T BRI 20194 6 A5 25 %4 6 1 Chin J Osteoporos, June 2019, Vol 25, No. 6
Published online www.wanfangdate.com.cn  dei:10. 3969/§.issn.1006-7108. 2019. 06. 023 837

25k 5e -

MR E G NF-xB {553 #8598 B 4 M 1Y 01k

FAL" R ek A e &
LT T B 25 KM B B, 12 7 MFH 110032
2T E - ARERMELHNA LT WH 110041

hE 4 ZEE. R336;R285.5 XEAARIRAG: A X EHRS . 1006-7108(2019) 06-0837-05

HE: BN HEBSREWGIGE MM SN, ik RAW204. 7 S £ sSRANKL+M-CSF % 7 d /5 7] 5% & 40 A
34 s WST- LA 0 A [ ¥ s % 20 A 3 S0 1050 B M IR 45 780 30 14 ) 3% Wi s TRAP 6, 6 ) 55 AR 38 0 R -1 &M B 40 L 9 5% W) 5 Osteoassay
surface Mltiple well plate A0 I % & 28 b % Wi 7 M ; 4 5 20 O K il B A 38 % NF-xB 3 B5 4% .0 28 [1 p65 4l B A% 1N 4% %% 0 25 i
Western blot ¥ M B AR Xt p65 RXRYEMT, &R FRE (10 mol/L) fEH 3 h i i B 48 i A0 18 5 0% v B 3 4, %*E%??fﬂ
T B 40 R O 43 A N RO M, S B S AT B R B AR R A p6S (AN MEAX N FL N B p65 (MERIR AL, £k BMRTE L NF-
B A7 5 38 B 40 4 A0 L Y AL

KER: BRER LEEEH TGS B 41 4851k 15508 B

Puerarin inhibits osteoclast differentiation through NF-xB signal pathway
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Abstract: Objective To explore the mechanism of Puerarin inhibiting osteoclast differentiation. Methods The RAW264.7
cells were induced by sSRANKL +M-CSF for 7 days to differentiate into osteoclasts. MTS detected the effects of Puerarin on the
proliferation of osteoclasts with different concentrations, and the effect of Puerarin on osteoclast differentiation was detected by
TRAP staining. The absorptive activity of osteoclasts was detected by osteoassay surface multiple well plate, and the effects of
Puerarin on the intracellular transfer and expression of the core protein p65 of NF-xkB signaling pathway was detected by
immunofluorescence and Western blot, respectively. Results MTS showed that Puerarin ( 10™° mol/L, 3 h) significantly inhibited
the proliferation of osteoclasts. Puerarin obviously inhibited the differentiation and the absorptive activity of osteoclasts, inhibited the
nuclear transposition of the core protein p65, and inhibited the p65 phosphorylation. Conclusion Puerarin inhibits osteoclast
differentiation through NF-xB pathway.
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Fig.1 Puerarin inhibits osteoclast proliferation
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B2 JE&%UW PUE MGIgE B m A48,
W24l (sRANKL+ M-SCF % 54816 7 d) ; C. PUE+
sRANKL + M-SCF ( PUE 10°* mol/L i 4 ¥ 3 h )5,
sRANKL+M-SCF #2404k 7 d) .

Fig. 2 Morphological observation of PUE inhibiting
osteoclast formation. A Control group; B: Induced
differentiation group ( sRANKL + M-SCF induced

differentiation for 7 days); C. PUE + sRANKIL + M-SCF
(3 hours after PUE 107 mol/L pretreatment, sRANKL+M-
SCF induced differentiation for 7 days).
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Fig.3 PUE inhibits osteoclast differentiation. A; Control
group; B: Induced differentiation group (sRANKL + M-SCF
induced differentiation for 7 days); C. PUE + sRANKL +
M-SCF (3 hours after PUE 10™° mol/L pretreatment,
sRANKL + M-SCF induced differentiation for 7 days).
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Fig.4 PUE inhibits thc absorptive activity of ostcoclasts.
A: Control group; B: Induced differentiation group
(sRANKL + M-SCF induced differentiation for 7 days) ; C.
PUE + sRANKL + M-SCF (3 hours after PUE 10™* mol/L
pretreatment, sRANKL+M-SCF induced differentiation for 7
days) .
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Fig.5 PUE inhibits nuclear translocation of NF —
Induced differentiation
group (sRANKL + M-SCF induced differentiation for
7 days); C: PUE + sRANKL + M-SCF (3 hours

kB. A: Control group; B:
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Fig.6 PUE inhibits P65 phosphorylation
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