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miR-216a NC 2H b #¢ , H/R+miR-216a mimics 20 H1 miR-216a[ (31.75+2.40) , F=45.87, P=0.000] %k & F i, KLFO[ (1.96+
0.04),F=13.98,P=0.005] NF-kB p65[ (2.1520.15) , F = 14.89, P =0.001 ] .TNF-a[ (1.79+0.10) , F = 18.90,P = 0.000] . VEGF-A
[(3.65+0.04),F=15.94,P=0.000] .uPA[ (2.06+0.11),F=14.22,P=0.001 ] mRNA A& F(P<0.05), & miR-216a1t
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Effect of mi-216a on acute renal injury in renal tubular epithelial
cells via inhibition of Kruppel-like transcription factor 9

and regulation of nuclear factor-kB signaling pathway
WANG Xiaoxiao
Author Affiliation:Department of Nephrology, Jiangxi Provincial People’s Hospital ,Nanchang, Jiangxi 330006, China

Abstract: Objective To explore the regulatory effect of miR-216a on Kruppel-like transcription factor 9 (KLF9) and its effect on
acute renal injury induced by hypoxia/reoxygenation (H/R) in renal tubular epithelial cells.Methods 293T cells were divided in-
to KLF9 wild type vector, miR-216a mimics (analog) + KLF9 wild type vector, mir-216a NC (negative control) + KLF9 wild type
vector.The binding relationship between miR-216a and KLF9 in 293T cells was detected by luciferase reporter gene.Rat proximal
renal tubular epithelial cell (PRTC) was induced by H/R and transfected by miR-216a mimics. RPTC was divided into control
group, H/R group, H/R + miR-216a NC group and H/R + miR-216a mimicsgroup.The expressions of miR-216a,KLF9, nuclear tran-
scription factor-kB (NF-kB) , tumor necrosis factor-alpha (TNF-a), vascular growth factor A (VEGF-A) , urokinase-type plasmino-
gen activator (uPA) were detected.Results The luciferase activity of miR-216a mimics+KLF9 wild-type co-transfection group was
significantly lower than that of wild KLF9 group,wild KLF9 and miR-216a NC co-transfection group (P <0.05).Compared with con-
trol group, the expression levels of miR-216a[ (0.56+0.11)and(0.48+0.06) vs. (1.00+0.00) | in the H/R group and H/R+miR-216a
NC group were down-regulated (P <0.05),the expression of KLF9[ (2.7740.19)and (2.79+0.10) vs. (1.00+0.00) ], NF-kB p65
[(2.35£0.02)and (2.422+0.27) vs. (1.00£0.00) ], TNF-a[ (2.40£0.21)and (2.4420.11) vs. (1.00£0.00) ] \VEGF-A[ (4.17£0.07 )and
(4.19+0.11) ws. (1.00+0.00) ],uPA[(2.28+0.05)and(2.38+0.13) vs. (1.00+0.00) ] mRNA was up-regulated in H/R and H/R +miR
-216a NC group (P < 0.05).Compared with H/R and H/R +miR-216a NC group, the expression of miR-216a[ (31.75+2.40) ,F =
45.87,P=0.000] was down-regulated (P<0.05),the expression of KLF9[ (1.96+0.04),F=13.98,P=0.005],NF-kB p65[ (2.15+
0.15) , F=14.89,P=0.001], TNF-« [ (1.79+0.10) , F = 18.90, P=0.000 ] , VEGF-A [ (3.65+0.04) , F=15.94, P=0.000] , uPA
[(2.06+0.11),F=14.22,P=0.001] mRNA was down-regulated in H/R +miR-216a mimics group (P<0.05).Conclusion Overex-
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pression of miR-216a could inhibit NF-kB signaling pathway by targeting down-regulation of KLF9 expression and reduce acute re-

nal injury in renal tubular epithelial cells.
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CACCAAGC-3" ,TNF-a I [1] 5|4 : 5" - AGCAAT-
GACTCCAAAGTAGACC-3' ; VEGF-A IE [0 545" -
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.5 -ACCGCCTTGGCTTGTCA-3" ;uPA 1E 154 .
5'-GTCAAGACCAAAGGCAAACA-3" , uPA J [f] 5]
.5 -GATTCCGAAAACGGCTCA-3" ; B-actin IE [f]
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J# (P <0.05) , KLF9 ik 5t T # (P <0.05) . i
miR-216a 5% 4L 1), [F I REAEHE [n) I8 KLF9 %35 .
W1,
F1 miR-216aX} H/R T 0K BB I i B /g b1z
Ml 5 RPTC 1 miR-216a . Kruppel #5451 T 9 (KLF9)

FRIB A ML M/% = 5

20 51 HERE  miR-216a KLF9
Xof HEZH 6 1.00£0.00  1.00+0.00
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Clinical observation of paracervical nerve block in the treatment of

45 cases of cervical spondylotic radiculopathy
TANG Ruihui, JIANG Dongsheng, YUAN Huiping, HOU Pengfei, REN Qingqing
Author Affiliation: Department of Rehabilitation Medicine , Fuyang People’s Hospital , Fuyang ,Anhui 236000, China

Abstract: Objective To observe of the therapeutic effect of paracervical nerve block on cervical spondylotic radiculopathy. Meth-
ods 90 patients with cervical spondylotic radiculopathy admitted to the general institute and textile mill branch of Fuyang People’
s Hospital from June 2016 to June 2019 were selected and randomly divided into two groups each with 45 cases, according to the
random number table method.The control group was treated with routine rehabilitation.On this basis , the observation group was treat-
ed with paracervical nerve block once a week, for 2-3 consecutive times.The course of treatment for the two groups was 2 to 3
weeks.The length of stay and effective rate of the patient’s hospital stay were compared before and after treatment.Results The av-
erage length of stay in the observation group [ (9.84+2.72) d] was significantly shorter than that of the control group [ (17.78+
4.16) d] (:=10.701,P <0.001) ;the effective rate of the observation group (97.78%) was significantly higher than that of the con-
trol group (71.11%) (x*=12.181,P <0.001).Conclusion Adding cervical spondylosis with paracervical nerve block on the basis
of routine treatment, can significantly shorten the length of hospital stay and improve the efficiency of treatment.
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