grgaa gatd Aedes 2eAadP
A58
Qrosta Aesets o)< 2y

wo)E

A review of degenerative changes in the intervertebral disc
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{Abstract)

The intervertebral disc is a cartilaginous structure that resembles articular cartilage
in its biochemistry, but morphologically it is clearly different. It shows degenerative
and ageing changes earlier than does any other connective tissue in the body. It is
believed to be important clinically because there is an association of disc
degeneration with back pain. Degenerative changes in the intervertebral disc are
thought to develop as aging, mechanical stress and metabolic factors. Genetic
factors may also play a part in the onset or progress of the degenerative process.
They, together with environmental factors, may act as determinants of the
structural characteristics of the intervertebral disc and produce a tendency to
generation. In this short review we outline the morphplogy and biochemistry of
normal intervertebral disc and the changes that arise during degeneration.
Therefore this study will review degeneration of intervertebral disc, so we will

have knowledge about low back pain associated with degenerative change in the

intervertebral disc.
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FA AL duRloA 1 £8 258 dods 2059 R Ao ol A7
= & F dx gZ2E ofgoldAn YJeEldtHAcaroglu %, 1995, Mcgregor 5, 1988).
AFEH o HFo oy 220 FHY FTFS YoIIAY aAFNME FHAwo] daA
A TF9 2do] Erh(Panjabi, 1984). 53], 3w gy wWsles a3 B4 4F
e st E7ld zleg oA drk. 259 dlo] FHHU® FF5o1d, ¥4 E<4F
Aold, B84 AW AYFolztd 859 e Adele 3T FE dA#FH A o=
2 FNY8Y 558 95t e HA A £4 EHgAe e vlwot {98t
gx S5JdcHAAET $,1997). 2y Farfand AMAIE o]£3 Ao sty ez
SR FS £4 BN B o] FBH(facet joint)e] B vro] HstA JPHx, F
7+ 92 WA (degeneration)o] {lo] #F BAHS d28 BAFY. Pajanen H 5(1982)
< =019 FHUBe A EAAL FUshA FowA, FAw WAo] dojd F o
=14 FhAwe] @A £ B¢ (nstability) & vHlZsteE A2 9v7t gk
A =

FA%e] FHaAd wgE v Bxe AAoly, £ AGFE A s, giat
A Wz 2 R VA 2EHAY EaAE GATW AT WY w3 HEEx Yo
g Jth FAR HYA WA F3F HF0] #AaHIT, 50 FAHY EFRGUE
F2F A9 AU 85T Bl oy, 3 Ao HYPAH W sEol Ao F3
A9 FAE FE A 42F752F9 A 52F A 1HF FFoIH, of FFAA HF

d 3 1)

451, °] —‘?‘*3}7} Fhdwe YA

(mechanics)& 5}*]?4 7:‘-.—7—-5 FHo 2537 Ay & gE z
A 9FE 5 I (Saaly 5,2003). 25 1
22 P 2=(spinal stenosis)S do7|A Hr}.
FdHor FHATe FHaA Wz A2 WAMFH HAAE B HFAHA YHA &
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HATe WAE ol WHoRE FHYW e AUTH Fdo] UAtHOsti OLF
Fraser RD, 1992; Schneiderman G %, 1987; Southern EP%, 2000). 7] &% i
Aol wel GEA Fdge] HPA wstE oled vi$ F&% FAE WA HEo
A Frewe ®HaAd A= ] FY FdIe AgdAd e B »art vt
(Gibson MJ %, 1986). Burton 5(1996)2 Q%9 4dA Zie =3, AT Iy, 253
HEol F1Hdde] Fol9 7“\7} 2507 Wioly, dedt e HPLe 254
9 F7ME b2t Fth E3F McGregor 5(1998)8 WAA Alzlo =g st B34
of dAY HF &5 EA Atol #AE & F flvhi st AolE Rolx Q. oA
FY3 FF] A BAE EFsa i@r—q} 1}"'401 °]‘:}

wetA 2 d3E "3"‘ Fa% Fx 42 A
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FHABE AFEE AT Z(fiber cartilagenous)® FAF = dlpAloz o]Fo]zl
T (nucleus pulposus)ol Jov FdE EnT J= AFE(annulus)S 12720719 &
A (concentric) A& F(lamella) 02 FAH T F9BY =8 A Jdon FA4
T 77 10mmolx AF AL 4cmolth(Lance T James R, 2000). AF&F AH AF
& SFRE IREY ¢ 24 O FHY Ik Bon $HG FAFH HHEo] AR
ArerRd v FgstA wdse) gl aFxFe FJFH FA o] FPoz Ao

(posterior displacement)q & 7 &o] dct(noue®t Takedu, 1975; Parke® Scbift,
1997). A& Hg w3e 7|2Hoz 3o FF YA 659 A E olFn Y3

. EA
Z} Sdvic) Aot geko g wid e olg}é% gL FAdde stefAE Pl o
g5 de 71% e 2A dt(Humzah MD 9 Soames RW, 1988). A/&5& ek ¢
, B, A EE oY 5FAHA PR AY EQ A(shear torque) &, FHHFo) o3
@o] A& (elongation)®tH{Jensen GM, 1980). 3o o] 718X AHFol ’{l"o}

_\:
L

Ao gale] g x galith, Ee MGEL HFI FF, Ad 2 =F
%(angular movement)o] dold4 UA 12 AAH(shear)H nua(torsion)"ﬂ
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AALE AT, o] 7 HHE FUHY9EE o A9 AxE M o] AL
S A8 AALFTY BREANAN AA HHE AHF A FEHA H1 R A
& ol9g3}A P} (ensen, 1980; Gould, 1990; Oliver 9} Middle Ditch, 1991). A&&
w9 2+ FH e FIY3e BA wE dgsd, T Y AFE 7o) AA
o A= F9d we 24 9. o 23 °"Bx—19_i HZE ARl g
EX4&0 Aolg RolA Hu HHEY 7/FY ugEe 9 A-f(periostea fibers) =

[e]

AFg] M -(fibers of Sharpey)9t Ao Al FA o] B2 o] 9tk Jensen GM, 1980).

SAA F£YL F7HF M (intervertebral space)d FA o 9 sl=dH FA)e AE(anterior
part)’} ¥ %(posterior part)2th Al# o] o wWE7) Wi FHL Hr) oz XA
Atk 1 A9 MeEY ARE TR us 541 o 28JHHendry NGC, 1958). A

#F & Wcartilagenous endplate)& FA9] AW 31ES Y= gL dZFoZ guz ¢
TITHL FNYAHY AR R AZtdr). AFFTHY setd AL FHAH vy
FHA8e o g2 ES Hstn o dEFwy FAFdE A& FY(hole)o] Bol
A, oJAL 87104 o]F o] AFFHo| FAFFol FaHHo o] Yzt EFo] @
L Ao olF THL 3 dF AU d= A4 FBZ(capillary plexuses) o HE
T2 2 thiHmetabolites)o] B8 E &= (glucose), FLFE (sulphate), B 24 (oxygen)
7} FH(diffusion) ot MA Mo F7hAwo Fo] HAHxuo JUFHol ¥ Add. o

i ASFRL FHo| FARZ FEo] L=2EA(bulging) e WX 3e 4L slu ¥ &
ZH3lol A 7Y 23 FE(failure)BoE FHE oA 71 %g Eolti(Farfan,1973;
Adams®} Hutton, 1986; Oliver?} Middle Ditch, 1991). AF&& Ao #Asle a2 o

de FAE AR A R, AR AAAF ol FA Alolo} 259 I &,
Aol A (check ligament)29] &, <3 mokol fx 2 A3 ALTol Adr}



(Humzah MD ¢} Soames RW, 1988). &7ldTdl:= 18 g2z A" IY2HAHF 5
H(collagen fibril lamella)o] Z(ring) 2 FARA HAH59 viZgEy 013 wgddo] ol

EA81Y FdTo] AFH| AdE AL ZAGdY. AFES 13 wddo] 60%, 1%
wgFol 40%2 FAHY AHE USolA dF0F Z4E 13 Zddo] Foplt o]
H &2 volo we} gt Yolrl BoldFE 1 f4do] Z719HBrickley-Parsons
D} Glimcher MJ, 1984). =& AR/&2 Z474 th& 7x9 7158 2= F ¥E2& Yr
o] =d XPaA dA 9= M5 (outer annulus fibrosus)¥ @M t}PF(proteoglycans)
of FH3A Xgd HAHF A=
AFEY vgse ndzd A Hrpgoz Fede YA Fow A E(tensile
strength)ol] AU =S AA H o] T AHAF7 554 AFEY vWERYs ARE
9] 9Fo| 2EH2IL ¢ Bo 57 wjio] o]} HAd ~Ed A(torsional stress)
of tis] ®71AEQ AFHE AFste o2 AzZtE, v Afdad HAREde 45
d(compressive force)d] ey A=E 13 o] Audoez v Zo Fxzo
(Friberg S9} Hirsch C, 1949).

F72r9 %9 9L hl-t}dF(protein—polysaccharide)® 7] Z(matrix) € g4 F=2
A waAY AgeDFHR Holden AA FYw 799 ¢ 50%E AT
LS 6-34k & 2 9o]"l(chondrotin—6-sulfate), 4-34k 2T 2o
(chondrotin—4-sulfate), =4 2}€ (keratinsulfate),3}to] &F 24 o] E(hyaluronate) 2} 22
28 #ZA ] = F 8 gHglycosaminoglycan, GAG)S Egsludes 71Z2 FAHHS Ao
(Parke WW, 1992). ZdZAlvjxZEzto] d@ldd dAgdn 1EAHmacromolecules,
Ge)E AT FHdde vgde #EAZ9 22X E o] A (heterogeneous)o| ™,
thdzoz FiHeet. HEASANAAANE d¥-Eo 2T B dUgd Exet &
A9 ol FEAHhyaluronic acid)At&9] F3F&o o3 FAHE FHEA(aggrecan
molecule)2 EA&H(Bogduk N 5, 1981). A= vjusis Fhddoe 39T ¢
stolgf{-Eate]l EAEA T e wutige] 5710%%e] FIHA 2

F7Hd e guigg e & dFxHo aARY ¢ 2o, o3&
A DA FE2HE olfolth. Adamset Muirdl WEWH FEHA &
A Aok dASA -] Y )AL Yol &

ARG Fdd nF:z &A%Y, FEFH L3I #AE 4 &
(compressibility) & 3-9-3ch. 3o wdzd A ] 2
ot 84 o vAsit azELS EES 2S5HE 9

)

@ 4

ol W U o o 2

FYL - 2ol w3 AX 9 Zo] FFatE TN vtuF FuHE FHARE FHLE
2Ry F99 AREET F w4 FohEEdn FHAEY JhededlA O H=E A4
A A8t 1Y Afo she vhd, 2dEA AE, dIAEE FIAED EZE Fael
2 dE TG AFEdds FAE FASHEyre DR, 1979). A= o] FHate
JFEZ AZ4EF AT A5l wet 72AA #srh dojg o AlErjd o229
A EELS F99 AREdAA A9 drE dSAEE dAdn. $HL2 ¢FeFl 7Fal

a 7% a3}

27 &4 (shock absorption), 28 33 (stress equalization) ¥ F7Id3t
& Alo]e] Ax) g5 o] vH(Nachemson A, 1960).
HEE Fx23 FF4G JAH EAL A 22X FEAY BAC eEY. =3
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Faol g7 Wi AEE 712E FiA dYEH BHES AT 22 H
oA 71AE B3 B olFL AUEx FH9 ALY FAH HE wugd
To A FHLHE 71F NS FEG 23] ZAHH(Eyre DR, 1979)

<9 WA <¢¥(intrinsic intrenal pressure)
= 2 "E%" ZHS FYAZ B opy

—7_?—7\_} AdBde dEx 27}‘*‘4 oj#gt FAHatAl

, 8 oA dojuA Fevn & FlUT £ A

Az R sl (compression loadmg)7} ZASAE oy, ARG FHF9 vjnngHo] F

7199, R=3 o] sl H S uls 27| &£40] ZIHHAndersson GBI} Ortengren

R, 1974).

71 @99 AFFsAAd d&) FF5AYA A7t o] FARE, AT HAF VY
3 Q Z

o] AFF FaegE AR AZHI doh. olfgs JidS WAY HF FNAdW 7xE
3 Z<A(longitudinal ligament)dlA] AAFTE WAFH, IR AF Bzt 4
ojulx er=tlE AL ouldtH(Farfan HF, 1973). 23y XFL 7i5 @99 H F+2&
T AT AdRE AYste Aoz AAHI Y. AF R, FHARY Fold g
W

A A wzte obg FFHA Fuch FA A FAFOE AF F-5A] A4T5 2FEd
A ImmZAase 3" WelE 8.4°7F ©rHGlante JO, 1967). Farfan 5(1973)2 7|%
A9 HAE 22.6°HAWAA Vet A Baskith, @ 37 °Ji&°ﬂ YAl = F-she
o HIYFE Frhstd A3s] & o] Arh FAYW PRI FRHLAEE EdE
o, duvtd oz Fao] 1 P 75%E Wi Unx 266 AFEo @BdE Ao

A Ao, FAY Ao wE gt F Adnx 1At o E EW, 40kgd
A AH, o] 807 30kg, AFEol FHoZ 10kg¥ 4L BN 2= A
g A e, )AL FAIL Sojy o] gle oA sty AAo gsts
Solx, dvky vy HAFAEFAEC] Zta e Svoly 52 ¢ oY ilz " el A
= o] d87t i d8A, dFoz 27 3ud @ate o] FoAH FAHEH(Finch
PM3} Talor JR, 1996). webA, AFol 60kged A< A siF-ahs 7] HAA
(anatomical standing posture)olA Fzrddo] 40kgd Lol JtEIAE dutFHow
L5-S18¥e M e 8o 2gat= TR oatg e 28kg/cm, AT EFHA FHo=w
Agds= 48 16kg/cmoletsld, 34U ko] W o] °‘7i‘4 o

2 RAA Hojuldu FAME ‘TaZe 4 o weE g48e 9 golA
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3L O al =
Fdwe B Qe NG (Keller TS 5, 1987). g ’“6—‘14 FTAGES A3 00
He do] fled], oA Fdd Bart deiglA &L Aei: AR oY A

AW FUF} YRE Aolo] ANl Yk FUL FE| e2AtE SR FF 5
2(250mmHg) W2l B¢ GHol EAFI] otk olgtge] AR a7 Pelx

@ote hEo] EAste e ARst el(preloaded state)2hil stv], HFo| 7HiAE
b oy S 59 EH%HH 2 AZEE Az 2y a9 @A s9= a9

.
P EF UL PAse] ¥ol U P2HUE Uolrt B4 Ad H3e) fa40]



F%357 @rhAdams MA 9 Hutton WC, 1985).
Hirch(1978)= Frgd@eo] 24 Fo1& Aed 2 FA9 gas AdHez
3, A7=4d(exponentia)& WERHH @FdAo]l e §Ho HHAH=AE
FHE AAstE Fad8e 49 FAR ARHARL, A AeIde

2 g¥steds 94F AHe 902 9 $aE du AR A
o
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Aevs FAAHo] A FAR FHs=H Aol

287 &
& AL AASZIAA |F 2 Azbe] Bdstd FdwE A
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%ol oj@ Qo] JhalAn, FAW T ga FEE FABo| A
A79 #29%0) 100kgFAY Hajol =25
%o W4 Jeed 2o &

]

AdE @ FAZ FJEHA F=vhKulak RF 5,

Z3] EgAoletar st WA (degeneration)S A XY ZZFo] ojwl o2 Q3] AAo]
3l AS otk Wadzozs vy FT dujFdoz #Es o sk AZe W3t
% FAoR o]t EA9 EAE Yehe At AEd EdEur 2
o]
o

g 59 =oES &R Ren wwBo] AXY 2 FHHW WAl " W
e 4 e

Wgtojx vt ojd 4A dAE A AEE FATHHolm SH,

AT

[Ean

HFo P2 QiR FNARgN AREHY, st wg 2@ FxA BgE FAHL o
AL Ay oz AP (progressive)oj¥ E719 A (irreversible)o]tHAdams P &, 1997).
ay o]Z2 EYA Wyl 4 49 oEE Futste AL ohln, WAdo] AgHY
B YA Tl AAR ZAHAY 2A4HE A$E £33 At agla wAde W

7} dejFor BEA A7) A A9 v M) FZ(microstructure)®t o2 A E(composition)
A7E dojue Ao A Atk olRAL HF9 FH(mobility)] FFE Fof, F3t
A7 FH FRE, 9 1A & H-3Hload)E

EW T FA A (facet joint), &F <, FAo 7}
WAstAIY, o A3 HE BE HAZA] 5% Yebd Folx, A
TF HFA 2344 724 wgst zAHEA HAF £A d
Azttt (Mayer TG, 1992). Kirkadly-Willis¢} Farfand &
#3ld], 19A= v AA 75 (dysfucntion) 2.2, 29A= 29k
A AA(stable) GARZ 7FRE o, ¥Ado] Astd HA 4R dA=E APerta st
=3
B YA Wzl= 254014 3540 FA3] F7tste 40A74A FAe] 80%, oA 65%9l A
FE5E9 AAS Roly, 554 oA AT 80%7F WAMY AAME FHYwe] HYPAH A3
ZEA 3 ey Fdol gl A7 8 B A baFoA Al 13833, A475 aF3¢
T3] dojuiy B A o] BL 2F FRA AFste] ARZ
Pk ol= Fxo FHAP WAHL BE AFENA O eGP EE 5, 1994). =3}
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(Atsuchi Harda %, 1998).
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(dessicated), F7+d#7(disc space)o] FoFA|HA]
Fasle Aoz FAH51 i (Coventry MB 5, 1945)

5

494 F19%e] Fx3FH Wl
198849 60089l ¥ Fa ¥d& A5 osld FHdPe ¥AAFEE
F 9oy, 194 o] vjnyu Aztelgon, AFEH |44 725
S o)
A

SR o] 2 HFs HAARL AwEH

!
TG HAGEY TEo EZESIAR F8o] o REge Fe, I
(fissure)¥} FF(cavity)o] F3oly MHE T YFdA LAHE FHZE A7 HF9
FFo] FHtEIIE = AEE 2dvdn dcHBoos N 5, 2002). g 40471 HH 19
A FHPABL 5%7F HA Fon 40% ©1dY FHAo] 3TA ol HYPAY wsE
Lk

Btz g}, o]y g WAL 3 ¥AZAN u2d, 304 7tAe FH4we EHgH
7F A9 A", O o]lF A FERL A9 AP E it AFF FAadte, 80795
A s FAE 14%, dAE 26%% Adoln YA 2T HYA ¥is nddau ¢
tHVernon-Roberts B ¢} Pirie CJ, 1997).

ZA5tA FgA wslol g o AFeAE AT A ot dolrt Frhgel wet

299 27179 o Aestd WEs} doldd AL FYo] 9ol £}
gasteRold, EAL U3 P4ERe FA BEIAAET Rolgm sk

Weidnere} Rice(1992)F HEQRAsolA H3A ®Wste] 9 AHoq AZMNE &3
(chondrocyte cloning), 9443 A (fibrillation), W ¥4 W3Hgranular change), AT
A

8 M (edgeneovascularization)52 7|&stgch. HAdF < FUY| AFASA



(fibrocartilage) AH Y 7H¢A 7 WEW BRI wdd 472 AHol EnHstA He
AL Fot, 943 Alx 23 FHAE ARdS Aol I AEZ 2 AR dE Ao
A A Ag Ui A ¥IE FREe AH A=AV HE €48 FA 4599
A3 g Hole AL Tad, AR AL FHYEH AHF d3AY AR
24 833 2 3 z 5l AL m.

M E (endothelial cel)7} 525l AS st} o}E F Weidner

AL M T Aol Y. FHYH 229 @4 L2
gaA wsel g7 Z<(longitudinal ligament)®t A9
of 7 JAL o8 AHA7E Rudtm ok AFEoA T

2} Rice(1992)+=
Aol sl =

)
)
R oz
o MR
RO

S Abolel e AAxH

He A8E8H 3449 7]Ao s Hirsch9} Scha101cz(1993)1_ ARG HFA) FUd=
e FHol it @ ez gt Bustn Jon, ojd dYo] FHAF g
gt Af ddolztn AJsig oy, wEFHAY L TR A Ao #AHA FU7il

.La

QWA 234tk Kauppila(1989) F3rAwe H84 ¥ast A4Hd 4% Ao 4
F9 w23 Aol A mARBY e FBFol D(clefd BYF] AAHoE
A Alolo] AHate Aol Aok, ARFY MPFAM ol doldria SRk
=l s
1)

ior

O

Fa%e) A5ed 9 Adad uit 20999 293 ¥ 2 $uH: Fuee 3
el AFE A T3 A YhE £ £ VR, T3 By ol ey
34 wse Fadel Ha4 We L 59 2o

A At oled Fdw L 7909 B4 A
3 tel HAHA FYR = Yo

295 34
CJ, 1997).

4
m?.L

o714l "h(Vernon-Roberts B < P1r1e

wd

584 4w 43sry W

AFol Z7kshd Faulel Burids fRol Fasm(AAol 88%, 124 83%, 724
70%) 2YA(E3 Type 1mgA)o] S7iHe] gy 74 42 F Asdn 2
2 Fxzolgle w7l 2718 A ®EhBishop Pbe} Pearce RH, 1993). FHd oA
L @] dste] o R A osf FAHE AR WA BE F3td
e FEo Fat =AW DR FaR Astd YEvs ddeE FE il
2737 Fhdw 139 FA7F vepdA dtiAdams ME 5, 1987). %% Bishop #

3= AW FR 2avt v}uﬂu}uu ot ofyz} @ty FH9
AsE dojste]l nstE | o D‘r'%l XM o}e TR HH?M] Hoj s3] 54

9

o}
o] A9 AASE W FA AW 07}«] tﬂﬁ}@r 4 X gt %‘—Z}%*& WA A= A
shebAQl Wl R Ta, ngAY FUt, duigge FAE B GRS 43
Jd A2 dhuitige wiste wE FHIAH wste g=HA A Ehlohnstone Bt
BaylissMT, 1995). ©¥ittde] ztaol &7 #db¥(core protein)e] A7|7F Fopx i o
of & d¥gH(protein aggregation)o] #Aagth duitiFeo] AL At = oA
2 olnlx slo]dFE4e] AFEAVF BalEHI] WEQ] AR HAY FHYAT ] o
744 @l B8 &2 (protinase) 7t ol v ol#g @i Ao ASE AR e
o] WA Hojgich, A7 @¥l(link protein)e Fo|LFEA) FHHE wFTH AZ
(noncovalent bond)& <A FAZIEH ol upet zHe F7]|o AA

(Buckwalter JA, 1995). A-f&2 ¢eteo] digh Alx whgo=zA al



A =o} TypelungdZdo] Typel BYAZ UAH, FEHOZE Typell R YgAo] et
A "ot 3 2 g2 gAlo) dEtE AL ousie wAAY vt mAE

N
ol

= d
Y(irreducible cross-link)2  doldl wat FrletA HY  AGAeA o FARL
hydroxypyridiniume]t. Zg& AAL W3lAl7|= Y@ W22 (collagen cross-link)
A el wate £8)Ad(solubility)® 71A- Q) FoltkLyons G 5, 1981). 7124 W
AAANE dFd dAAEe] AEd, oAde 1@ F& 9 B @i (Matrix
Metalloproteinases, MMPs), A|Z£& £ & (cytokines), E3] < E]HF 7 -1(interleukin
LIL-D# e F71-6(interleukin-6,IL-6), F4t APstE(nitrix oxide), T2 2E}Z T
(prostaglandids,PGs)°] Uth o|ZAE EF T4 d&9 7|E 34 FAst=REZ, F7
AP = FAFGFAF S 71X A2 AztE i (Sztrolovices R 5, 1997). Kang $(1991)
2 QF9 AFo g2y HA FNYBoE ol vAAEY Fo] EF F7HH Aok
RaP}, EF 2EL IL-12 dF M E(chondrocyte)ZHE 713A F4 o 2 ai
(MMPs)2] AAls BulE £2XA dF 7129 m¥ A (macromolecules)d] {3 E F71A]
710 Z2AEEdY E; (PGE: )Y A4S £3JA. o] PGE, 7t H3A FuHdte=
A3 FA4T B ™ol Yk FHEH AEY gE viAAYg BE FIHNEST Aok
BugHRoberts S F, 2000). 2% ©E ARFELS A4 FHAWoAE Holx &2
HYA F989 £33 AT ZPYA T Bolx Wi s E A (protinase)d] &3 &%
€ AP, Fhdde] W] oA o] uAAEY FFAA A7ho] ofA Fald] FH<l
HAE GUAT, e FAEL 2RAE0] FAT TS st AR Agstn Yt we
WAAE FYTY AXe A FoZ oS AdsiH o] NEXF Edaits dAiYFY
B3E& AA St FHA% 7AY met HPAY W E £ 2FE do on

Y

A4
Ol EF T AlFAy HFAAWT ol 9F MFEH FFAU ZH o BXFH
= A7 gd g 235t 2F 9 ¥U<lo] A (Bogduk N 3 Twomey LT, 1987).
FHY e ¥ A o o3t = Fa Ay QA= collagenase-1(MMP-1),

stromelysin—-1(MMP-3), gelatinase B(MMP-9), MMP-2, MMP-7, MMP-8, MMP-133%
2L 71d <4 oM BE FA(matrix metalloprotinases, MMPs)9}  ofz2] 71 }A)
(aggrecanase)’t tHRobert S &, 2000). old 7|A F& o B dio 712
(substrates) FIHA@o) FTH3IA EAlGH. Type [, Typell$ Typell mYZAL
MMP-1,MMP-8% MMP-139] 7|@olx uido] whultigs 2 wgde MMP-2 <
MMP-9¢] 7]@o}tHCrean JK %,1997). A7%e FYdo) vis] HIPAF F0dne] 54
< MMP-3¢ MMP-7%% ojvel 49w Ea a4 23 AAATIMP-DY &Fo] &
gttt Aotk AWUAR EHIYAd Fdwy
MMP-3¢] &&FFFojtt. MMP-39 &
(osteophytes)®] A7} #AA7L Jrh(Kanemoto M
AdA e FEoZ UHAHE &5 @9 i 54

A EAsle BE /9 AXd 93 feldch v 54 o B8] 54 23 a4
(TIMP-1)2 H34 FHAddoA =3t FA4EHNemeto O F, 1990). =& 714 &
& ol B3 aA(MMPs)E 229 FY%9 LA Fol 71ogshed, ojd dAd2
271 3H g4 MRDLE 23 g&U"d

d

ol
flo

oft N o
ey

p 5

el WAy Fuds
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6. FL WA AFE AAE

DAIE g Y(cell nutrition) AE AZ(cell viability)
FAT] AE FF, F 7129 i g FYL e AXMA- A AR A

X3 B3 ai(cytokines)oll sl ZHHG. 22y 01‘34 dHE E F0HYT MEY A
x9 Ao & ZAstA 2HFDHCoventry MB 5,1945). d&] dFES Ax g4 7
AE FUUT ¥AY M F89 dAeF AEUL. AFFTHY 3o e BHIH2
AT T4 (permeability)?] £4AZ J4 22 F8 05714 gito] Aagn v
Aok e Zave T AE nHEo FHYW vroz FHs A FFS uAA,
7]2‘=JLH°11 AExrHEo] XA wtEY, old 2752 Fd & 4 2 Mdade &
7het Al AEFSES RrtA ez ARt AUy gate FUUBY gitd o
BHor FFE Frh AZAN(Gn vitro) A Fol A FHAR AEo FFL ATyt A
o} FAolFZ(pH)ol ¢ HAZEA A (accid) FholEF =2} AbA(oxygen) AE
(concentration)o] #& AHdAE= 712 gAo] 7tgzZA ZA4stn, AEE G Fihol

SX(pH) v X =% (glucose)d FFol ‘RLQ- el FAIZE =g EHW AopdA £
Tao|ZEREY e e Ah B4 F4td(actate)?) AAL(removal rate)e] TAE
29 A FUIE QA *r"r"]'o“'«] Azl o3 fdds Aok AdxFAFe gAa
@it el i o MEqAb AP Moz FgFg wAT AEFLFY oA
Aoy 3 qEY YE FH(cell viability)E Walgd. & 7tEHdEEE AEIAL
(apoptosis)tt F7Hd e Axo] T2 P58 (programed) A EAHcell death)F o] ok 3
A FAwe A AikH _‘7'_212;_! gH(inappropriate) FHA#S] 7|dL FHYAU MEE
AN AA AEX3AT 2#BWE4 Utk Gruber®} Hanley(1989)F F7r oA & A
AL RARITE AL S ‘%i”ﬁ AL 3o FHAvn FAAY. AAZ, Az dn
< T Yol HowA 3 } Aot METALE 23 9H(debris)9] ¥]&o] 713
o A dHotel fole] FAWAAME £ M9 2% HF=rF FeEEH i}
(necrosis)& Rt} 74‘:3%"1]}‘1 T8 A x| 50% ool I|AEHUI, =9 FEENME
80%°1} FHALE o] YTt FHAY AT Eo] HEIALE A olFE o7 FAsA 93
AAE FEAT hFg X]':LO] FAH =R ZH(Heineged D 5,1993). 29 A @)
(in vitro) 2 dE Sl FAIZY 7[AH gubg god Fhdde] NEE 493 2

(nd

rﬂ H

rlr .1)1.

A X
IAMES ATde Aol #HIAT B AR T 8L FAY e £40lA gon
FAB/o g FYRY olFd FFE T oA VAL LA YA oy LFL
FA9s 34 T YXT ZAE R (capillary bed)?] TR IS FE Ao
Azt dvHAntoniou J 5, 1996). 150l F7HgHoz o da FFo AR AWE E5UE
s B, gH4%, dnFol Ath

2)71A1 4 QA (mechanical) %3Hload)$} 2 (injury)
a 71" o] %‘%‘Qa A Z ol Aut, v ALAHQ 7 AHA Bee Fhde W
AldTde ez gy wolEoAa tHAntoniou J 5, 1996). F4d <t
A& :rLZ:Z—*]oL &3 (damage)S 4o Qe 4y #FHA olgtn A
* < 2HA Y 93 49 2
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T, 1987). ZEg E50] FHAHF A Fe FAE FAN
Aoz H, FAZEY Fato wgste Aoz &
(overload) & 94&
P, 1986). F-d&e] WA
a27L HFo F¥E(fused) ¥ H(segment)o] Alololl gle Fzidwe wio
Hot f w3 dojdutls Aolti(Reuber M 5, 1982). 7|AAQ 2Ed2E A2g¢zE
Al (maintenance)®} A A(remodeling)S W3tAIZIH(Farfan HF &, 1970). A
71dL gF 2Egz dig A9 AH(HL ZAHQ wkgd TS ok AA
(in vivo) 7}all %l 71A1A QA 2Ed 29 Fhdwe] Axerjde] dEzte] ##gdo] &
ATHChiba K &, 1997). Hutton 5(1991)2 st Z= 9 A7+ 1 43
49 AAFIIzre) #EAE AT, FAlo Type DA vty AL 7
3 F

BB S
2 omx Hode B 2 W oo

dASA Y, gog A(traction)S 3] whultite] AJale g gke ,
FEY @Y LS HaANY, aEs FRHdRe] dipihge 249 FR(F
e ARE)S A5 A2 we R g

FHAde] 24 FE(specimens)E 7HA g AFPo)A 7AAQ 2EH 2T A7) H 9
a3 gag zddve o 82 FAE 2AYPY. Ishihara (1996)52 10MPad %2
432 (hydrostatic) ¥ & (pressure)& 2AF £ 20% FX AHE BT FHHE
AGE wuthge] ANRast Sustn $EAY o2 IMPad % AFud dgs

20x T 7tk gvkge] fAdol F74glth Handa 5(1997)2 0.3MPa®] AH35HA ¢
g Tt LS, FEU ARE X8 9iggde ol FAHAYT HES
o 2eEE A AR E JHE F FTHRY 4 2EdaE 2EHAY R 9
Az} 7o) Bolo ue} o gjAlukS-(opposite metabolic response)2 =5 9

K}

278 A7 AFB3d(n vitro) Aol FHAH AXo AR sig 71AAA AF o
¢ AtEIE ZAFY. o] AFF studlA FHAe HNEXE dwitggy Type I3
TypeDRAA S BiE S/ O2HA, 48413 &<t 1-MPag] AH5H3 el 24
w33, old Ane Y 4HF AX EFAdAM Yelgu 89 AXoAME Type
I3 TypeIn9Z 9 mRNAY o] F7HA T AH&Y AXAAME AT ojid& %
d717o] o] F FFHY AXENAN tEve AE BAFE A0)i, J|AF 2EH2d g
AR wkgo] A wel ERsttietE 7beAdE AAHED(Hutton WC 5, 1999). o
2 dF+= 0.05Hz¢ F34(frequency)®t 20%9 7 (intensity)E 1€olA 8U 7+ 89
Ao AA(stretch)9 A 2EdA(shear stress)E HE&FJcl. DNAY YA o
(collagen protein)®] §A9 F77F YelRtY, o] AFE2 AxEd 7[AIHQ 2EH2E A
A ALz H 71 oA A4S 2EESF Aoty AZEUFT #2E AdgE 2Ed
29 TR, A%, ¢, A g g2 (Matsumoto T 5,1994). FIH¥e] A x|
AAHQ Az A #Ase hAE A gA gk o nAAES FAFoEH
FHAwY A S =dste 7o) digk 9 oHE FFAFE Aol

71e AAET FHAD Qa7 EAdgn AA

Al ]
o gEEd gk A3 HAIEA(familiar) 420 (



predisposition) g B Fth(Heikkila JK &, 1989). F49 Folo] tha #HA o dF2
27 &AM (heritability)o] 60%% W& Aoz 9&zich 12 4298 F7hdd WA

3 712 AvE A (matrix macromolecules)®] #A A ©}¥ 4 (gene polymorphism)te] #
A Uizt HZe Add od FAHAAT FHdw WA FHdHe Fa ndZ
(Type I & Typell)9] th@A4zte] A=A o] RE5HARE, TypelX A2 W I (mutation)
Q) COLYA29 COL9A37} &5 Fhdwrel WA 2 #F217 S (sciatica)d} ZshAl #AENU

tal

o2 AL vlgARt LAHAR, o] dY FHAFHAE 1

T HAAEE 2 J3, AL AMFLRE fxd AT FHEUYE A&

tho] W2 R E olulxiHamino acids)E Y& HAE EHEHA(trytophan)
FARog 7]Ao AAd J3FL Frh(Ala-Kokko L, 2002). =g F7rdwe WAy
de & fHAEol #AAHUW. olmEt  fFrHA(aggrecan gene)dl ThPA
(polymorphism)©) Q& AFFL Z7)o] F7HY#o] WA " o] &t A= WA
th(Kawaguchi Y %, 1999).0]3 W Z(mutation)< A FHdsw AL 7MW AFFEF
A A5 FaEc Zol’l A< (chondrotin sulfate chain)¥g Z2@%5 Q= 3ol oz
(core protein)e] Atz g7 thE Zole] ol1u)zk :o] @A (aggrecan core proteins)
S 2z ojAW olF AIFEL ANET ¢ HE FF FF E==F o™ (chondroitin
sulfate) & Zx Qx, 259 FHEEL & 7|dd 93 duliggdS o2 ¥y FHY
3 fAEHA e Aolth HE BT APolA otz aggrecan), Typed Y27
Type X ¢gdy e F2AQY 712 &9 WE:L 4w 6dS 245 U
s A th(Watanabe H 5, 1997; Kimura T %,1996). =3t 3239l old 7jd Ad &=}
(matrix macromolecules)e]9j¢] & {FHAY WFE FHAR9
MMP-3 ##Hxte] TZXE(promoter) %9 SAFL dE =UE9] w
I BAo] AATHTakahashi M 5,2001).Atk7F vlelyl DY $87] FAAHrecepter
gene)? F7H4 tigEAL FUwe WA APE ZloE HAAE A HA ¥WFoIUTh
F2Hd s WA st vlEld Do F87] fAz dEAde rjAde gEA JA FA
gk w9 WI(density)*H(difference)s}= #HAEo] gl A

3, 2002 ; Jones G &, 1998).

Moo ¥ o 2 orr

Y

A

AHol T7hgel wet A 2%, &4, ¥ So FEAS HIPAF ¥t AKHY &
39 ASoe FUHF FoA oyt Wyt 53] vl JPAch. FHAe] WA
49 2 e Ao disiAE FHAT 219 At W 23 A AT o
d, FrREA B To2 Adstal ok oMY FAwe WAL oy oy sA
Ago] FAHE 243 Aot} o] =ELS FAW Fxo V)T Jols HomA
FHATo A dojute WstEd #sld nFSGh B EAMEO] YA E3] Hslke
FUW GE2F e FUNYwe] wyo] MYHE A9 gorng 4% An #yd
FHA e WA B AT 25T FHAwe WA digk @A #F o3t o
dasttan Al d
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