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H E EHEM R A (lumbar intervertebral disc degeneration, LIDD) J& 22 Flv A 55 A 3 22 IRUIH I IR %355 & 1 ISR i AA
FRAGERE R, A0 AT B 76 LIDD J& iR F5 fff 2 ) BS 22 iR . 2 I F 58 R B, 8 A 4KH 41 Mfd ( endplate chondrocytes, EPCs) % 2 i #F &
YR AL, BEL R AE ] 75 FR (LR, S & LIDD . EPCs % 2 AL 22 5 DNA #1405 | viiRn 48 1 800 0T IR0 0 2 AH G 43 i 22 7
(senescence — associated secretory phenotype, SASP) ZXHLHI A W0 ] 55 A ¢, 38 1 98 4% DNA 458 0 | 80T sty b I 05 12 0 SR A 3500
HEFF SASP T 25 FHOE 4 M 5 WS R A2 W] AWUR EPCs 38 3, OR3P BB M AR JH 45 0 A ) B, R 9 HE (] 4 1 45 A S 45 R0 % it

N, T SE 22 LIDD #E 7R
KB AWK BHME REZLKR
FESES R604

T ] £ 1R AF (lumbar intervertebral disc degener-
ation, LIDD) J&Z M A5 A 3 22U Il PR 155
J T MR TR AR A S A AR O BRI T B AL 4T £
PRI | 2B Ah A BE RE TR S R 3
PP AN AL TR A ] 258 45 40 A5 R 1) Rl 30 2 A 1]
FEHEAT Y B A e M SR AL 10 A B 00 AR
41 Bl ( endplate chondrocytes, EPCs) J& 2SR 8 A 4 41
PR HE — A1 I SIS 18 | 71 3% 49 2 4% A 41 I 20 3 5T ( extracel -
lular matrix, ECM) DL 4k 5 #E (8] £ 15 5 A= BE D RE . OF
FLE W], EPCs 3 & 23 78 ECM 43 WA 0 b AR 8 2k
i AR R R ZE MRS A B 0, e 2 Tin A ) R 8 f
R EPCs %% 7T fiEJ: LIDD & /E & R 9 T 3HLH

—.EPCs R EHR Z ik

B LR SR AL T A A A [R) 48 2 (8] A il )2 3 W)
BOR AR HE MR B TR 4 20, I a3 R opL R
HEI) S5 BE 20 78 3, 24 BB A DX I S2 45, A 48 HE 8] 4%
ME TR HBE I B TR, AT EPCs £
JHE AT T 30CR BA B Y, BB T WL SR T A7 5% B A
SRR B 5T PN AR A KL TET P R | R 3k Y R R R A
AR AR R IE WS BLT  EPCs f3T A
B UL H 2 8 (proteoglycan, PG) Al I it 58 b 3 19
ECM,ECM & 5 41 sl i 41 20 36 i i 43, IR TR 45 FP
JRAN I3 A Tl A R 4E R AL, ECM P PG

LW H  EERKARRFI A I H (81774392 ,82074517)

P B 0430061 BRI, Wb v BE 2 K 5T S B 005 2 B (SR HE
AT R F RS ) 430030 aIUTTAE — I BE (4R )
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31 1A]FL A B /N i LS vl M 8] 3 v e, 18 J5 19 o3 A
eim  BR AT 4E SR B WP AT HES, SO AR X
T U T8 VR 5 R, R & PG OB B X A
GEH A R 2R B HLAT v R B8 i S I T BE
HAT P BT sk R8T . 40 M % A S —Fh
WO, et 0 H G 2 T Bk A2 450 40 B O PR 47 4 4L AR
RE T, SR T Fifi 255 4 % 185 4 0 2% A LA B T 452 49 45 3l
W, - B - B AR Y ok e B kAT, AT
BHLWLRE N, EPCs 538 I 23 HE AR 7T 306 114 40 i
Jo 30 5 IR 2 0 B 0 5 AL 1 JB R T 9, ECM
Sr U/  ECM R R i e 32 A Ak, i i B R IE A
RE T B AT, 240 0 35 59 43 Ak BE 0 T B kI 3 i i 2%
MR 2y RE U6k 55 1 45 4 25 8L .

— .EPCs ZZHL#l

1. DNA 5 05 : EAZ 40 ML 7E 73 24 18] 3] 5€ )i DNA 3
TR B A R, RS G, .S I (DNA &
B A G, WY (B ) 3 W, A0 M R S A
AR KA T G, BT 2k 2545 8 DNA LAY 22 93 3L 1)
AE 1o VA 42 200 i A 100 1) 2 10 A0 935 4 i B 0 45 1 (eye-
lin) | 2 Jfd Ji) 199 25 11 46 381 U4 B ( eyclin — dependent ki-
nase, CDK) Fl 4t it J&] 199 25 11 40 6% 38 it 410 1 25 11 (eye-
lin — dependent kinase inhibitor, CDKI), CDK J& F
22/ N E R R VR oI5, H AT C R % R AT 13
AN(CDK1 ~13) , Hft CDK2 Ml CDK4 EEA/EH T 6,
WIS W1, ) B DNA S R kA 224y 341
Al5 CDK 4 3k M 2 G ) (cyclin - CDK & 47
Y) . CDKI J& T 41 i Jil 301 /% 67 3 4% X 5, ol 43
Ink4 ZZJ A KIP K5, Hoh Inkd KR p15 . pl6 55
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it 5 cyclin - CDK B & Y454 , M+l CDK4/ CDK6
G I 1 s KIP K R TR iy p21 , p27 S5 A M 5 CDK
454 BEAIK cyclin — CDK & &9 0935 1, 30 ) cyclin
PR, DT BELA% 200 B J 300 1E % AT, DNA 843 B
20 j Sk 16 52 48 405 S i B A 40 RN E e B ps3 |
p21 ZFEH ] cyclin — CDK 2 & ¥ i 36 P, i 20 jo i 399
=B AE G,/S W], T /6 T 40 M 52 % . Hafsia %% B
TR, EFUBEEEE E 3 (galectin =3, Gal —3) 5
/N UK EPCs 3 A A I IR 754 0 3 1 A 7
KX T T Gal - 3 4 50 AT DA G 35 B AR R DN
B EPCs MU T- 3R, fEILIERE |, XA B4 i 5 &
L, Gal =3 il 7] w] 62 38 2 #7 # cyclin 3L CDK 3 ¥
SECS W, G, WIE U DNA A RS2 458, DA 30 16l
EPCs 3858 . it o] UL, DNA #1455 § 2 cyclin, CDK |
CDKI 45 4 Jfd J&) 140 5C 25 11 3R3K 5 %, EPCs 348 731k
Al 1 A, T2 1 EPCs 33

2. Ui AL 4 H . EPCs 3 38 1 3 28 5 P 22— J& g hr
247 Rt R Y R R SR Bl L G AR A LG
BT A Ak e 1A R RS TR R 8 A T DA B R 35 A%
SRS E HOT R E RN, Zha Y
WF9E K B, 20 M 53 24 B8 5 il R b fE 58 DNA 5
A O Mo I 3, PR S A R
F18) G € 4% 326 i 4 i, g S 458 5 | A A2 T B D ek
LRI T R BT, 4k 1T & 2E 20 M o 2 3K A VR AL I
)& EPCs 40 f 5 & 09 7= A Bl 2 — o, B 47 1k A8 #fE
Vi) 45k 2 4 30 o R 465 0, 44 i L 4 R 184 0 B i L il AE
K i A 4 AT A8 A i =z 1, DA T S R R A B A AR
B, 0 B e AR AT 2 POR A I & TR % LR R Y
EPCs i A 0 B2 T 6 ) A JHUIR 50 09 5 2 A0 — 30

3. AR . SAUAR N SR AR AR A BT A AR R
A, 4 A1 8 ) AR IR 2 T SE K B T R 2
&, 3 % UM AR AR AR T R B RS T T 5 4 R
BUR K FEAR T2 H BUK i D Be , S B il 2 1 ke S
e R0 BB AR S A R W, A B
EPCs, S0 A L RE 7B, FCHT Ak 2 43 1) e )
2. BN T EPCs ':F“?ﬁ’@/fk(reactive oxygen spe-
cies, ROS) 774 5 3 Br Ak T 2 25 -7 , 4 41 Jfd 22 )
HILAR I o A e % 5 P A it R 7 5 0 B ROS
(7= A= B0, W K ROS Y 7= A= 4> 1 i EPCs I g
J K AR AR5 405 LA B DNA #1455, J& EPCs &
SR Z 1 SRR S R AR AR
AT L o IR 25 4 B 52 A B 7 2R BREE DNA $ 4
T, O LT R U R AH I A BT 5K 58 A8 B ] (ataxia

<174 -

telangiectasia mutant gene, ATM ) i 15 P |, 2 7F 32 361
DNA B 28 3 B R Ak , 13 p53/p21 M35 14, M i
UM E R, m ] UL A A 1 T DL 1R
DNA #5165, N1 i%5 % EPCs % ,

4. SASP Z L : EPCs I LR 1 28 1y 4 i J& 0] 74 1
1553 2Z A1 3 43 WA DR i 5 M Al T DR R B A 1
( matrix metalloproteinase, MMP) , 3§ MMP -1 MMP -
3 MMP - 10 5582 1, DL Kz J At 40 it PR fn A= 4 T
F X — AR R R 2 M S 43 W 6 AY (senescence —
associated secretory phenotype, SASP) , H: o %8 % 41 fifg
T IL -6 A IL - 8 AT LAfE dE 48 5 0 | 9K 2l 8 2 -
3105 A % A DG AR g KB T SASP RS L X 4 3T
EPCs #l ECM 7 2E 73 fip A E ], 5 BUR B A 45 1
TN RERIBIR . T SCE " £E 32 % EPCs WL 5% %)
MMP H1 PG /K fif B /K- Th i . Higknl WL, EPCs 4
PN TE AN -7 1 ik ST A A 2, B Je A sk 2 1 3
fi ARG AN, EPCs 5B N Z —

5. AWEE . AE EPCs 2 ZHLE b, 40 M B w2
AT BB — EB 4 o A S R 2 S R B
A0 M SR T R R AR T4 S 2l SE A
BN 5 BB Bl S i R R A A DG A
SRR N NER P B N U £ L N N 1 R
WL R EPCs A W5 58 E 8 VIS, OIS A W al LA
HAXTAEZE EPCs %% , {0 40 M 1 i A fk s A2 70L fl
U Liang %5 B 58 & B0, 2298 R AT LLGE A S A WOk
PRI EPCs, 385 [ Wi 75— %8 R ) 1 ml DL EPCs 1B
o, T BT A A 1 A B AR IE LRS- 3 - S/ A
% % B ( phosphatidylinositol — 3 — kinase /protein kinase
B, PI,K/Akt) 55 il % 2 5 M EPCs B0 1%, 315
SFHEEE ST,

= .EPCs &3t LIDD H#04

AR ) EPCs 2 515 EPCs TIfg %, &
& ECM & 1oy Wi /b eI S5 A8 A (A i i

s

VR0 55, AT 22 30 2 B A i B LB, 254
LB LA REBR R . MERIBLJR T s 41 4, 3

I & I BEHOBZBUR AL, CR 2R ) RE 32 153 Al
R A PH ZE |, ME ] 5 04 ) 5T S 46 BE O W] T B
R AR 23 R Uk A A PN TR A A2 IO e AR R
P, f 2 ME 6] £5 D0 RE DL 55 , 5 20 LIDD (19 % A= At g
HASC B I 7k, B AR A ME ] B 4, i T EPCs %5
BRFEAR, PG A I Y i J5L ) b i 2, fof 45 M 1] 258 % o
HhB B TR T FERIK 23 5400 % A ] 5 0 T BE ) FIAILAR
BB R AR, i 2 SO 1) L3R A8 Jn s 7 BRIt g 9
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EPCs %% Z WL X 48 75 LIDD & & K JE AL %2 6 &
B A B TSR BEIE LIDD B AT R WU i

M #3471 EPCs EEiF4Z LIDD #12

1.8 42 240 i ) 309 A0 O 2 1 3k 1 g AS (] A4 240 M

JEBIAR 5 2 1B A 8] /Y 15 450 B% 2 5 4% EPCs
BN LIDD, i o 300G s A0 A AR G a8 i nT LA 45
LIDD #f &, & UL A9 {55 55 38 B% A 48 p21 . p53 . p38 %
JE G AL B H 8 ( p38 mitogenactivated protein kinase,
p38MAPK) 1 Wnt/B - HERE A (Wnt/B — catenin ) 4§
FO A ) R AR AR @ o #E Sr A RS EPCs
R R RIRAE BT 2 FWEEA
(sirtl ) BRI H] pS3/p21 155 18 H , R 30l 11 240 L A
% 1B (interleukin - 1B8,1L - 1B) /™51 EPCs &, )\
MU 2% LIDD K J& . 5k 75 2 BTl 92 R ik 4 4 9
R A B T p53 M RBRMA| EPCs B,
MMTAELE LIDD AR MIARYT 45 22 B e R W], 25 <0
1M 37 A5 i 4% p38MAPK 15 5 18 %, F ¥ K BUAE 7]
FHIR AR 2R BCH P A C mRNA 5 8 R a8, M
EPCs i T, M 2 Z2 4[] BB A2

2. VI S A il P« i R T R K A % 2R ) i R
DNA DL 22 g B 04 A W 4 0, DA O 470 ) B 3 A% 1R
K38 3k R Y o R TS M T LAOR 9P EPCs 5 3% i KL
AR, 28 EPCs TE2& , Ml 4% LIDD gE . i bt il
VR 32 B v Rz AR AL 3 (human telomerase re-
verse transcriptase, hTRT) FIRKER SR E,
ST A0 hTRT e PR IR 25 2 1A S ACHE ] 23 440 H
P B, hTRT ik DA BE 6% 38 5 9 ] A 1) 28 25 20 46 i
T PG AR I BB S i) Dk 2, A7 25 BHL 0 ME 8] £ EPCs
WAL LIDD T i R i 0 P R e, A
375 A 2 g A B DR R i T 9 30K AT ) R i A il
PIVETT , oA ok A B2 3 o 1 g 2 0 45 4 i o7 ok, TR AR
Ui A% 16, 92 i L 4 A, O S I AE 2% EPCs B8 |
B LIDD B9 H 2

3. PR 5. ROS 1T LA S 5 3006 Z Fh 5 5 il
B, B N7 - kB (nuclear factor - kB, NF - kB) .
p38MAPK \p53 515 5 1l # , il i b ECM [ fif g A0
fER MM 7, N ECM & B At i 3L A, 52
MMP % & B - 2 ( cyclooxygenase —2, COX —2)
PG S Z R M 3Rk, NI Y EPCs 1 A MR 25
PTG Zhou 45T WFSE R W AR ALK H,O,
V55 10 S0 B OO T pS3/p21 I 3 EPCs
%, JFH Yang %" B A B, H,0, I IL - 1B 0]
LAl EPCs 1 PG I IL BB 58 11 B9 mRNA /K P [

%, W70 480 Ak 700 45 B K AT LA AT 25 B 1k 3 b A A
R o 3% 3 B AR b H K 45 e S04k R0 T DL 3 98 4% AL Ak
IO AR BN EPCs 32 3% | R 404k [ 45 25 #4 A )
IEH MR YT LIDD B — Rl A7 PR 45

4. 4EFF SASP R A . 2 54 A SASP W 5 3l
HEHA NF - kB p38MAPK IL — 18 %5 18 5o S 7% sl 4
il AH DG A5 5 30 B% , AT LUJA 45 SASP 19 43 WA K58, T BR
R R 7 XF EPCs A9 45 35, 1 10 8 37 20 BB
AENAIEIT LIDD B FBZ —, NF - «B 241N
E%B@&%ﬁé%,E%S*ﬂﬁiﬂ@%@!ﬁﬂjﬁwgzﬂj

5 BEVE T A M E T NI N FE T DNA Sk 4 i
I?Fi%néﬂiﬂ’ﬂﬁ{ﬁ Ngo %58 98 % B, DNA 46
3Bt L3 p38MAPK i #3 at 3% NF — kB A9 55 5% 76
PE, I SASP 19 KA 4r i, {2 #F 1L - 6 (IL - 8 Al
TNF - af ik, T NI K% 058 & B, A 5 b B 0%

iFBHWr EPCs P IL - 18 353 1% NF - kB {5 5 il %
Da/l\ MMP -3 Fl MMP — 13 (535, AR5 305 zé%)i
JEZE LIDD 3 3 W3 ik 9 55 43 R A Q5 5 n) L4 IE
SASP A A2 EPCs 12530 fb M 434k, 91 1IE ECM
Wit fige R AR =2 ) B 28 L, TR A R BB 2
A SEZR LIDD i

5. W 1 I R AR A [ 5 ) LR 1
M, 5AmMS 5 EPCs A 6, e kM, A

Wit 3 1% B LA 3G i EPCs b T B RS I A 43 W, 0

MMP — 13 533, DT & 45 07 477 #E 8] 45 /0 £ 207 L
wmYu %R R, H ﬂﬂﬁaé%lmmmaéﬁﬁ
1A/1B - #4% 3 ( microtubule — associated protein 1A/
1B - light chain 3, LC3) il H W E N 2K M 1 (beclin -
1) 1) % 35 B 25 2 B0 300 40 R 3% 1 04 B AT B S B
ik, AWETEPE AT RE S HER & 2 B IR 6, A%
SR R N BB NG AR A AR I A B G
T A s B 2 MR A N T A 2 O
A LA EPCs AR 4E F, JCAE AL w] R J2 38 5
T E, ACH 2 F(E) M B 1 Keleh #£ 3R
EHA N BEA R H 1 (nuclear factor erythroid —2 relat-
ed factor 2/the kelch —like ECH - associated protein 1,
Nif2/Keap - 1) {5 55 T fe S P | A £ 3L TG BR
TG %, Ul 2D EPCs 32 28 I 4E 47 H 43 A 1 8 R 58 B
f . PRI, 8 A S EPCs PN I 7K S S 4 o i &
M 3R A5 AT LA Sy 9 e A T 25 2R A2 4 R 9 3R 7 Il

i E 2]

Zi b ik W 5E EPCs 2 E ML X LIDD ¥ 15 B
MARYY B EEME, EPCs % F 5 5 DNA #i4) .
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Ui R4 AL N B SASP 2K EL A [ W A R S A Ok
I L U DNA 5845 | 0T o R G E L B A A
Hr4F SASP AR A T 40 A B WS IR AR AT LA EPCs
B, R EPCs & T W F Y)BE, 4E R ECM & 1L
O3 FR A A OR3P 0 2 A A B A5 M ) B, IR B
HME 18] 48k 19 25 4 S 45 R85 37 (R 102, DA TT 4E 2% LIDD i
T2, AR EPCs SR AR 9P HE ] 8 19 5 ¥, T LU
A LS 20 Y B R A I S S I R |
Bijvf LIDD AH G g 42 4t 7o my B i, HU2 B ATk
22 B 5 1% Ak T 200 RS TR RN Bl 4 S B B B D A AR
SO0 K PRATE 58 508 | o AN W A ok 2 4 42 J2: 15 R 0 1
{23F EPCs 34 4= i [ if O 47 LD R B % . o5 4h H T
K EPCs 3 & MBI 5E 77 1] 0 L 3 38— 81 i B2 3 A1
R 3 % U0 R0 R Sl R0 4 0, 2545 B A SR ) G B
WESE T 2230 (410 1] 590 B8 38 8 00 Bk 0 1 2 75 e 48
TG A An el B A% 0 M I BL S B T Bk
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