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(. A EERE, WL 430014; 2. sUBUHT HERE X AR SRR, Wbt 4322005
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WE: B WEERE (Pue) X IL-18 Bl K RO R M F-xB(NF-xB) 520 . FiE T 10 Hi%
KBS B ERIMN G TR, KigR R 30 AN BEAL 730 IR 8 4 IL-18 4 . M ZEKRFAZH (PueS0 ZH Puel00 ZH
Pue200 4145 6 4. J& 5 4153 BILA 245 24h, FHSCET i PCR MEARIN 452 NF-kBp65 (I35, &R 1L-1p Mk E
MIRE N NF-xBp65 BYFEILHI W IGE , J5 4 45 IL-1p AL 2 A G it L (P<0.05), HBEER & FTF
(50pmol/L. 100 pmol/L.200 wmol/L)f# L NF-kB [k iiZ L TR, 418 BREHA —E il NF-xBp65 i

FEIVERT M BTG B R 1 S SRR iR A28
KHER: BRE; WEM; 1-18; ZHF-«B
HESHES: R285 XHEfFRER: A

B T R (osteoarthritis, OA ) & H 7 % WL Y
DL BRCE AR M R I B ST P . DR EZ (1Y)
s 4 R R AR F7E OA kL. RIRdhil®E
FEEER, S UIADCH & IL-1BY, NF-«kB FITE
PEEE-1 (activatorprotein—l LAP-1) 2 IL-1B He
OA JCE IR S R R A BT b 75 1 . H AiTiE
Z R AR AL UESE Pue A JETY NF-«B AL
MIVER . 5 Gt SCIe (UL ), SRR RSN
Bk NO, B iNOS f36 P, 1> NO A= a, mT LA
AR 2 I NF—kBp65 BTGP , Uk 2 Jie T e 3
B KA TS B R B PR o AR S50
BRI B AR 20 IL-18 #5405 5B 40 it 1) e S R 7
NF-kBp65 {H LM o
1w
1.1 %

SPF £ 10 H % SD KE, A Bl K2 [R5
Be 2B Se g sh oo g 2, R ATIES :SCXK (5F)
2010-0009.,

1.2 %4

CO, TR B 7546 ( H A SANYO A w)) T
YEG (R 28) A B s (RO AR
BAED, HEER R E.OHL (Heal Force) PCR

XEHS: 1000-2723(2013)05-0004-03

AL H B A BR A F] ) 2t 7 PCR A (L
A BEIT R A FRAFD D
1.3 i 5XA

DMEM/F12 8535 £ (26 [ Hyclone 23 A , it
7 :SH30023.01B) | fify 4 1L 7 (AT JH 10 2= 75 A= 4
TREMBARAR, #it5:110311) ., BEE A6
(Amresco 2 &), fit 5 . 0457 ) (11 A g Jot fiéE ( b 52
HMEREYHEARAGRAF, #5:808a1311) &
éﬂj{ﬁilﬂﬁ?—]ﬁ(rraﬂL—]B,PeproTech NI
5 :400-01b ) . Hb FE K FABE R 64 7 55 W (Solarbio
ZcHE], iS5 :d8040) . EHAR R ARMEM (Sigma 2
w] ) TS B R IR 2% vl (PBS ), & RNA 42 Bt
& (Invitrogen Life Technologies); 1% %4 14
(RT-PCR) XA & (REGT AR A BR A A ;
i PCR XM & (REG AR ARAAE);
JFF PCR 51 M iR = EARAR A A A
., R—actin 5% : 5°~CGTTGACATCCGTAAAGAC-
CTC-3" ( 1¥%),5 -TAGGAGCCAGGGCAGTAA —
TCT-3"C R i), ¥ 3% 7 ¥ 110bp ; NF-kBp65 5l
¥ :5°~CACCAAAGACCCACCTCACC-3" ( 7)),
5~CCGCATTCAAGTCATAGTCCC-3"( R ), ¥ 14
PP 239bp .
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2 FHiE
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2.1.1  BOE el BRI R

HUSPF 2% 10 H & KB, Esiab I8 Ji5 , 76 TR 4%
P FBUR BT A B e, TS T ARG
A S 10% 370 PBS B3R, 1506 13, 15
AN WL PBS 59k 3 i o SRR 2 s
A EP %, ] EP & thiii A 2~3 Jii PBS, 2R J5 FHHR B}
BRI BT =2 1 mm® K/ K EP &) PBS
W, A 0.2% I 73 i J5 it {2 21 B ik 2 771k
BLET 37 CHAMU MR, HILEE % EP
EIEIRG o LR 2min, (HIH 46T R A9 40 M L ZH 21
HEHL, B0 7 LI, BUR FZ i A% 10%)k
A= 1liL3 /) DMEM/F12 85580, & T 37°C 5% CO,
PEIRIGIRAE 95, 72 h 5 B SR, VLS 2 i
ARAEDL, LUG IR 2 d B4R 1 UREEIRI, S A0 K
B 80%~90% 7 A7 i HE AMEARKE SR
212 BB R R

BT SRR 57, PBS ik 2 3
BN 0.25%JF75 F 6 2 mL 144k 5 min 2247, 70480 &
W AN AR RS, S RIFE A A kT
A6, AT LY A5 FR R e T, £ 440 i B 77
e, MR T R Y 20 VA B A3 R D TR Y 5 5
i, BT 37 C.5% CO, HIREE M PR .
22 EEHoWMARLT Tk

OIER P ML ; QIL-18 4, #WE 5 pg/L
A IL-18 10 pmol; BIL-1B (5 pg/L) 10 pwmol +
H ZEKAA (10 mol/L); @ . & @4 in A IL-1B(5
pe/L) 10 wmol [A]HS 43 5 fin A B AR 2= 50,100,200
pmol/Lo
23 FETik

Z: 7 Y M8 3R SCIR G O AR BUE K R Ar 4%
RECE AN, FH 0.25% 8 I FLIE AL , B 7RI
JC S M Bl 1x10° N/ml B 40MEE W, R T 96
LA, AL 200 wL, B F 37°C.5% CO, fHiE5;
FEAE T . FREEFE 24 h AR EE S 3 A TL-
18 P2y, ikt 6 41, B3 3 FL. 8537 24
h J5 5 R IR R A, PR LS RNA, #2580
1 PCR G0 & PRI 45 2H NF-kBp65 BYFK A
24 GitF oMt

B A B Y 1 SPSS 17.0 Bk Arab 3, -4
PERER I 2+s 2R, PHALR) FL AR I BE A0«

K, P<0.05 254 geit2# s L.
3 &R
SRR IL-18 005 E 4L, NF-kBp65 1%
L E RN (P<0.01), EMREBEXL L-1B AYIX
PR, 7] o AR P4 Hb I 7> NF—kBp65 il 8 16 (P<
0.05) ; HE FERMAAT RIAE AR (P<0.05) . (R 1)
x1 B NF-«BP65 FIFRiL

5 NF-kBp65
1EH 4 1.104£0.083%

1L-1B8 41 4.734+0.113
HLZEKH 10-9 mol/L. 2.136+0.063%
FHZE 50 wmol/L 2.855+0.039%

HHZE 100 pmol/L 1.935+0.020
EHE 200 pmol/L 1.395+0.04424

5 1L-18 4HEL, 2P < 0.05; E5HZE 200 pmol/L 55
2 100 wmol/L L, 4P < 0.05,

4 itig

NF-kB 8 15— 230 i i s R 5, vl
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g5 G IR SRk . BEE X NF—«B #F5E11)
WA, RS 5 Z R 0 )8, R 2 4n i A
R 1)1 U7 R N R v R 2 N 1 1 7 e = X .
WIE A AA S AR GRS RBEED, 5
YL RAE SN RPERE, VA S 3 L A
FPR T A AR S LT AR U AR DG, #E ERETE
NF-kB LA p65/p50 — RAKBITE A AEE T AL, FF
5 NF-«B ##1 % H  (inhibitors of NF-kB,IkB )4}
B FETAREENS, EZRHEZE(TNF-a IL-1,
AL E S NO A5 BT L 18 1B BERR AL, F7E
UK R T % 22 [, p65/p50 M ELIET &) fir
N ZEST UR SIS EA T R S ORI
kB I AL & PR E Y, & 1) NF-«B 15 5%
1 RECN e — R A OSB9G5S, ATTS RS AH I 1
A AN, A 3 ARE PR 1 7 A R R A
MO T, BFSE R TNF- IL-1 fE5PESET R
M EAEPREZER, 1IE&iEid NF-xB {55 &%
RAFZL I, NO Al NF-xB 19 DNA 2567
PEI, NO & —FE AL & A B (nitric oxide syn—
thase ,NOS) LA R, 5 58— A LR & R
(iNOS) 1Y Ja 81357 % A NF-«kB BI%5 & 38467, 4
iINOs &S FIT b2, AR NF-kB 7E OA &% i 4E
FH 7T NF-«B PTG, & H6 SR A0 MR 5 L = 2
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The Influence of Puerarin on Nuclear Factor-kappaB of Rat Articular Chondrocytes Injuried by IL-13

ZHANG Han—qing', LIU Yong?, GU Peng’, WANG Fei’, ZHAO Wen-ping’
(1. Wuhan Hospital of Traditional Chinese Medicine, Wuhan Hubei 430014, China;
2. Wuhan Huangpi District Hospital of Traditional Chinese Medicine, Wuhan Hubei 432200, China;
3. Institute of Acupuncture and Orthopaedics Program of Hubei University of Chinese Medicine, Wuhan Hubei 430060, China )

ABSTRACT: Objective To study the influence of Puerarin (Pue) on Nuclear factor —kappaB (NF -kB) of rat articular
chondrocytes injuried by IL-13. Methods The chondrocytes in vitro were got from articular cartilage of ten—day old rat. Cultured
chondrocytes were randomly divided into six groups including normal group,IL-18 group,dexamethasone group,Pue 50 group,Pue
100 group, Pue 200 group. The last five groups were treated with 10mol IL-18(5 pg/L),IL-1B(5 pg/L) 10 wmol+Dexamethasone
10-9 mol,IL-1B (5 pg/L) 10 pmol+Pue 50 pmol/L,IL-1B (5 we/L)10pmmol+Pue 100 pmol/L,IL-18(5 pwe/L) 10 wmol+Pue 200
pmol/L. The expressions of NF-kBp65 were assessed by Real-time quantitative Polymerase Chain Reaction. Results The expressions
of NF-kBp65 were increasd obviously in damaged chondrocytes nucleus. The last four groups were superior to the group of IL-1§
(P<0. 05)severally. And with the dose increased (50 pmol/L, 100 pmol/L,200 wmol/L) the expressions of NF-kBp65 were rising
gradually. Conclusion Pue can markedly inhibit the activities of NF—kBp65,and it maybe one of the new method of prevention and
treatment of osteoarthritis.
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