflam— meliorate high—glucose-induced glomerular podocyte injury in im—
matory responses and fibrosis by targeting miR485-5p/SOX6 regu— mortalized rat podocyte cell line J . Am J Transl Res 2021 13
latory axis in high glucose-induced human kidney tubular cells — (3):1516 —25.

science direct J . Life Sci 2020 259:118269. 15 GaoBH WuH Wang X et al. MiR30¢-5p inhibits high glucose—

induced EMT and renal fibrogenesis by down—egulation of JAK1 in
diabetic nephropathy J . Eur Rev Med Pharmacol 2020 24( 3) :
1338 —49.

circ_ WBSCR17 attenuates high glucose-induced fibrosis
and inflammation in human mesangial cells by

regulating the miR-30a-5p/JAKI1 axis
Dong Haiyun' Han Fang' Qi Yizhou® Mei Feng'
( 'Dept of Nephrology Qinghai University Affiliated Hospital Xining 810000
*Oral Medicine Haiyuan College of Kunming Medical University Kunming 650106)
Abstract Objective To investigate the influences of circ_WBSCR17 on high glucose-induced fibrosis and inflam—
mation in human mesangial cells by regulating the miR30a-5p/JAK1 axis. Methods
HMCL were grouped into: NG group (5.5 mmol/L glucose-treated HMCL cells) HG group ( 30 mmol/L glucose—
si-circ_WBSCR17 group ( 30 mmol/L
si-circ_WBSCR17 + inhibitor-NC group ( 30 mmol/L glucose +
( 1768 )

Human mesangial cells

treated cells) si-NC group (30 mmol/L glucose + transfected with si-NC)
glucose + transfected with si-eirc_ WBSCR17)
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disease ( HFMD) in Anhui province from 2015 to 2022 and to provide scientific evidence for prevention and control
measures of HFMD. Methods The surveillance data of hand foot and mouth disease in Anhui province from 2015
to 2022 were analyzed by descriptive epidemiology. Real-time PCR was used to detect and classify HFMD samples.

Results A total of 650 590 HFMD cases were reported in Anhui province from 2015 to 2022 including 1 406 se—
vere cases and 17 deaths. The annual reported incidence was 131.45/100 000. The epidemic features of “low inci—
dence in odd years and high incidence in even years” were presented from 2015 to 2019. The incidence showed a
continuous decline from 2020 to 2022. The monthly distribution showed the characteristics of bimodal epidemic and
the main peak was not obvious in 2020. Hefei Fuyang Bozhou Chuzhou and Suzhou ranked the top five cities in
terms of cumulative incidence. The age of onset was mainly distributed in children aged 5 years and below account—
ing for 89.26% of the total cases. The male to female ratio was 1. 48 : 1. A total of 28 657 laboratory-confirmed ca—
ses had been reported from 2015 to 2022. EV71 cases accounted for 10.57% Cox Al6 cases accounted for
24.90% and other enterovirus cases accounted for 64. 53% . The dominant pathogens showed dynamic changes in
different years. Since 2018 the proportion of EV71 decreased significantly and the proportion of other enteroviruses
gradually increased to become the dominant pathogens. Among other enteroviruses Cox A6 strain was dominant
(80.48%) . Conclusion This study suggests that the prevention and control of HFMD in Anhui province should
be paid more attention from April to July and from October to December. The focus areas are the cities in northern
Anhui and Hefei where the floating population is large. The focus of prevention and control is on children aged 5
years and below. Other enteroviruses have become the dominant pathogens of hand-foot-mouth disease in Anhui
province Cox A6 strain is dominant.

Key words hand foot and mouth disease; epidemiology; etiology
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co-iransfected with si-eirc_WBSCR17 and inhibitor-NC) and si-circ_WBSCR17 + miR-30a-5p inhibitor group ( 30
mmol /L glucose + co-transfected with si-circ_WBSCR17 and miR-30a-5p inhibitor) ; RT-qPCR was performed to
detect the expression of circ_WBSCR17 and miR-30a-5p in cells; CCK-8 assay was performed to detect cell prolifer—
ation; flow cytometry was performed to detect apoptosis; ELISA was performed to detect the expression levels of
tumor necrosis factor-oo ( TNF-o) interleukin ( IL) -6 and IL-8; Western blot was performed to detect the expression
of JAK1 proliferating cell nuclear antigen ( PCNA) Bax transforming growth factor81 ( TGF-81) fibronectin
( FN) collagen IV and a-smooth muscle actin ( a-SMA) ; distribution of WBSCR17 was detected by fluorescence
in situ hybridization ( FISH) ; dualduciferase reporter gene experiment was performed to verify the relationship be—
tween circ_ WBSCR17 and miR30a-5p miR30a-5p and JAKI respectively. Results Compared with the NG
group the HMCL cell proliferation ability of the HG group decreased the levels of TNF-« IL-6 and IL-8 the pro—
tein expressions of pJAK1/JAK1 p-STAT1/STAT1 p-STAT3/STAT3 TGF-1 FN collagenlV and a-SMA and
the apoptosis ability increased ( P <0. 05) ; compared with HG group and si-NC group the expression of miR-30a—
5p OD,, value and PCNA expression in HMCL cells of si—eirc_WBSCR17 group increased the levels of TNF-o 11—
6 and IL-8 the expressions of circ_WBSCR17 p-JAK1/JAK1 p-STAT1/STAT1 p-STAT3/STAT3 Bax TGF-{31
FN collagenlV and a-SMA decreased ( P <0.05) ; inhibition of miR-30a-5p attenuated the promoting effect of
knockdown of circ_WBSCR17 on proliferation of HMCL cells and enhanced apoptosis cellular fibrosis and inflam—
matory responses; FISH experiment confirmed that WBSCR17 was mainly distributed in the cytoplasm; dual-ucifer—
ase reporter gene experiment confirmed that circ_WBSCR17 JAKI and miR-30a-5p had a targeted regulatory rela—
tionship. Conclusion Knockdown of circ_WBSCR17 can reduce high glucose-induced fibrosis and inflammation in
human mesangial cells by regulating the miR-30a-5p/JAKI axis.

Key words circ_WBSCR17; miR30a-5p; JAK1; human mesangial cells; fibrosis; inflammatory response



