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[WZ] BR . WL HIEEFEE -1 (high mobility group box—1 protein, HMGB1 ) £ < FlUIE M #1 B 28 i iR A2 rf
PIVE R R AR DCHL o 773k 1 0 4 T4 SD K BRALFE , 78 W 30 T B HE A 1 4 M, T M s £ S 4t i, 7
TGS A8 Alifh, iR T e R I T 78 A it 468 0 B AR AT L (cartilage endplate cell,CEC) . FHAS[R) ¢
FERY FBS 73 545 5% CEC 24h 48h ,MTT 245 I 41 Jf 3% £ . 7855 =18 CEC # A HMGBI1 J&, 43 %I7E 3h .6h,
12h . 24h B I 4 @ 5L 5 & 1 fF -3 (proteins of the matrix metalloproteinase, MMP-3) . il & P % 4= & B F
(vascular endothelial growth factor, VEGF) A [1 40 /i 2 ~10 (interleukin—10,1L—-10) ") mRNA # ik ,6h 12h 24h
Bof G 2 1 #e 3k & s CEC P i A 100ng/ml HMGB1 & 435l 7€ 0.5.10.30 .60 1 120min , ffi | Western blot £ i
41 A 5 T K (extracellular regulated protein kinases, ERK) B 2 fb 1) 2 3% ; 4k 1 K CEC 4324 6 41 Xf #d
41 HMGB1 (100ng/ml) 41 .FPSMZ1 (HMGB1 4l 51 )41 .\ HMGB1+FPSMZ1 41 .U0126 (ERK #1451 ) 41 .\ HMGB1+
U0126 4) , fli [l Western blot 43 #4& ] MMP-3 \VEGF 1 ERK 15 %5 % 7 i 72 B iR 1k A9 235 I Elisa #2300 1L-10
By geik, TR R A M 3 WL TR R br 22 25 R A B Al Ak A0 4 TT 28 Sk e ik KL
£, N CEC 40/ ; 10%FBS 15 9% 48h Jy CEC 14 7 f5: A (Y I ] 5 11 e 7 ; HMGBI 89515 5 ERK #1 JNK {5 5 %%
SRR, WIFERE] 10min B ¥ THE , 10min B XU, HMGB1 L T MMP-3 (P=0.039) FI VEGF
mRNA (P=0.042) #ik, F#IL-10 (P=0.025) A mRNA ik, =FhHTHE A RIES mRNA A H R 8 E
HMGB1+FPSZM1 415 HMGB1 4144 It ,ERK 15 5 % 3 i 12 9 g w2 1L 9] Wi /b 5 76 CEC him A U0126 )5,
MMP-3(P=0.041) 1 VEGF (P=0.042) % [1 215 W i FEAIG, 10 1L-10(P=0.004 ) &8 1 %35 B B3 %5 76 CEC him A
FPSMZ1 J&5 ,HMGB1 X} ERK 15 5 S ik 2 B 2 Ak 22 35 (19 1 F W] 8 B AIR (P=0.031) . &5 : HMGB1 HJ 3% Jini ok BRI
HE CEC H1 iy MMP-3 I VEGF )3k | AR 1L-10 19223k, T GEJE 3 1 ERK 5 57 Sl A 0 mm .

[R#iE] MEBRENA-1;ERK 555 SR A Hod &8 KR
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The role and mechanism of high mobility group box-1 protein in the degeneration of lumbar cartilage
endplate in rats/LI Lei, XING Wenhua, LI Feng, et al/Chinese Journal of Spine and Spinal Cord,
2018, 28(11): 1026-1033

[Abstract] Objectives: To explore the effect and mechanism of high mobility group box-1 protein(HMGBI)
on the degeneration of lumbar cartilage endplate in rats. Methods: Four-week—old SD rats were sacrificed
and the lumbar cartilage endplates were taken out under the microscope. The supernatant was extracted after
digestion.  After culture, isolation and purification, immunofluorescence staining was used to detect type II
collagen and cartilage endplate cell (CEC). Different concentrations of FBS were used to culture CEC for 24h
and 48h respectively. MTT assay was used to detect cell viability. The expressions of MMP-3, vascular en-
dothelial growth factor and interleukin were detected at 3, 6, 12 and 24 hours after adding human HMGBI
to the third generation CEC. The expression of extracellular signal-regulated kinase phosphorylation was de-

tected by Western blot at 0, 5, 10, 30, 60 and 120min after adding 100ng/ml HMGBI to CEC. CEC was di-
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vided into six groups: control group, HMGBI(100ng/ml) group, FPSMZ1(HMGBI1 inhibitor) group, HMGB1+
FPSMZ1 group, UO126(ERK inhibitor) group and HMGB1+U0126 group. The expressions of MMP-3, VEGF
and ERK signal transduction pathway phosphorylation and Elisa 1L-10 were detected by Western blot. All
results were repeated independently for three experiments, and their mean + standard deviation was calculated.
Results: The expression of type Il collagen antibody was positive in CEC cells, and the best time and con-
HMGB1 could induce phosphorylation of ERK

which gradually increased from the beginning to 10min and reached its peak at

centration for proliferation of CEC was 48 hours on 10%FBS.
signal transduction pathway,
10min. HMGB1 up-regulated the expressions of MMP-3(P=0.039) and VEGF(P=0.042), but down-regulated the
expression of IL—10(P=0.025). The expression of three factors was the same as that of gene. Compared with
HMGB group, phosphorylation of ERK signal transduction pathway was significantly reduced in HMGBI1 +
FPSMZ1 group. After ERK signal transduction pathway inhibitor (U0126) added to CEC,
MMP-3(P=0.041) and VEGF(P=0.042) decreased significantly, while the expression of IL-10(P=0.004) increased
significantly. After adding RAGE inhibitor(FPSMZ1) to CEC, the phosphorylation of ERK signal transduction
pathway by HMGBI1 decreased significantly(P=0.031).
MMP -3 and VEGF in rat lumbar CEC and decrease the expression of IL-10 possibly by ERK signal

the expressions of

Conclusions: HMGBI1 can increase the expression of

transduction pathway.
[Key words] High mobility group box-1 protein;

Cartilage endplate; Rat

Extracellular regulated protein kinases signaling pathway;
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— CYHCEABGR AR IS SR 2
S W AFE (71 25 2010 JL 0 ] L i 4 1 2 T) ) B 7
Yy 5z A A ) B A N BRI BE 2 R A AR A
SEUOME ) 5 200 i s AR A 4 o) 2 2 AR A T
FE 2 20 B A ] 48 38 A8 %) 19T B ARG 7 48 A %) S8
%, wiE R -1 (high mobility group box-1
protein, HMGB1) 7t 2 Fift Jg& 4 F 4F J2& 4 1) 2 M 2
IO A A A AR A RS AE HMGBI
W5 TR IR AR, HMGBI fEfgidid 5
M SR AR = ) 3Z K (veceptor for advanced
glycation end products, RAGE) &5 515 b Nl 5
e B S WK R I A e RN T AR
1 & W mT RE il ik 20 i AME - 98 55 O (extra-
cellular regulated protein kinases, ERK) {5 5% 3
BRI — L R AR RN, N R A A R
S BT ERME P, ST HE A
TSR 248 5 AR R AR 2R 0L, TEIR 2% Y i e
rh UL B AR B o B ER AL, AR 9T  BR R I 4
J& 2 1 -3 (MMP-3) | 1 41 g 4 5 -10(TL-10) 0
ML BT (VEGF) 1 32 3 X5 #0R 4
I8 AZ AR SCTO FATTHED HMGBI 45 & RAGE 3%
W MEREZEY, il ERK 555 &k
i MMP-3 VEGF 1 IL-10 f &3k, Ml ik —

AR ERE AR, AR E W
HMGB1 5 K 5 HE 20 A ARGBR A2 iy Rk, 8%
PHPCR ZARIB A ABL

1 #MH5FE
1.1 EEEUR A

W AR R LD I 9O (Cy3) it B4t
§l 1gG HRP bric Fhi e Pt (G A4 T
A B2 Al );CCK -8 (DojinDo  Laboratories,,
Japan) ; HiScript 1% %% 5¢ fiff (RNase H) (5 2 4E il
22 AT B F] ) 5 Triton X=100 [ V5 4% 35 2 (1)
() B 5 A BR S vl ] B TL—10 P A 72 Wi B i
ERG A (RS R AR YRR R A W) 3 3R
T 3 &9 5 (PVDF i, Merk Millipore , Billeri-
ca,MA,USA); ¥t % Jt ¥ K & K 7 (southern-
biotech,USA ) ;collagen I (NOVUS,USA); - #i /i
BERE (DTT, [ 245 2 B A 27 iR A BR A 7)) 5+ 4
BLU MR B4 (SDS, 1 24 5 Ak A iR A PR A 7)) 5 3
5 A6 2 KOG ¥ (ECL, Thermo, USA ) 5 & RNA il
$2 1L (Trizol , 38 = KAEWA PR~ | ) s s Ak
WK g B (50 xROX  Reference Dye 2 .SYBR
Green Master Mix, VAZVME);Taq #1 Pfu DNA
REMMIEASY (Tag Plus DNA Polymerase
DL2000 DNA Marker, %! 72 KAEY A BRA 7] 5 51
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YA (DU AR ) TR R F ) SER
Jt 5 &8 PCR ¥ (ABI7900/illuminaeco, USA ) ; /3t
JERE T G R AL S E AR KA BRA D)
1.2 SC50 3 W B 2 40 i (CEC) 1 15 75 Al
Iy

4 JEIE TG 9 SD K B (1 P8 2 Al K A B )
SCE R ) HEREAS PR MR EE R 60~80g, AbAE
KB, BB N B L1~LS FEME 4 24, 7 8
SEH P (9 JEAG CEC, FLRERAE B R 2,
T S ACBE T A T R W BR B A% MR AE o, BiRE &
25 1mm’, B 2 2% vh ¥ (PBS) ¥ Uk 3 K ; &5 0> 1000
¥ /min,3min, 7 LFIF; A 0.25%00 g A 1
37°CHH AL 30min; &5 .0 Smin, 7 FiE B 10% Ha
4 1L 7 (FBS) Bt B (19 0.2% 11 7% 158 J5 g | 37°C 3 fift
30min; LIEWH B EH EPE N, HE O, H&
10%FBS ) DMEM =5 0 1% 7 5 5 8 22 77 20 ., %
fFEAAN 60mm IR FRIL,; &k 3 Kfe—ik
W, RS 10% FBS B FE DMEM 85 57 5Lt
Fr45 %, bR K B B 0 A e IS 0 IR 4 R il
K 90%HEAR
1.3 CEC M4 K3t il

TE 55 7 1A 8 € 1€ 4 40 M9 19 3% A PBS o
Ve 3K, H 4%H) 2 R W E e PBS [ & kgt
A 3 ¥ ,30.5% Triton X-100 % J& i i%& 20min,
PBS 2l e gt i 3 W, oK 480 T PBS, 736
ol A i v % 7 B 30min, W s d P, A
K 3% RS R R AR R Y — L 4CIE F R,
InzZe e 0, B R L kR 2% vhV (PBST) #h P 3% A
3K, Z A WA BN P 40 ,20°C~37°CHE
A 1h,PBST #hyed 7 3 W, 47 ,6-— pkI-2-
AR FEN[ W (47, 6-diamidino—2—phenylindole , DAPI)
WEEHEE Smin, i PBST it 451 5% 4 1) DAPI
Smin, WK AU T W, F & PG G i £
R E R Bl RSO B N IR EA

W Ix10° AN 4IHE (55 3 ARG BEN IR ) 2 3]
96 fLANAE B R, I TE & A 10%FBS 1Y 55 57 5
HEATH MTT 5256, 435 3] 90%fil & i 15 1k %5
B B85 32 0058 3 A K RUREAE 5 2 A 40 i
FH B ARG AT EDTA BIR A TH AL, L 5x10%/ml 1)
BT 96 FLEE A, BEALES N 1004 41 i
BRI, LA 3 96 FLEF FRAR K SER R 6
H.A RN EAE B~F HNAFEWE (0.1% .
0.5% 1% 5% 10%) ] FBS , % MR 20}y A 25 ML 1)

REFRIE 55 % 24h FI 48h; W 25 15 9% 3k | AL
I MTT AW, 7640 M35 7246 A 37°CIEE 4h,
W LN MTT TAEW , %L DMSO, FH#8 # #+
WCAT il IS0 4% €0 58 @V ff 1 20 ok T A
OD490nm #  £5 FL 1) W G A
1.4 HMGBI1 #|# CEC J§ MMP-3 VEGF #I IL-
10 1) mRNA K3 (1 #3k

B4 3 40 CEC 43 2 35mm 40 L 15 357 1L, 5%
10° 41 /2, DMEM 35 37 56 40 Jif 5 5% 24h 4K
% 90%, fin A 100ng/ml HMGB1 100wl,7E Oh 3h.
6h . 12h F1 24h, fii H Trizol i F #& B CEC
mRNA, il MMP-3 VEGF .IL-10mRNA (RT-
PCR ¥ ), f£ Oh.6h 12h F1 24h & MMP-3 .
VEGF (Western blot %) IL-10 (Elisa ¥ ) %) & A
Fikig, RT-PCR 51 W% 1, FZE LR HK 95T,
15min, 1 MG ;95°C . 10s,60°C . 20s i1 72°C .30s,
40 NG, AR R S 3G 1k 00 A il 22 DU
i€ , Western blot ¥ 09 F 2% k. H PBS Al
100ml 25 A7 1% 85 11 -0 11 770 (4 240 AE 24 A 2% o o
XF CEC #EAT¥E U, 2 A ), 18 4°C7F LL 12000
5 /min B0 Smin, FFAE 129%SDS— 5 TN i BE e 5t
JiE (SDS-PAGE) 1418 , %% % PVDF &, 1] 5%t
fig W5 % (50mmol/L. Tris,pH fH 7.6, 150mmol/L
NaCl,0.1%FBS) &t 31 7£ 4°C R 6 , 7€ Tris—HCI
2z i R W (TBST) Hr e % 3 Uk, B 5 5 28 — 9t
IsG-HRP Fi iR % BFF 2h, TBST k¥ 3 Ik ,5~
10min, FE9E G I WS, X G R FE R 5 B8 8
5%, H Band Scan B4 Bt 58 A K JE A  Elisa
22 AR & 20 0 ) Y 2R A2 15min, 200 R &
P P U L SR AR TS 1 10min,  JE Gyt sh i
M A 10min, B 23 v 5 —$0 (F BB 1/300)
ACTIHHE S, ERFF 10min, 37CIAKTFE
15min, £ 37°CHRA N H B SR E MR-
FALY B AT 15min, IIAJEY , 78 36°C .

X1 S519F5
Table 1 Primer sequence
i 3 5 1] KN
Sequence Size
Forward 5'~ACAGCAACAGGGTGGTGGAC—3'
GAPDH g iverse 5'“TTTGAGGGTGCAGCGAACTT=3'  253bp
Forward 5'~CGTCTACCAGCGCAGCTATTG-3'

VEGF  Reverse 5'-CTCCAGGGCTTCATCATTGC.3”  145bp
Forward 5'~ACCTATTCCTGGTTGCTGCTC-3'
MMP=3 peverse  5'-ATTGGTAAGGTCTCAGGGTC-3'  235bp
1 1o Forward S'-AGGACTTTAAGGGITACTTGGG=3' 50

Reverse  5'~TCATTCTTCACCTGCTCCACT-3 p
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MR AAEE P E 15min, AERIRVES M PBS Uk
W3, mIEMALIEZE i (A5t shy,
100wl/4L) IR A 5 43606 BT &5 OD 450 {E
(K 3min) ,
1.5 HMGBI1 5 ERK {5 5% S0 R

£ 55 = 4% CEC " it A 100ng/ml HMGBI
100wl , 435 £ Omin . Smin , 10min . 30min ,60min £/l
120min B ] Western blot #] ERK #5 2 1k 1)
Feik , ¥ CEC 43 % 35mm 45 3R 1M, 5%10° 4~
YUHL/EE, BESE 24h K E 90% ¥ CEC 7374 6
4. XM 4] HMGBI (100ng/ml) #1 FPSMZI
(HMGB1 4 7]) 41 . HMGB1+FPSMZ1 41 .U0126
(ERK #415%1) 20 HMGB1+UO126 4, KM 24h
J& , K 4% 20 MMP-3 \VEGF il IL-10 4 %3k (J5
%A 1.4),
1.6 Sitawr

i i SPSS 18.0 #K A (SPSS,USA) # 17 4t it
INT, TR R R 3 U E A ST S Y Y B+
FRifE 22, WA 2L 1] F 35 850 L e i ST PR AR ¢ K 56,
22 2L [R] 1) 35 850 L0 3R F L IR R T 22 43 B, P<0.05
h2ZEFAGIE L,

2 #R
21 CEC %3

i B S e e e A I IT 28 je B, A6 200 1% 01
400 %7€ ' A B b 24 BE UL 2 20 K5 7% 11 4n g 11 784
JRE B AR e 3k 52 BEPE (BT 1), TE I 43 85 355 37 1 4
Jifi )& CEC,
2.2 2B P A

(12

FIAS TR BE /Y FBS 430l 5 9% CEC 24h (48h,
RILRHAT FBS W (1 A Wi im0 24 40 i 11
21 B3 T S AN B R i R A (3R 2), AR B R
W R 10%11) FBS K5 7% 48h B 3 K 3 i |- 73 it
e H A R ] 5 5 R Y FBS K5 37 1 3 4 R
. 10%FBS K577 48h iy CEC 355 e {3: 14 B[] 1
AR
2.3 HMGBI1 5 MMP-3 VEGF .IL-10 ik ) 3¢
%

1£55 =18 CEC " /it A HMGBI J& Oh 3h .6h
12h F1 24h # MMP-3 VEGF F1 IL-10 f mRNA
Fik WL 3, HMGBI1 8 T MMP-3(P=0.039) Fl
VEGF mRNA (P=0.042) ik, T IL-10 (P=
0.025)#J mRNA 51k, A HMGBI J5 6h 12h
Al 24h #) MMP-3 \VEGF F IL-10 A9 2K 1 £ 3A5 WL
K2 3 4,5 mRNA B9 &k —2,

24 HMGBI1 5 ERK 5 5 ¥ S A MK R

JA 100ng/ml HMGB1 J& /&[] B 8] 25 ERK
HF5 SR mumib WK 3 fk 5, HMGBI g%
5% ERK Fl JNK 15 5 % i 2 W R 1k , 10min B
TR B WEAE, Bt i o 5 ST (1) 1 4iE 1 350 37 R A

[ B Jim A U0126 J§ CEC * MMP-3 (P=
0.040) fil VEGF (P=0.041) kR, ifi 1L-10(P=
0.004) [ Fik T+ (£ 6).

X B 20 HMGB1 41 FPSMZ1 41 &% HMGBI+
FPSMZ1 01 ERK {5 5 % 5 & 72 W W R 1k 3% ik
KDL E 4, 4359 R 1.1.62+0.09.0.81+0.03 Fil
1.20+0.07, H:# FPSMZ1 4 Wik ERK />, Y
a2 A geitF e X (F=0.352,P=0.012),

(i)

B 1 4335 A0 A0 WP ORI 5 e 60 S5 g8 mT L I AR i IR BT AR 2k BHAE (a x200;b x400)

Figure 1 The cells were stained with toluidine blue under microscopes, and type I collagen antibodies were positive(a

x200; b x400)
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HE e B A B AL AR 2 2%, R S ML vl g
A ME ] 5 A B 0 AR 7 I A | 3 A 5 0 e R
SIE AT A A0 2 A BAE T A DY T R
LAl [N A0 A W5 2 W 38 3R A 0 P i
HE ) IR AR P SRR A 3, TR AR AT o
HE 8] 58 58 B NURIEZE b U (AR, AR &
R AL S 77 A 5 R A A B 2 A 2 5 BOHRE 1) 2 Y

F2 MIT &l EHEFEENE (%)
Table 2 The cell activity were detected by MTT

24h 48h
KHIR4L Control group 100 100
0.1%FBS 10216 11043
0.5%FBS 103£2 1111
19%FBS 10745 117212
5%FBS 11449 137211
10%FBS 103£2 148+15
F(P)i F(P) value 3.12(021) 7.52(0.01)

T F P BB 242 3 U ST S A - 24 (bR D (s )
Note: The data in the chart were all obtained through three

independent experiments

B A A e an pH (A REAR 2 30 10 9 & Bk 20
MINO 4 FEYHERSE, S5l — R E 8%
N 35 AR AR P R B R — 2 IR, AR R 2 B A
SR 0 TR AR AR A T RE R S
RS 1) 53R A 11 3 2 i A

BB AR AR A RRAE 32 B RE N B PR AR
TR AR R AR 20 W 1 20 i A R B P
LR HMGB A Sy 24T 1Y I A BT, 76 R AE
S R OCHEAVE FHUS, FEAT DI & R R SE 1R
TSR AR IR A (40 VEGE) /Y 77
A:lem - VEGF Bef% 1E [ i fid if HMGB1 Bk, &
A kb BT 3 B 4R 2R I (MMPs )
w77 A T 98 5 S W A g 191, MM Ps i 7]
SO R IR RN B [ 22 R A sl
MMP-3 J& MMPs K& ) — 1, 4HFE CEC H
1) 2 TR BE st | Jg Dt 1) 3 PR A AR AN N, S5
T At B D3 A LU B T A 280 K A T 78 D A 1
Z W, DTN AR B LR R 0, TL-10 RE B 7E
B SR AKF-J i 40 B PR AR AR IR i e, g
% 38 2o ¥ mRNA K A (9 AL 1 78 5% 5% J5 KOF &
VEAER, SO REAE TR 1A P9 4t M R 4540 700 A

&3 HMGBI1 #I# /57 E Bt 8 s & AR 40 i B MMP-3, VEGF 71 IL-10 #) mRNA 3Ri%
Table 3 The expression of MMP-3, VEGF and IL-10mRNA in cartilage endplate cells at different time points
after HMGB1 stimulation

KL HMCHT st
Control group 3h 6h 12h 24h
MMP-3 1.00+0.00 0.88+0.13 1.18+0.02 1.94+0.08% 1.23+0.03%
VEGF 1.00+0.00 1.04+0.02 1.5420.05% 1.870.13% 1.73+0.07%
IL-10 1.00+0.00 1.19+0.02 0.93+0.12 0.78+0.13 0.430.07%
(D5 % B 41LE AR P<0.05
Note: DCcompared with control group, P<0.05
HMGB1(100ng/ml) HMGB1(100ngml)
" Oh 6h 12n 2ah Oh 6h 12n 24h

MMP-3

VEGF

GAPDH

2 HMGBI HI¥U5 AN [ 18] s 4R 24t i MMP-3 \VEGF 1) 28 1 22 I5 15
Figure 2 HMGB1 was added to third—generation cartilage endplate cells and the expression of MMP-3 and VEGF

protein at 6h, 12h, and 24h
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& 4 HMGBI1 R # /5 7 [ 6 = 355 2 4% 48 b o
MMP-3,VEGF.IL-10 & H &%
Table 4 The protein expression of MMP-3, VEGF
and IL.-10 mRNA in cartilage endplate cells at
different time points after HMGB1 stimulation

MMP-3 VEGF IL~10(pg/ml)
oyl ffmup 1.00£0.00  1.00£0.00  61.29+2.48
6h 125:0.04 091026  50.11:330

12h 203£0.147  1.70:1.137  27.26:2.63"
24h 1475005 1.50:0.01  35.62:3.72

1 OxFBRALHBE P<0.05
Note: (D Comparison between this group and the control

group, P<0.05

&5 S HMGBI /5 ERK #%8 1¢ 75 7 B B (8] B R 3%
Table 5 The phosphorylation of ERK at the different
time after addition HMGB1

P-ERK ERK P’ﬁw
o TI g}mp 1.00£0.00  1.00£0.00 1.00
Smin 2.17:0.17  1.0620.07 0.028
10min 282029  0.99:0.03 0.042
30min 173:0.56  1.0520.04 0.560
60min 127:030  1.1120.05 0.738
120min 093:0.19  1.12:0.17 0.5

ERK

B4 HMGBI 5/ RAGE #i il FPSMZ1 1 43 #1# CEC
J5 ERK {5 5 6 5 33 A2 B B IR A 2235 7K1 (= A 2 il it
R+ e i) )

Figure 4 The cartilage endplate cells were stimulated
with  HMGBI1 alone or in combination with the RAGE
inhibitor—-FPSMZ1. The phosphorylation level change (+ is
reagent on the left side were added, - is reagent on the

left side were not added)

HMGB 1(100ngml)

g5 l0 30 60 120

brme |
p-ERK

3 A HMGBI J5 A [ i [R #5 ) ERK {5 5 #6242
R IR fb 2 3%
Figure 3 Treated with HMGB1. The phosphorylation of

ERK signal transduction pathway was detected at different

times by Western blot

% 6 HMGBI1 /5 U0126 #l # CEC & MMP -3,
VEGF (#3418 ) 1 IL-10 (4348 ) M2
Table 6 The cartilage endplate cells were stimulated
with HMGB1 or combination with U0126, the expression
of MMP-3, VEGF, IL-10

MMP-3 VEGF  IL-10(pg/ml)
oy (ﬁﬁfﬁoup 100:0.00  1.00:0.00  88.44+3.53
HMGBI1 1.56+0.04" 1.61+0.38V 48.18+2.45V
U0126 0.71£0.07" 0.69+0.29% 129.73+£3.31V
HMGB1+U0126 1.22+0.10% 1.32+0.44% 68.16+1.76Y

. O3B %, P<0.05
Note: (DComparison with control group, P<0.05

PR AR -2 14 3R 3K SR 1 i AT 51 B R A7 A
I TL-10 AS{H B4 i 28 i B 1y, 1fii HL 3 g R 1l
2R E 51 19 AF 1IE # 4 L4541 19\l I, MMP—
3 .VEGF Fl IL-10 5 i Z i i 8 A8 25 UIAH OC

DLAE BB 5 B 22 0F B HMGB1 7 18 JI5 i 41
k20 SR 200 iR A I 0 i b R S R E MMIP=3
1 VEGF (335, 180 1L-10 123521 A58 %F
KEMEHE CEC #F 17 T W%, 25 R W, 7 HMGB1
$3% 12h J5 CEC # MMP-3 VEGF FI IL-10 484
B 09484k, MMP-3 fl VEGF ) mRNA Fl &
IR BEAE I (A SE A S S TS TR R G
o 24h FAE Y KT 6h, 1 [L-10 Fifi 25 B 8] 4E K 2
A N R G T s, Jorh 24h BN T
6h, VLHHFE K BRIEHE CEC ' HMGB1 5 MMP-3 |
VEGF Al IL-10 B 28 fb & PIAH 56

i — 2 T HMGB1 12 # CEC 1B 728 1y L
Hil, AR T ARG S ks, Hi
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ERKAF 5 SR A2 A Ay 52 M 51 4t MR 2% 1) ik 4%
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