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FE: B BTS2 2UE 18 K(Cisk) J#2 Toll #3244 9(TLRY) {5
5300 % T Bl L IR A YL ( BMIDM)) 4 (4R F S GBI . 773% BMDM Zi a3y
Xt BT AL [ %A T «B 32436 16 X F i {4 (RANKL) 50 ng - mL™" ] 5 2
ZH (RANKL 50 ng - mL™", # 2 0 10 wmol - L") FF 2 + oe — NC 41 (J s
oe — NC,RANKL 50 ng - mL™", %2 10 pmol - L") FFZ:0 + oe — Ctsk 4 (J&
Yu oe — Cisk,RANKL 50 ng » mL ™", 3528 10 wmol - L™") o FSZH 28 68 1 5
A EE SN (qRT — PCR) 3E AN Crsk mRNA AH X 2235 K- F 2R 1 5938 B
RT3 A1 R R 1 W R I ( TRAP) (' TLRO 45 {5 538 P& AH DG IR 1 R IA 7K P e
PG FETEACH I T B 4 53 F AH DG BB 1 3R 3 7K F- 5 FH R B 28 W 56 ( ELISA)
PRI S R F7K T 5 FH RSB RBGR I A B RIS 0L . S8R X IR i
H S EH TSR + oe — NC 2H F175 25 + oe — Ctsk 4 Ctsk mRNA AH X ik
K43 1.00 £0.15.2.07 £0.28 .1.31 0. 18 1. 34 £0. 14 fi1 1.79 £0.27,
TRAP 5 [IAHRT 5K 43 3114 1.00 £0.16.2.31 £0.44 1.43 +0.17 1. 38 +0.22 FI
1.91 +0. 30, 251 4 J& 25 1 i O (MMP - 9) 2 A X 967K F43 3 2 1.00 £ 015,
2.18£0.37.1.33 £0.19,1.28 + 0.17 Fl 1.62 +0.31, }E{k T 40 fg &% H F 1
(NFATc1) 2 P AH X 52 6K 433 1.00 £0.13,1.87 £0.39 1. 13 £0.21,
1.18 0. 1971 1.38 + 0.22, # & &K B1 (Itgbl ) & 1 AH XF 2% 56 K F 43 51
1.00£0.19 .1.49 +0.25.1.19 £0.22 1. 14 0. 17 F11.32 £0. 18, AN £ -
1B(IL - 1B) K43 5l g (15.28 £2.05) , (44.68 £7.93) . (31.40 £6.08) ,
(33.75 £5.76) F1(39. 62 +5.52) pg - mL~", FAZAHI/ 2 - 18 (1L = 18) K435
F7(122.45 £22.39) . (317.56 +51.51) . (191.72 £33.34) . (185.93 +32.19) F
(217.89 +33.58) pg + mL™", B IR 36 F - o (TNF - «) /K45 51K
(81.36 £12.27) . (216.93 +34.39) , (130.89 + 16.18) , (125.76 + 15.15)
(162.94 +26.59) pg - mL™", B W Ui [ 55 %4> ) b 45 (35.26 £ 6.35) .
(84.72 £16.10) .(50.38 £9.07) .(47.85 £9.09) F1(61. 63 = 10. 89) , H W& UK [4
STH X T AL 43 A (0.26 £0.05)% | (1.38 £0.24)% . (1.04 +0.18)% .
(1.06 £0.16) % F1(1.27 £0.19)% , TLRO 2K [ AH % 35 35 7K 4334 1.00 20.15,
2.05 +0.31.,1.32 20.16.,1. 27 0. 15 1 1. 53 +0. 24 #5457 88 ( MyD88) 25 4 AH %t
FRK T4 1,00 £0.13.2.18 £0.33,1.42 +0.18 .1.36 £0.17 1 1. 62 +0.26,
p —p65/t — p635F R 1.00 £0. 11,222 +0.34,1.40 +0.19,1.39 +0.19.1.76 +0.27,
RETUZH () LR e bR 5T HRZ LU, ¥ S A ) L3R Fe bR SR A Lo, ﬁf‘%ﬁﬂ +
oe — Ctsk 4 i) iR I8 F5 535 S WA i, fE G0 2 L 2 5 H it
(P<0.05,P<0.01,P <0.001), #5if F-SEIALMLH0H Csk, 704 RANKL 3 E’FE’J
B 2Rk SAE PR30 B B RIS TTRE , P RE @ s 4] TLRO 3 ST
KRR TS HLUE ARG K Toll BE3Z4K 9 B 40 4314 5 B BUBiAL

DOI; 10. 13699/]. enki. 1001 —6821. 2026. 04. 010

hE &S R28 MHEFRERG: A

XEHE 1001 - 6821(2026)04 - 0516 - 07



Chin J Clin Pharmacol

517

Vol. 42 No. 4 February 2026 ( Serial No. 450)

Abstract. Objective
(BMDM) cells through regulating toll — like receptor 9 (TLR9) signaling pathway via cathepsin K ( Ctsk). Methods

BMDM cells were divided into control group, model group [ receptor activator of nuclear factor — kB ligand
(RANKL) 50 ng - mL "], kurarinone group (RANKL 50 ng + mL ™", kurarinone 10 pmol + L™"), kurarinone + oe — NC
group ( infected oe — NC, RANKL 50 ng + mL~", kurarinone 10 pmol + L.™"), and kurarinone + oe — Ctsk group

To investigate the effect and mechanism of kurarinone on bone marrow — derived macrophages

(infected oe — Ctsk, RANKL 50 ng + mL ™', kurarinone 10 wmol + L™'). Quantitative real time polymerase chain
reaction (qRT — PCR) was used to detect the relative expression level of Cisk mRNA; Western blot was used to detect
the expression levels of tartrate — resistant acid phosphatase (TRAP) and TLR9 signaling pathway — related proteins;
immunofluorescence was used to detect the expression levels of osteoclast differentiation — related proteins; enzyme —
linked immunosorbent assay ( ELISA) was used to detect the levels of inflammatory factors; in vitro bone resorption
assay was used to detect bone resorption. Results The relative expression levels of Cisk mRNA in the control group,
model group, kurarinone group, kurarinone + oe — NC group, and kurarinone + oe — Ctsk group were 1.00 +0. 15,
2.07 £0.28, 1.31 £0. 18, 1.34 +0. 14 and 1. 79 +0. 27, respectively; the relative expression levels of TRAP protein
were 1. 00 £0. 16, 2.31 +0.44, 1.43 +0.17, 1.38 £0.22 and 1. 91 +0. 30, respectively; the relative fluorescence
levels of matrix metalloproteinase —9 (MMP —9) protein were 1. 00 £0. 15, 2. 18 £0.37, 1.33 £0. 19, 1.28 £0. 17
and 1. 62 £0. 31, respectively; the relative fluorescence levels of nuclear factor of activated T — cells 1 ( NFATcl )
protein were 1.00 +0.13, 1.87 +0.39, 1.13 £0.21, 1.18 £0.19 and 1.38 = 0.22, respectively; the relative
fluorescence levels of integrin beta — 1 (Itgbl ) protein were 1.00 £0. 19, 1.49 £0.25, 1.19 £0.22, 1.14 £0. 17
and 1.32 +0. 18, respectively; the levels of interleukin — 13 (IL —18) were (15.28 £2.05), (44.68 +7.93),
(31.40 £6.08), (33.75 £5.76) and (39.62 £5.52) pg + mL™", respectively; the levels of interleukin — 18
(IL-18) were (122.45 +22.39), (317.56 £51.51), (191.72 £33.34), (185.93 +32.19) and (217.89 +33.58)
pg - mL™", respectively; the levels of tumor necrosis factor — a ( TNF — «) were (81.36 = 12.27),
(216.93 £34.39), (130.89 +16.18), (125.76 +15.15) and (162.94 +26.59) pg - mL™"'
number of bone resorption pits were (35.26 £6.35), (84.72 £16.10), (50.38 £9.07), (47.85 £9.09) and
(61.63 + 10.89) per piece, respectively; the relative area of bone resorption pits were (0.26 + 0.05)% ,
(1.38£0.24)% , (1.04 £0.18)% , (1.06 £0.16)% and (1.27 £0.19) % , respectively; the relative expression
levels of TLR9 protein were 1. 00 £0. 15, 2. 05 +0.31, 1.32 +0. 16, 1.27 £0. 15 and 1. 53 +0. 24, respectively; the
relative expression levels of myeloid differentiation factor 88 ( MyD88) protein were 1.00 = 0. 13, 2. 18 = 0. 33,
1.42£0.18, 1.36 £ 0. 17 and 1.62 + 0.26, respectively; p — p65/t — p65 were 1.00 = 0. 11, 2.22 +0.34,
1.40 £0.19, 1.39 £0.19, 1.76 = 0.27, respectively. Compared model group with control group, compared

, respectively; the

kurarinone group with the model group, compared the kurarinone + oe — Cisk group with the kurarinone group, the
differences of above indicators were all statistically significant (P <0.05,P <0.01,P <0.001). Conclusion
Kurarinone can inhibit RANKL - induced osteoclast differentiation, inflammatory factor secretion, and bone resorption
function by suppressing Ctsk, which may be achieved through inhibiting the TLR9 pathway.

Key words: kurarinone; cathepsin K; toll - like receptor 9; osteoclast differentiation; osteoporosis
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A2 M4 2026 4F2 3 (A 450 1))

wHEIEE
1
Rm /DNELE S B A M (bone marrow — derived

macrophages , BMDM) , iy B 2 805 HE T3 W) A W RHECH
FRAT]

HREEF WS, A% 10 mg, 4 98%
PO AR SRR A AR IR A w) A2 77 Cusk BTRE,
2 [E Invitrogen 23 ) A2 5 /N RAZ IR 1 «B 324435 AL [
T-BifA (receptor activator of nuclear factor — kB ligand ,
RANKL) , #1462 DCRE R R R A FR A R A2 7 5 40
M350 & — 8 (cell counting kit -8, CCK - 8) 357
&L 9hon (i) A YRR BRA W) AR 75 A it/ B
Ctsk PLIE A BR R 1k #% iR i ( tartrate — resistant acid
phosphatase, TRAP) 3Lt 4: & & H B 9 ( matrix metal-
loproteinase — 9, MMP - 9)  }&fk T 4 g &% A + 1
(nuclear factor of activated T — cells 1, NFATcl) 34
= B1 (integrin beta — 1,Ttghl ) \TLR9 BE LN T 88
(myeloid differentiation factor 88 ,MyD88) . #aJjt /> il i
figfk, NF — kB p65 (phospho — NF — kB p65, p —p65) .
G /N NF - kB p65 (total NF — kB p65, t - p65)
P& \GAPDH B — actin HLIE L BT e —Hi, ¥y
[E Abcam 28 ) 4 775 40 B/ & - 1B (interleukin -
18, IL — 1B) P 1K 50 2 W B 0 %€ ( enzyme — linked
immunosorbent assay, ELISA) X7 &, F175 HIKRI 58
AR R R AR5 L - 18 MR IR SE T 5 - o
(tumor necrosis factor — o, TNF — o) ELISA =7 &, 1
DA RAE YR FRA 7 A2 77 3 S 9Ot i 5
4 W 5% 2 b ( quantitative real — time polymerase chain
reaction, qRT — PCR) A 3¢1a{5 : TRIzol™ i RNA $ZHi
iR F , 35 [E Invitrogen 2\ &) Heye PrimeScriptTM 25—
B cDNA 4 R &, H A TaKaRa 23 7] 42 7% ; Power
SYBR™ Green PCR Master Mix, 2 [E Thermo Fisher
Scientific 2y T4 o

{% 88 StepOne TM ¢qRT - PCR 1%, ZEE W FHAY
RGN F) i DM3000 LED IF & 28O0 B i 8, 15
Leica 23 F) 7= i o
2 XWAHE
2.1 R

I BMDM 4 i 427 F & 10% i 248 L3 1% X7t
4 W 8 K A0 3 ok BB A R B 9% Bk (Dulbecco ” s
modified Eagle’ s medium, DMEM ) ¥53:3E 7, FERIA
TR 37 °C \COMRFRIIEL 5% WIREFARH BT H ISR

2.2 MRS BASHRHHIE

W ERORAS R4 BMDM 4441 8 x 10° /4~y
WRERERPT 96 FLA 43 R X AL BERIL S AL
W2 + oe — NC 41 20 + oe — Ctsk 41, ST
WL A AR ) o X BRA . IE 7 5%, AN ik
T4 far b BE, B A 4. B ¥ O & RANKL
(50 ng - mL™") FIAESREFRERG SR 5 d, TSI i
N RANKL(50 ng - mLfl)&%é%@[ﬁj(lo pumol - Lfl)
M5 R SRR FE 5 do #S + oe — NC 41 : T 56 /5%
Yuos #1895 B 9 BMDM 41 g, B 4%y & RANKL
(50 ng + mL™") Je Bl (10 pmol - L") (5 1597
i385 d, S + oe — Cisk 41 YL Cisk i3 Fik18
TR BMDM A iy, ¥ 462 k& RANKL(50 ng - mL™") J%
FSE(10 wmol + L") FAESEFFRERGES d,

2.3 CCK -8 iR mas 5t

B REZH BT AN LA 8 x 10°/FL % B #E0h T
96 FLA , B R A K R L4 1 % AR Rk B (0, 1,5,
10,20 F130 pmol « L™") W& WM FIET 1,2 d J5
TERARFEILF A CCK -8 TAEW, 8 FImE
2 ~4 h, 4 { R (450 nm) 5 0O RE(E I 4 it
IIHTSERRAE R
2.4 qRT - PCR £ # il Ctsk mRNA #8 3t & ik
7J<EF'[10]

Wt 25 21 Ak 23 S 40, (R TRIzol 5 42 B
RNA, e B 5408 . B 1 pg RNA 5 3 S 5% ik
&4 cDNA, L cDNA SR, A Cisk 4551
519 KNS 3 GAPDH 5|49, #E47 52 I 98 % E &
PCR, "84 BEE W SETF 95 C A4 F AT
5 min AL 5 ALY R R 95 CAZHE 10 s,
60 CIR K 155,72 CHEMH 20 s, Rt 58 K 40 Fe1E I,
Ctsk mRNA i AH % 3¢ 1k 7K 3, 3 2 272 gl 4,
Cisk FiEgI ¥ F %) k.5 - CAGCAGAGGTGTGTAC-
TATG - 3'; Fi5| 4 51K :5 - GCGTTGTTCTTAT-
TCCGAGC - 3'; GAPDH |35 9 e %1 K :5" - AG-
GTCGGTGTGAACGGATTTG - 3" F 5| 9 5 41 H «
5" = TGTAGACCATGTAGTTGAGGTCA -3',

2.5 BEBERNERN Csk . BAMSUEXERD
;Eij__\-[ll]

WAz 4541 BMDM 21 fifd 4% 2 5 W RE [ ), 1
0.2% Triton X — 100 &4k, 5% 4= 375 14 55 14 =
L /NEE A —$t 4 CHFF R . B IRER 2% vl vk
VEJa, A R g 09 9 AR 10 Pt = RO
1 h,DAPI G e 40 A% . )G T 06 R AR s
TSRS . FXf e o g Rk i &, 5
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R LA T e e g ph~r A 3 W, Ik E A
THWOCILRE BB THALIER R D S PAESM
AT RME R 4E, (i Image] {4 ( National Institutes
of Health, USA, Version 1. 53) {72 =M. B4
BN K BB 80 8 — biv JKBE AT, e 48— 1 B H
DAy BAPEAS 5 578 5, th 8CrF B 3l 20 1 46 B
(BT DAPL j@IH ) o, & &40 M H bR 95
BT WK B, IR AR R 55 18 oot —Hi iy
XTHRZH ALY 1 Sl o Rt UK REZH 1 - 4 9l i BE
g 1, R SR AR PR SO AR I R
AAREE RIS
2.6 FABRKIITEEKRN TRAP,TLRY {55 i# #1H
E{=F 37

SR 5, T RIPA 265 8 A LA 2R B
SR, BCA & SyE AR R T . IS o i 4
AT LK, Ak 5 EN 2 PVDF B B T 5% Wi g
Ay, =R B 2 he 43I0 AR X TRAP TLR9 |
MyD88 .p — p65 .t — p65 .GAPDH B — actin ¢4 551k —
P4 CWEF R, TBST RIS I AAH L HRP Fric
L EIRIFE 1 h R ECL AR A6 B . AL
Tmage] B Xf 2541 JK & #E 47 73, B E B — actin 2y
TRAP f#JN 2 .GAPDH & TLR9 5 MyD88 () £, it
FAGFN & HARE F RIS Kb &
2.7 ELISA il #E B FAE™

WA AN 7% L3, 4 °C .3 000 r -
240 10 min ZLERUITE, #i ELISA 328055 & Ul W] 1584 .
R FAEARX LA 450 nm Sy A6z 0 I K I o WG FE A, 2
HEARIE 2R 455545 JE PR 7~ 1)k B2 K-
2.8 {ksMERYIK

¢ BMDM 41 ity LA AL 1 x 10° 4~ 9 4% 3 3 R T
FU R bR T R, 4% 22 5 WV i 0 20 A, A
& CBEBUK G A H] 19 FEA RG0S o33, 2818 K
e TOL WA T WAL B W s, £ Tmage]
B W o e e b A AR oy s T R A L A8
3 itFEAhE

J11 SPSS 24. 0 BRAFHEATELH 0T o THEBORATR
(%) ZFn , iR BOR 80 + bR 22 R, 41 LU 4
FAISTAEA ¢ K55

s -1
min

# R

1 5% BMDM 2815 14 #7500
K CCK = 8 AR A [ e B2 357 2 i % BMDM
ANH G TR P R . S5 R W, 5 0 umol - L4

LT .5 (10 ol « L7 S A0 U X AL AN
FEIZEL f 240 W 35 4 T B S (B P > 0.05) 520,
30 wmol + L~" 8 il 4b FE T 4 55 25 0 1) 0 R 25 At
TN AE (¥ P <0.001) , T il J5 4 500 ik
10 pwmol « L™ WE NS VE W, WK 1,

R MG PER LA (v £5)

Table 1 Comparison of cell viability in each group(x +s)

Cell proliferation rate( % )

Group n
Control Model

0(pmol + L™1) 10 100.24 +£11.40 100. 06 +10. 99
1(umol - L) 10 97.70 £18. 94 98.88 +9. 14
5(pmol + L71) 10 94.39 £13.34 95.04 £15. 56
10(wmol - L) 10 90.29 +14.42 90.96 +10. 12
20(wmol - L°") 10 60.06 £7.46" **  55.44+9,95" **
30(wmol + L") 10 52.64 £9.36" " 45.42+7.25" " "

Compared with 0 wmol + L= *** P <0.001.
2 EZFAiARE Ctsk 3 BMDM £HfE Ctsk Rk %
1]

K qRT - PCR 5 G B2 90 K I 2% 41 40 g vk
Ctsk mRNA S IR S52R W, 5% 2 A
L, BT Cisk mRNA Rz 3 AR 96K P44 .25 T
F (¥ P <0.001); 5EAA AL, w5 2 04 Cisk
mRNA K AR FE K- B B AR (X P <0.001) ;
H5ESEZA L, 75 2 + oe — NC 4] Cisk mRNA
HHAMXY PR PG EER TG E X
(P>0.05) ; 550 + oe — NC ZHAHLL, 15 S + oe —
Ctsk 2H Ctsk mRNA P @ T = (P <0.001) , L3 2,

R2 SHHALE AR K(Cisk) mRNA K8 HRIFKF- (5 +5)
Table 2 Comparison of cathepsin K ( Ctsk) mRNA and protein

expression levels in each group (x £s)

Group n Ctsk protein Cisk mRNA
Control 10 1.00 £0. 19 1.00 £0. 15
Model 10 2.21£0.33" "~ 2.07 £0.28 " " *
Kurarinone 10 1.33 +0. 23 1.31 0. 18%#
Kurarinone + oe — NC 10 1.30 +0. 32 1.34 +0. 14

1.77 0. 28444 1.79 +(. 27444

Kurarinone + oe — Ctsk 10

Control group: Non treatment; Model group: Treated with 50 ng - mL ™'

receptor activator of nuclear factor — kB ligand ( RANKL ) ; Kurarinone
group ; Treated with 50 ng + mL =" RANKL and 10 wmol - L.~! kurarinone;
Kurarinone + oe — NC group: Infected with oe — NC, then treated with
50 ng - mL.~" RANKL and 10 wmol + L ™! kurarinone; Kurarinone + oe — Ctsk
group; Infected with oe — Ctsk, then treated with 50 ng - mL~" RANKL and
- L' kurarinone.

10 pmol
*** P <0.001; Compared with the model group, **P <0.001; Compared

Compared with the control group,

with the kurarinone + oe — NC group, “2% P <0. 001.
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A2 M4 2026 4F2 3 (A 450 1))

3 ESREE Ctsk X B HAMEIREEE A TRAP
E3r: b

XTREZ BRI S EAL L S + oe — NC 41
720 + oe — Ctsk 4 TRAP ZE HAHXT £ 357K 5]
H71.00 +£0.16.2.31 +0.44 1.43 +0.17 .1.38 +0.22
F11.91 £0.30, S%FRRAIAH L, BRI 4 TRAP 25 A
X IR K- 3 T (P <0.001) s SAAIZH AR L, w7
Z i 41 TRAP & [ #1 X £ 35 /K F B 8 % %
(P<0.001) ; 5% Z Ml 41 AH L, 3% 2 + oe — NC 4]
TRAP IR FE KRG T2 22 R I g it L
(P >0.05) ; 578 % + oe — NC ZLAH L., WM + oe —
Ctsk 41 TRAP 2 FAMIXF ik /K 8 2 71 (P <0..001) .
4 ESEIFE Csk M BARSLBXEARE
sEAG)

SR FH B 93 ¢ 6 1% A6 DN 0k -1 440 4 Ak G B R 1
MMP -9 NFATcl & Ttgbl kKK, 45BN, 5
XA A L, #E7ZH MMP — 9 NFATel J% Trgbl fy ¢
SR B E T (B P <0.001) , SECARIZHAH L,
T S =R EE S E0m BE 3 B B B AR (P <0. 05,
P <0.001), 5SS, 7520 + oe - NC 4] =
FhEE (2R A Ge it 2 B2 F RS E X
(P>0.05), 5208 +oe — NC ZAH I, %200 +
oe— Cisk H = Fh EE H oL E W B F I &
(P<0.05,P<0.01), 33,

RIS AN CHISCE AHIXT TR A (2 £ 5)
Table 3  Comparison of relative fluorescence levels of osteoclast

differentiation — related proteins in each group (x *s)

Group MMP -9 NFATel Itghl
Control 1.00 £0. 15 1.00 £0. 13 1.00 £0. 19
Model 2.18£0.37***1.87+0.39"* *1.49 +0.25* * *
Kurarinone 1.33 0. 19" 1.13 £0. 21" 1.19 0. 22*
Kurarinone + oe = NC  1.28 +0. 17 1.18 +0. 19 1.14 £0. 17
Kurarinone + oe — Cisk 1.62 +0.3144 1.38 £0.22% 1.32+0.18%

Dose and n refer to table 2. MMP - 9 . Matrix metalloproteinase — 9;
NFATecl ; Nuclear factor of activated T — cells 1; lighl ; Integrin beta — 1;
Compared with the control group, ***P < 0.001;

#P<0.05, #¥P <0.001;

Compared with the

model group, Compared with the kurarinone +

oe —NC group, #P <0.05, 22 P <0.01.

5 %%mﬁﬁCMdﬂmeﬂ%QWﬁﬁﬂ%m
59 ﬂﬂ
>R ELISA i 46 0 48 M b 3% WP R AE I 1
IL-1B.IL-18 J TNF - o fJf . 5 BN, 54
HRZH AR LE , B RY 2 = R ST PR 14 73 1 7K SF- 253 8 =5 T
(P <0.001), SHEIRIAR L, o 2200 2 = Fp %

it R 1 43 W 7K PS4 B R AIG (1 P < 0..001) . 59
SIMAAA L, 5 20 + oe — NC 41 = Fp R AE P+ 7K F-
Gt L E R TESEITEEL (P >0.05), 5§
T2 + oe — NC UL, 752 + oe — Cisk 4 =Fh R
SiE T 7KF- 2 2 T (P <0.05,P <0.01) , i3 4,

T4 FHRIENTKFHE (2 +5)

Table 4 Comparison of inflammatory factor levels in each group

(x s)
IL-1B IL-18 TNF -
Group » . .
(pg-mL™)  (pg-mL™")  (pg-mL™")
Control 15.28 £2.05 122.45 +22.39 81.36 +12.27
Model 44.68 £7.93* * *317.56 £51. 51 * * *216.93 £34,39 * * *
Kurarinone 31.40 +6. 08" 191.72 +33.34%% 130. 89 +16. 18"

Kurarinone +oe —NC  33.75 +5.76
Kurarinone + oe — Ctsk 39.62 +5, 524

185.93 +32.19
217.89 £33.582

125.76 £15. 15
162.94 +26.5944

Dose and n refer to table 2. IL — 1B Interleukin — 18; TNF — «: Tumor

necrosis factor — o Compared with the control group, *** P <0.001;

Compared with the model group, P < 0.001; Compared with the

AP <0.05, 24P <0.01.

kurarinone + oe — NC group,

6 ESMiAE Ctsk 318 5 20 ek sp & I W Th g
A0

WAL TEE R G FRA A O Y SR, AN
HWRCRE ST . 25 R, 5 B A He, #5570 41 TR g
R A R S O T A A
(¥ P<0.001), SR AN EL, 75 S0 21 B WU RA
R M A O TE R B > (P o< 0.01,
P<0.001), 5% S, 7S + oe — NC QH
PRSI = S N N = 83 B WS ) =
(ﬁPW0®05ﬁ§m+%—M%MMbﬁ§M
+ oe — Cisk 2 B W WAL 3 50 A ORF R T R g 5 1
(P<0.05,P<0.01), i35,

RS HAEWBCHRELLE (x £5)

Table 5 Comparison of bone resorption function in each group

(x£s)
Number of bone resorption Relative area of bone

Group

pits( per piece) resorption pits( % )
Control 35.26 £6.35 0.26 £0. 05
Model 84.72 +16.10* * * 1.38+£0.24* "
Kurarinone 50.38 £9. 07 1.04 +0. 18
Kurarinone + oe — NC 47.85 +9.09 1.06 £0. 16
Kurarinone + oe — Cisk 61.63 £10.89%% 1.27 £0.19%

Dose and n refer to table 2. Compared with the control group,
***P<0.001; #p < 0.01,
##P <0. 001 ; Compared with the kurarinone + oe — NC group, P <0.05,
24P <0.01.

Compared with the model group,
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7 ESERIEE Ctsk X} BMDM ZHAf TLRY {5 S i@ %
HXEZEARIEKFEFHFME

SR FHEE 1 D28 B Al TLRO 5 538 I AH OC 28
FHXT R IR IR0 45 R WoR, 5 X B A b, A A0 2
TLR9 5 MyD88 # [ A X ik /KF- K p — p65/t — p65
PO R 5 T (34 P <0.001) . SECRIZHAH L, o
Z:iZH TLRO 5 MyD88 Z [ AH X} ik /K- K p - p65/
t — po5 LW FEAR (1 P <0.001) . 595 ZHl 4
AL, #5500 + oe — NC 41 2 Fh 2 13 A X 28 35 /K78
gt LSRG FEL (¥ P>0.05), 5
Z: + oe — NC ZHAH IL, 3% Z: i + oe — Cisk ZH TLRY
MyD88 £ [ AH X KAk K P S p — p65/t - p65 A
HEFE (P <0.05,P<0.01), ILIE 1 f136,

TLR9|_--—-| 45kDa

MyDs8 |- Y- --l 33 kDa

p-p65 |—-—-- | 65 kDa

t-p65 |-- ---l 65 kDa
GarpH | D DD | ;:>:
1 2 3 4 5

B 1 HEERAEEL A Toll K32 4K 9 (TLRY) {5 53 i AH G
EASEN
Figure 1

Western blot detection of the expression of toll — like
receptor 9 (TLR9) signaling pathway — related proteins
1: Control group; 2: Model Group 3: Kurarinone group 4: Kurarinone +

oe — NC group; 5: Kurarinone + oe — Ctsk group

F6 K TLRY {558 B AHICHE AR FRiB K P LU B (& £5)
Table 6

Comparison of relative expression levels of TLR9

signaling pathway — related proteins in each group (x +s)

Group TLR9 MyD88 p — pb5/t — pb5
Control 1.00 0. 15 1.00 £0. 13 1.00 0. 11
Model 2.05+0.31*** 2.18+0.33%** 2.22+0.34***
Kurarinone 1.32 +0. 16" 1.42 +0. 18" 1. 40 +0. 19"
Kurarinone +0e —NC  1.27 £0. 15 1.36 +0.17 1.390.19
Kurarinone +oe —Ctsk ~ 1.53 £0.24%%  1.62£0.26%  1.76 £0.27%%

MyD88: Myeloid differentiation factor 88; Compared with the control
group, * * * P < 0.001; Compared with the model group, **P < 0.001;
Compared with the kurarinone + oe — NC group, P <0.05,2% P <0.0l.
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