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Effect of Qingluo Tongbi Compound on Osteoclast Differentiation-related miRNA Expressions in
Adjuvant Induced Arthritis Rats PENG Xiao-wu', ZHOU Ling-ling?, ZHU Ya-mei', and ZHOU Xue-
ping1 1 First Clinical Medical College ,Nanjing University of Chinese Medicine, Nanjing (210023) ; 2 CoF
lege of Pharmacy, Nanjing University of Chinese Medicine, Nanjing (210023)

ABSTRACT Objective To observe the effect of Qingluo Tongbi Compound (QTC) on osteoclast dif-
ferentiation-related miRNA expressions in adjuvant induced arthritis (AIA) rats, and to study its mecha-
nism for treating rheumatoid arthritis (RA). Methods The synovial fibroblasts and monocytes of peripher-
al blood from AIA rats were co-cultured to induce osteoclast-like cells. Differently expressed miRNAs in the
late stage osteoclasts differentiation were detected by miRCURY™ Array. Real-time quantitative PCR (RT-
PCR) was applied to verify the reliability of miRNA array. QTC drug-containing sera and blank sera were
prepared and added to the co-cultured system. The osteoclasts were randomly divided into three groups,
the blank group, the blank serum group, and the QTC group. RT-PCR was applied to detect the effect of
QTC on related differentially expressed miRNAs. Bioinformatics software was applied to analyze related dif-
ferentially expressed miRNAs. Results miRNA array results showed that as compared with the mono-
cytes group, there were 211 miRNAs differentially expressed in osteoclast-like cell differentiation, including
88 up-regulated miRNAs and 123 down-regulated miRNAs. Results of RT-PCR were consistent with results
of the array. RT-PCR showed that the expression level of miR-140-5p was obviously up-regulated after the
intervention of QTC. Results of bioinformatics analyses showed that the target gene of miR-140-5p was sig-
nificantly enriched in signaling pathways such as the regulation of actin cytoskeleton, Ras signaling path-
ways, cAMP signaling pathways, and Rap1 signaling pathways. Conclusions There were various dysregu-

BT H ¢ E KA BT SIS (No.14XYY01)

VEZ AL g at P E 2GR — I REE = BE (R 5 210023) 52, M st EEZH R 255 B (B 5t 210023)
WIREH < 47, Tel : 13901592816 , E-mail : zxp@njutcm .edu.cn

DOI: 10.7661/CJIM. 2016. 10. 1213



-1214.

v [ Y PE 4 A Z Ak 2016 4F 10 45 36 #5510 3 CJITWM, October 2016, Vol. 36, No. 10

lated expressions of miRNAs in the anaphase of osteoclast-like cells differentiation. QTC participated the

regulation of osteoclast differentiation by effecting the expression of miR-140-5p.
KEYWORDS Qingluo Tongbi Compound; microRNA; rheumatoid arthritis ; osteoclast
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B miR-146a nl il TRAF6 13 %, M I %
FEE D S 4 8 B B AR % 5 () VAR B 440 L ) 43
AN AL, 40 miR-222-3p i i 11 hil 41 21 26 I il K 45
S A A 43 A%, i miR-223 #1 miR-124 4
A R BRH A HEL AA RS B FH  TRAP JE PRI
i R R Z R miIRNA 25 T 3L 55
%l OLC W41k

H R E NSNS A R miR-140-5p M7 59 TP VE
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