ﬁ—uﬂuﬁ’r% P3S8MAPK {5 S i@ g {eif
ZEHHE R AR BRI IR
=sar' % ¥ £ £ gx’

(1.5%@3[:1:1&% T ARSE225400 5 2.3 TP EERR, LA 50N 215009 ;
AR IRKRFAPIREHFRERELERT, E5200237)

W OE A0 AP38LERENE G (P3SMAPK) AN S, IR & A F oy et s LA AR R F
FOR A AE AR Tk W R R AL Ay 2t B2 P 24 e 24 P3Q FELIBT A 28, il id Rl sk K R AR BAEAR R O3E E

LA4-5F RMIA 6 7 ik e — A L A AE ) 55 % R T BOKEE R . 3 B4 T IR I 4 2% — W 25 AR (DMSO ), 4 22 &K
BR P AT MAEH 2% DMSO, A& HE R ;P 25+P38 ML ) 48 T WA 2 4PP38 5 SR P ), 35 47 do o7 ik
. &34 A% T 4R G LBk @R e Me i 5, AR E SF 51 AR I SR, Y bﬁz,HE%éﬁT%%&Mixﬂﬁﬁﬁéﬁﬁ
H L, Real Time PCRZEA-MPISMAPK ., & Fi & 8% @83 (MMP-3), X2 B & G 89 (MMP-9 ), & /8 P9 B £ K BT
(VEGF ) % 3547 ¢9mRNA & A , Western Blotix#- M VEGF . MMP-3, MMP-9 . P38MAPK | B i AL P38 £ 2 R &AL 3% & bl
(P-P38MAPK) #9& & &k, 4R 874 )85, PHARFAME AL 2R MR 5T Hw 228 (P<0.05), 42T, 3
LELAS AEAE ] $E 09 0 R A5 3 AR A oA B A9 AR T 5 s BR R e P 254+ P38 TELIT I AR ML, P 25 20 A5 MR ] S 69 2 4R B T A
MAZMAA = PR, P ULS ST B M A A 42 P P3SMAPK . VEGEF , MMP-3, MMP-9 #9mRNAAE & A &0 2 5

%ﬁm2m<mﬂ%)
( P<0.05 ),

it B AE f Tr AR E P3SMAPKAS il 24 e BRER AL, AR R

i 4% 41 2 F P3SMAPK . VEGF , MMP-3, MMP-9 % P— P38MAPK€J’J£\§J£L7K'T‘H}]E’_%’T‘ﬁ-{’&Z@l

MBI A LS, RSLATE LTS

%%ﬁi,ﬁﬁ%h%%ﬁ(ﬂm)%%%%&&mm%ﬂt;ﬂ%mkﬁmﬁmﬁm%%ﬁiﬁﬁﬁ&@

KR BAERT
fE4S#ES  R681.530.5 XEAREED A
E£WMEBE BRaXAFALMA (81473691)

[l HME T8] %% 28 8 E (Lumbar intervertebral disc
herniation, LIDH ) 2 IIfi PR & Wik . £ kKiK. T4k,
FEHE 18] 3 28 H IS A S AR 2 B WO ) 4R 18 H 4 4
£, LIDHAR AL TCAL 2 B AR T 15 10
T, RIEER B RTH R B A NI Z R
W (resorption) P Fip 3 3 il 7F 5% K I R R
SLhE T BN, %f?“j"ﬁ “a A I AER ek
LIDH B (I RRE PR - 3 Ei W i iy 2 M e
58 A R, P38 22 24 it Ak 28 1 I (P38 mitogen—
activated protein kinases, P38MAPK) {E 5 I fE%
T L A M PR Ak SRR T 2 SR AR
ARPL PR RAT T, 25 300 1l I A A 2
AR A I A A RN A LA M T A A G A, f k5 T
R S0 T 5 38MAPKAS 53 6 1) 5k % A
Koo AT BTSSR He 45 U 1175 FIP38MAPK
S PR BEL I FRD0T DR RS LR A% 11 ZH ZR 25 A A 2 21

BEAMEEE S FRK P3ISMAPKAZFid% AR A% EE
XERS

KA RBAR
1672-397X (2018) 06-0075-04

HFF 4R E N3 (MMP-3 ), MMP-9 . Ifil 45 Kz A4 K
HF (VEGF ) & P38MAPKE: P 18R 11 32 14 1Y 52 ]
PRI 25 S0 I 1 A [ 2528 H ER R A
ML
1 RIS
L1 #hdh5om Be8e3 H iR E 7 180~22027)
SDHEME A B 30 2, By b ¥ SlacSE 50 A BE T 4T
AL, AHAES : SCXX (1) 2015-0005,

12 %4 BN BEFRA  PRIG M (Fh
PN T B B 2 R R L), 25 W AL A R B R
(£%) 20g. 24 H10g. )1l % 15g. &5 A AR 10g. B C 10g.
A IR10g, Jg R Al 10g, # e 15, K45 6g. 177 T 6g,
H ¥4 7K 500mLIR #9 30min, F{ 2 (K F12100W ) JF 54
Jii FI30mind 71200mL, F A1 7K 300mLAL 30minki
T200mL, 2 AR 5 - 4 46 1l 1.5g/mLRT 44 A7 T4
I8 VKA . MMP=347¢ 1A, MMP-9 #¢ 1& | VEGFHT 14 |

;2 4T Hoots % 50 5% 618




P38MAPKHT 1, proteintech/z} ) B iR kP38 22 HL R
TEAL T (I (P-P38MAPK ) Hi44, Santa Cruz/ 7]
DMSO, 73 B 14 30T 5 P38MAPKAR = 14 FH Wt
1, SB203580 (S1076), Selleck ChemicalsZy 7 ; EIRNA
J2 5 SR ) £ EasyTaq PCRIZF &, GibicoZ 1l 3 9%
S EPCRIAF &, ALl 25 ety A BR 22w 5 TL-18M
BRI RE DL, I ELONURATFE T 3 SW-CJ-
IFDEE TAER, LGRSO A FRA RIS ST ;
SBE6003 LAY, |- B R DR AE WA R A w5 PCR
FEH Y 1Y, Bio-Rad /A 1] ; iCyclerd )t i TPCRAY,
Eppendorf 7] 5 XSP-17C| & A9 W ise, i Ir
HAAUERA FRA T 5 Ti-S G it , HARJERAT] ;
RO AL, BTREERR R 2 A R A A
2 XLWHE
2.1 sanhEg KRECRHSERREYL 453 R R
2] AR 25+ P38 BHINTRI AL, 1 10 H . 341R
FHFR—ARAGERL, 5 H 1%, FE 22°C, XL, 12h
SCHRIERR (6 : 00—18 : 00),

ARIUEAME (Co ) HEB] 25 < BT R PR 4] 7 1 )4,
i I 1 5 R R SR ( 0.10g/kg ) BRI, 2 HBLS [ 3T
R, ERH R, FE O A T UK RS 3.4 2
MEREN] 3 (A0 B R 28, i 75 5 25T
3k (NA20.5mm ., #M2 0.7mm ) J 8% Fir BOKE ] 285 (1) £F
Y3, (BRI SUREE , T oy 2 — B H T RO
ISR, B 5 R FE A ME (B] 250 T 0 T SRk R R
(PC) & &I IR W AE A FRER K i £ FH . i 309 990 S 6
B3 H I SDEENE R SR 3. 4 FEAEAMER] 3510 H AR N
(3.56+0.42) mm, =4 (3.18+0.40) mm,

FEAHE ] £« DS S MEHE R s, W 15 30 B2 ik
Ja IE I 2.5emIE VT, 5 25 i B S LA 41
ZUHF KA. 220, ZEEL4 | L5 1) B 58 A HE
M, FH A e BRLA | LS i 5€ Ko 4 B HE M AN 56 43 HE
SR, I 7 58 Sk 2R B O o) e A A R (il
JFE R 5% 422 Ml fi 5 9, R ADLHE ST N 3R, B T
B R TR A R L, LS B LA 24 B il — 23
o B CEE EPCE B Co3 | 4 ME R B A 25 I
W, BE2%A, VINMGHRAGERZIRE LI Y, fF
KEIE, AT IE R WSS A B IR R SR .
22 BT ERUSSE2H, AT, AR
20T A AR KV B IR I S 2%DMSO  (10mg/ke ),
LR/ 5 25 21T 25 006 I 7 B 57 9% 9. Tm L/ ke 551
L J/dHES , RIS RS 29%DMSO (10me/kg, 17%/d) ;
rh 24+ P38 BH T 751 41 7 I 1 PN 1 S P3SMAPKI) BH 7
FSB203580 (fii A i FH 29%DMSO: %, 10mg/kg,
LR/, R SRR A BEER K E S . A4l L 2h
VT4, HES AR AR sk &

76 BUELE R A I N 4 X

PP A R0R L3RR I R A0 =l R o
x SRR R (0.018) THE AR,

23 BOM T4 SRR A AR BURRIRAL AE.,
WRF AR AT E A, B A A ] 48 2
BRPCAE S f s I HL RO AR E I sk R 2
930 203 AT 1 A 10%F1 H FF B ] 2 Y
YHARLIE 2 24h, 48 4w m/ERALD) 7 ArAS, FTHES
5 75— H 0.0 tmmol/ LB FRZE th A (PBS ) k25
M)A EFRCH T HEPE H, T-80°C U4 Fh
ff. T H T Real Time PCR, Western BlotZEf:ll
24 HELEMZMBRBEHL YHEHHED
I, B B A KA, 3R R G 4 10min, #hE, I
HE KR, 155 5K E T 0.5% 44 4 1min,
70% BERL 54K Smin , K VEIFHRL . HRUBLK,
E, B A

2.5 Real Time PCR7r i # ] B 49 & B #9mRNA &
ik HEHUERNA  #%GibicoZ FIRNAJH #2387 £ 15 1
5, 0 A Trizoliat 771 75 VA 12 4% HINPCsI) EIRNA, [
B Sk AR G, BUDEPCAE 31 1) 200 L PCRAS
UK L R AT g RNA, 1O L DNAKE Hiz, fil A
Forward Primer (20 wmol/L ) FlReverse Primer (20 mol/L)
% 0251L, 0.125 L Taqfif, 2L dNTP, 1.5 1. MgCl,
(25mmol/L), 2.5 L 10 x BufferZ% tpifk, il A 17375 L.
FIddH,0, i 2 b AR R SR FGA 2 250 L, F42°C I
¥ 5% 1h, 38 HcDNA, i #Real-time PCRXJTNF-a |
IL-1B8 . P38MAPK , MMP-3, MMP-9 JE474 4, 51497
B LI R4S ZZGAPDH R N 2, F| HPrimer premier 5.0
FINEL RS P91, WAk 1.

A1 31455
314 A% 5
5" ~CAGGGCTGCTTTTAACTC-3
5" ~-GGAAGATGGTGATGGGAT-3’

5" ~CAGGTACCAACCTATTCCTG-3’

WP Reverse Primer 5’ ~CAGGGTCCAGAGAGTTAGAT-3’
Primer 5" ~ATAGAATGCTTACTGTGCGT -3
Primer 5" -TTTGATGAGTGGATAGCTCG -3’
5" ~CACAGTGAAGTGGGATGG -3’
5" -GTGGCTGACCCTTATGAC -3’
Primer 5" -CACAGTGAAGTGGGATGG -3’
Primer 5’ ~CGCAACAACGCAATCTATG -3
5" -ATTCCGTCTCCTTGGTTCA -3’

Forward Primer
GAPDH

Reverse Primer

Forward Primer

Forward
MMP-9

Reverse

Reverse  Primer

Forward  Primer

P38MAPK

Reverse

Forward
VEGF

Reverse Primer

PCRJZIV : 95CAAEF, 5 minTiAE M, 30548 1,
56~65 °C 30si K (I A 1 51 9 (1438 il BE 58C),
72°C & AT I T 35 MG IR, ARG P R ECT
(eycle threshold ) {H, 72°C Sminfx & FEff, £0.2°C
BLHLCTIH, 23l 24 k.



DIREHEE S FRLIK ;SRR NS 1) S PCR
7=¥) 5 6 x DNA Loading Buffer{fe 2], 3= 4 W #% I
BEo 120VEL FEDEFTHLIK 24 30min. 475 [ 1 7 V5 e
T RS M B IR, 5k vk, BRI, 7E KNG
ST HIEHT , I HBER G R Eeamiic st

JIEAG 0 D A S F4 s B S B R PCRASUT B
AR 8 B, i BRI SR Y, I S hm it
PEATS LY, 38 CT{E R AHSESE R I R kK T
IR E— LA RE AR
STHLE R 3UR (n=3), BCTE-X(H ;
RELFEER A FRmRNAK
o BBFRNBEAEMCTIESNS

[
S - \ )
/ A ﬁ'&
% o b
»

GAPDH FAEAE M 25 HmRNAY é” \ \‘\ ; ‘
(EROESEN e T = S ;

2.6 Western Blot7r ik 4 M| & &
FA AR U A A IBOAE ] 4
HAW B E A I HEBCAE FE
N A0 A% R R R AT E i

A8 2

I F 5

IR AEHES ZE L, 20 A% G (o B3 i el /L, A i
R RAE AR, TP A R o 2 PR 20 i A A 1 457
1, W 1, HEMREIESRARREE 5 T il ME 3—
.

3.3 &84 £ VEGF. P38MAPK . MMP-9, MMP-3
#mRNA A LE G52,

34 B8 4422 P-P38MAPK . P38MAPK . VEGF,
MMP-9, MMP-3 #)%& & & ik ik 45 0L%K 3 .

ST A

25

+P38 A )20
A1

R A28 HE & (x20)
E: BEAT R TN, RE kTR L, LAk T AL maE,

FiE 4 10 % SDS—5 [ 1S 1k Jlz 49 &2 AR AVEGE, MMP-3, MMP-9. P38MAPK a9 & B 48 xf R A F 14k (v s)
i, . 43 44 (R) PISMAPKIGAPDH ~ VEGF/GAPDH ~ MMP-3/GAPDH  MMP-9/GAPDH

= N Tl =N

YR, A A PR AN 0 2 A

UEATHLTK L 4B R R T ST 10 1.00£0.03 1.00£0.30 1.000.10 100£0.02
K, , > + " k .

Jﬂ‘ué e Jﬂ/ﬂ\ il k45 5 % LEE 10 356£0.04" 567130 415£0.23" 786+0.27°

i /N .

o PRI A4 PR ML 10 1.14:0.08 197031 3514024 328047

TBSTZE vh W 2 vk 5 & T 3 14
WP A 2h, SRR AR
W ImL— 3L W, 4 CHF &

it BB AL, P<0.05; # 525 +P38 FRBT A4 t4R, P<0.05,

A3 BMAENRAVEGE, MMP-3, MMP-9 . P-P38MAPK . P38MAPK# & G £ 2 )ik (x +5)

A

WA e —Pa, A

Ha(R) PISMAPK/B-actin  P-P38MAPK/B-actin ~ VEGF/B-actin

MMP-3/B-actin ~ MMP-9/B-actin

37°CHE 2h, B 10
TBSTI Uk J5 , FFPVDFfE i EL 10
PHPBAGAL 10

A G Vil Al o e 1) Hh

08650047 07210023 0777:0028  1.079£0017  0.8120.040
1463£0000%  1.657:0.032° 09050038 1746£0032°  1079£0.065"
07110041 0.657:0.021 0670£0.025  1275£0020°  0785:0.040

17052, AL S A B4
AR (Quantity One ) Il #8555k AR, LATF
3 R 1 8 TR 55 PN 2 BE B —actin ) B¢ JE T R
FUE R ookl A 3K, IR T ge it oo

27 %t F ok i STEXCELEC 8 &, R H
SPSS 16.0 3k 4% SE s B i A T4 1B, SE g A
I (xxs) Fon, BT IEZS YR 7 2255 PERL 56,
T %R R FOne—Way ANOVAZ> #, P<0.05 4% 3
Hail 5.

3.1 BLAAMER FR B R AR R MEA] T
/MBS (8.17+519) me, 25414 (19.29 £5.34) mg,
FH 25+ P38 BT ZH J9 (11.91+6.88) mg, H1 24 2H HE
[i) 5% 5T et /)M P i o T HA 2 40 (P<0.05), $27R
fi A L7 BEAE E 5 HME ] 2504 4/ NI EE IR o

32 HEREWMRZ MM AMEHE HehdHE
[i) 5% A FL A 2 2R A5 3R AR B Ol B B, S T LA 4

E . RGP RBALLEL, P<0.05 5 #5 P 254+P38 P A 200k 4%, P<0.05,

4 iFit

LIDHA] I & Fri e 2= “BERR " “BuE” JEms,
WEJE S M. X SRR X LIDHSE th 28 H i e
T FECRR LR L AK i, £ 45 Fh 9 RE A RS |
K ARAEFRBERF I B R LA F 2 b, (5 22
TR A P AR G S AR B 2R A 5T, A
R PR F s NPT R Y 5, MO 3RS
M7 SAASEIGYT Kk, WHE TIRIFLIDHI &7 “4&
AAEIMT”, B e 2 S LIDHAEE I RAEAR I
REfE Rt A2 W, Dy P I R 2,
KAMG 2 S0, FEAHE I M4 T, 1A T IR, #0AE
YA R o TR R B R s S
(E)NE, REREFR MR I, SCRE TG M Akt , HoAT s
N R RO MV AR 2 , SRS A I T B, FF
R A% 3 A ML/ IV P R BFF , 28 ik 58t 0 P 3 5 AR 1)
ORI L i A A, T R A AR B 25 A0 I

324 2018 4% 50 5% 6 1




LI %

Uik, AR BC 256 A RIKIEMZ 80, BRAl
AlEIE sk, O IR E R 2 BE, AR T
TAE MR 2%, SR A 2 BEAS Jok 4 P 28 AR A B8 114 7K
b Hip | KO 2 s, KR A ET . BT, I8
FREA G ML AR AT

VT AR SR R WF ST B, 28 H A 20 AR i A
Ak . 240 B A0 A Qo 4 7487 LA % M T 25 200 L g O 12 S
S EOHER] 258 B R EE R . VEGF/E RN —
ol i 6 A A R, s R T R S 2 A 2
AR bR BFT AR BT AR I A A T S L
LA 52 07 A s B B e 1 S i , Il 2 A AR K
it BB R, s ME R] 2 41 4R AF (IDD) ¥, ECM
(R 2 AT AN 2 HH BB A A A R i 0 T2 IDD 5
JRAP, MMPsSEECMARI Y S5 il S, Hom ik —
07 T 16 B35 8 i 4 R X ECMAL 4y (BRANE 1 £
W) 5 55— J5 T ] L i 55 Ak 20 -5k I ) 6 B
THME 8] 35 40 I g g T WFST R, MMPsSE % h
MMP-3 . MMP-9 2 il 34 EC M i S k8 il 31 1 56
RN, Hosn ik et S 80 a] 84 4L IDD, AT
Pk E e A

Studer *7E #N 5% 77 (14 B 42 40 I i A P3SMAPKA
70 J5 BE 05 5% FHTNF- o 175 5 (MMPs/TIMPs H i T
B, FIHP3ISMAPKIE 53 4 BE % J& $ MMPs
(3% 2k M T ZEHE ] SEECMIE fit it FR e %5 2 6 &
BUVER . PRI, ARBIFFE 2 25 00 I 7 il A 5
38MAPKA 538 6 ik 7€ H Bl A% 4 4L A 1l 4 4
IV B A1 38 T () A G A, 1 a0 2 A BB A% 1 4 Y
WA

ARSI S5 R I 350G L7 e RS I TE P3SMAPK
() R 1k, 2 F 28 1Y B8 A% 4] 41 R VEGF . MMP-3
MMP-9 fi4 J PR RN 2R [ e 3k, e b 28 H A [l S 1 21
B ML A AL FTEC M) R it , Jin s 5 Hh 21 21 T i
T AR 5 T 25+P38 BHIK R 40 T SR HEM 3 H 4B 25
W JEVEGF . MMP-3 . MMP-9 %) 5 [H Fil & 11 635
Z RN BRI AT L, 2506 I L EVEGE,
MMP-3, MMP-9 () 3 K L8 (1 363k, i i 28 tH 41 41
FMIAAE H = 2558 11/ T P3SMAPK A 538 [ A
FRALSEBH

SR M, P38MAPKHY B iR 1k BE 1% $12 = VEGFRY &
K, PR HESE HME R B2 SR BT A 1A Ak, 3 A
SBE R AR R, HIR IR R R2G B
T I e . 25 R T RE N 25 T AN ]
ZH M TEIR 5 45 P38MA PK(E S g 41, 14 5 HoAth,
JUR UG Sl B M AR T G R, KRR A
REE—AHINTZ 7 BIVE FHBLIL K P38MAPK 5 HAthy
JLAR A AT S 2 [B] B 2R
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