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Effect of miR-23b-3p on viability and apoptosis of rheumatoid arthritis

synovial fibroblasts by targeting XIAP

CAI Song-tao, SUN Jing-tao, WEI Xuan
( Department of Arthropathy, Zhengzhou Orthopaedic Hospital, Zhengzhou 450052, China. E-mail. 13598802880 @ 163.
com)

[ABSTRACT] AIM: To investigate the effect of microRNA-23b-3p (miR-23b-3p) on the viability and apoptosis
of rheumatoid arthritis synovial fibroblasts by targeting X-linked inhibitor of apoptosis protein ( XIAP). METHODS: The
expression of miR-23b-3p and XIAP was detected by RT-qPCR. The TargetScan was used to predict the targeting regulatory
relation between miR-23b-3p and XIAP, and then the regulatory relation was confirmed by dual-luciferase reporter assay.
After the miR-23b-3p mimic and inhibitor were transfected into the cells, the expression of miR-23b-3p and XIAP was de-
tect by RT-qPCR. The effect of miR-23b-3p on the viability and apoptosis was measured by CCK-8 assay and flow cytome-
try. The protein expression levels of Ki67 and Bel-2 were determined by Western blot. RESULTS: The expression level of
miR-23b-3p was down-regulated significantly (P <0.05), and XIAP was up-regulated significantly in rheumatoid arthritis
synovial fibroblasts (P <0.05). The miR-23b-3p mimic significantly inhibited XIAP expression and the cell viability, pro-
moted the apoptosis, and down-regulated the expression of Ki67 and Bel-2 (P <0.05). The effects of miR-23b-3p inhibi-
tor were the opposite. CONCLUSION: miR-23b-3p inhibits the viability and promotes apoptosis of rheumatoid arthritis
synovial fibroblasts by targeting XIAP.

[KEY WORDS] MicroRNA-23b-3p; X-linked inhibitor of apoptosis protein; Rheumatoid arthritis; Cell viability;
Apoptosis
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AP L3549 57 -AATTGGGAACCTTGTGATCG-3” ,
W51 ¥k 5° -AGAAAGTGTCGCCTGTGTT-3’ , JZ Jf
RZ D 20 wL, BAASE U],

2.5 CCK-8 #mlempnayi& A YR m 3
ANAHRE Ry 2 x 10°/L, F4L 100 pL 4550 % 96 4L
M 72 37 C A P AREERE 37 24 48 72 F196 h J
WEOGESAN 100 WL CCK-8 3, 4 A AR AR I Ao
1B, 25 I AN RIS ) BEI () A2 fe 2k, f2H 3 D E A,
2.6 AKX ARenmien s BOUE R
J& miR-23b-3p HALY) S K ) FI0E IR miRNA 1 3 2H
AN, PBS v E AN IS , B ARE T IA S A
propidium iodide (PI) I Annexin V-FITC f{¥& % , T
20 min, {57 3 40 L ASCRS 00 40 9 T 1 20, 4 2H
3NEE,

2.7 Western blot 24 I RINFEYL 3 HAH M,
RIPA i S AR I NG 1, B O Mcsk B, BCA



- 1312 -

BT EAHE R, SA40 60 wg 5 H i SDS- . =
PAGE, %55 # R 8 (1 % PVDF i . )5, i A
BCA {4t p i3 %, TBST YEME 5 v, A [ #i#E5% 1 miR-23b-3p 1 XIAP mRNA HyRiAKTE

EE 2 h, TBST FRRPEME S W, A T Hi% S e 1 RT-qPCR £ 2R /i, 153 1 6 BT 240 40 A2
h, TBST f 5 VEME 5 o 4 BEHCH FE s 22 h BEA T RURSCTT R B ARET E AN A Y miR-23b-3p MRS Fik
UG, IR IR AT AT FKE43514 1..00 £0. 03 F10. 42 +0. 05, XIAP mRNA
3 ZHUESH FRIARXS 23k 7KF-73 5 24 1.00 +0. 05 F1 1. 56 0. 11,

BAE 53T R I SPSS 20. 0 B 25 BRUR Y SRR IS T I AT 4E AU AR LE , 2R R T
B+ RS (mean = SD) FoR , LRI Z AL L5y BEBET4E20 B H AY miR-23b-3p ik 25 i (P <
HIRI ¢ KR s ABA R Ry 224007 IR 2 ISR 0.05)  XIAP 1) mRNA Sk 3% Bl (P <0.05), )L

SNK-q £i55, L P <0.05 FEFAHGEI22E L. A1,
© -
- o > *
87 f;<z:1.5-
2 21.07 = aé
gq S
Y g A 1.0
K= <
(] EO 5 * L —
A 272051
.z =
= © °
A 0.0 T T T T
e Normal RA 0.0 Normal RA

Figure 1. The expression level of miR-23b-3p and XIAP mRNA in rheumatoid arthritis synovial fibroblasts. Mean +SD. n=3. "P<
0. 05 vs control group.
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Figure 2. Verification of targeting relationship between miR-23b-3p and XIAP. A the targeting relationship between miR-23b-3p and
XIAP was predicted by TargetScan; B: dual-luciferase reporter assay was used to confirm the targeting relationship. Mean +
SD. n=3. "P<0.05 vs 3'-UTR-WT NC group.
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Figure 3. The expression of XIAP mRNA and miR-23b-3p detected by RT-qPCR. Mean +SD. n =3.
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Figure 4. The effect of miR-23b-3p on the cell viability. Mean (Fig =34.308, Py < 0.055 Fya ’
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Figure 5. The effect of miR-23b-3p on apoptosis. Mean +SD. n =3.
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Figure 6. The protein expression levels of Ki67 and Bcl-2 were detected by Western blot. Mean +SD. n=3. * P <0.05 vs NC group.
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