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[Abstract] Osteoarthritis (OA) is a joint disease characterized by progressive cartilage degeneration. OA can be induced by various
causes, and the disruption of articular cartilage homeostasis is known to be one of the key drivers in the development of OA. A more
comprehensive understanding of the molecular changes in cartilage degeneration may facilitate the development of effective therapeutic

targets for OA. This article reviews the pathogenesis, related signaling pathways and molecules, and new clinical treatment attempts of

OA from the perspective of cartilage degeneration, providing new ideas for the prevention and treatment of OA.

[Key words] Osteoarthritis; Articular Cartilage; Cartilage Degradation

B A5 4 (osteoarthritis, OA ) 42— R & UL ié) 18 44
NI, R B0 el N BRI B A
TR AAE , 5 WLAE RAT P e ik AR A A0 3 2 32 PR .
bl NI R A, 3R B P AR BB T R
R I . OA M AR AL AT 2, BRI IR
it = X PERIRYT 259, KRt R BR T AR HS IR BT 24
FRUJ 2 OB B BUIR A5, LSRRI L R S 2,
Lancet A WG IR TS B 82 4, OA By &A= 2l T
HAUE G SRR AT i 200, M ER T 5w
X OA WS- L T 5 Il A ORI

S A EIAXT OA 1Y 521w K AH G 2B, DA S %
TETRER OAIRIT YT R TE5R

(BE&WE | WL M A HFR (2023 4R 1)

1 BBEOAHERMRFIETL

BCE T p R 20 R 20 B A B G, 4
SMEER EE S TR IR 20, IR
15 D0 B0 20 M IS W s RS0 2 9D S5k 4 £
BOBIE R AW BT R T o, Al T LA
AR Y )2 s - DT A7 Taeming 1L
IX R XT AL e J5 2 1, LA P i A s @b )2 I
JEZT AEBEALAUARE S, TR A M PR SE s O
JZ  BCE AR HES ], 55 AR 4R AT , SO
T B @F5 AL X, Tl 3 A5 1 4 5 HAZ AR R, N 8
/0 4 FE B 2 A

[1EZ BAL] 1 M Z 7R R — MR B Be G5 R}, L1 200433 52, 14275 B8 R 3R 2 22 e, 12 200433
[BIE1EE ] 1% B4, E-mail : pansh1980@163.com; B, E-mail : cuijin6163@163.com
(BIA®X] 6%, kG, 25, & MBS S RERMTIIIERD]. e 5 AMEHRER, 2024, 17(4): 377-384.



378 (P 5O AR 448D 2024 4F 4 H 51735 SR 43

Chin J Bone Joint Surg, Vol.17, No.4, Apr. 2024

BOE B AT AR JE OA BYFFAEME i Bl UE 2 — ¢
HE TR B Z 104, A SRR R S I RE TR IR,
BEBRCE R By 3240 . HATIA D OA Y A A & 1y AL 20
152 5 IR Z 18] ANV e 5 L 1) — b 2 322 4k, OA
B A R TR R T B AR AR AR ) ) s PR T
WA , 7 B SR AN S F 0 S AR AN 1) E R
PR | S W T 5 o e e e, O 1 M A 2R T )
SERENE, PURL T ALy, IR — 251 & OA B 4
JHE 1 RS A A 00 D S A RIS T A R
R )

AR A0 73 B, OA S HY 00 m] LUsE SO 1S il
PR AR S R A0 M | A R R A L £ 4
IR 2 ML A5 A AR R A N RS S AR
ANA 7 AN FES . FE OA (Y AS TR At 301 , 41 B %)
A A AN [R], B S0 2 R AN R 2 R R 2
L, 630 D LA i S R £ i S DA A 4 i R 2T 4
B AN N Y AE R AR A0 i nT LR T R
BHAL, W | IS 5 AR AR AR AR I A A T
FHULER, FECOA . [R]FH A B B0 A0 5 240 L H AT
AR, 5 2R e A A HE N A G o R ECE A
N2 15 Z F OA FHSCTA Y X 1 BA5 5 5% T ad %, L L
TEH B A0 AN BB B A O ST B EE L2
1y, W 2 B 1 By R E A E 3 B MU 8, B ik
TE P9 ML AR B 3 5 A N T A AR S S A AR TR
R, WU o o B T T A0 sl BB R T
11198 5 00 A AR i AR AR A . T OA 4R
200 0 %) R A R I R DR 308 5 I AR M A A 2

S, HHUBUS N 2R 1 3 OA 1y JE ™1, ik BE PR 52
Wi 5 240 2 R ACOA , 2 T 52 ) 4 D & S5 s 23
o, DRI R AR H 2R K B SRR
R FRARCR )R 2R 2k R A, U] OA
FI8 9B 2 R 20 A R JEOIR 25 5, OB AR S E
{73708

2 RERSHBIASHOANAE

R RS IR BRI AR B RO B R i
AP0 2Ry A A by S B v o — A A, X
BERARAEENR RN, EENE TR L
TR, B B sl o AR D F e o AR R SO
MU 28 AR AR 1h S 4 i e 22 A5 14T LIE ) OA &
A B FERS R R SN R AT R, T LR R AR
GyFERR . R AR B BB S AR DI B AR
ASBEATHE , 40 L AP BT B o3 5 B AR A e A e
Al OB AL T R U A . X R U 20 T
2 B ) B R RN A AE 1Y) 7 2, IR A48 S OA
2.1 HEERER

FL 5 45 J& 5 13 (matrix metalloproteinase-13,
MMP-13 ) J& 2 55 241 il S 52 o 1% A 1) 22 26 1 g, 7
OA KR B rh R4 1 B BAE ] . B0 4 M 32 1) 5%
JEAT RIS 77 A MMP-13 [ At 20 Jif 4156 5 v ) e
ik SR IR AR o 9 NG S EE - = A S U
MMP-13 23 s B 50 H 240 B 9 A B3R e, G 3 o et £
ot . YECERAEBATHN, Foeg b b ik

BEASR B 4AAR
AR

TNFa,IL-1,IGF-1,TGFB
IL-1,ADAMTS-4,ADAMTS-5,MMP-1,MMP-13
® TNFa,IFNy,IL-4,IL-13

E1 HEEOAHKERHREEWL



(AR 5O AR ED 2024 154 31785 B4

Chin J Bone Joint Surg, Vol.17, No.4, Apr. 2024 379

() MMP-13 , A~ A 336 b [ fifk 240 i A0 25 5, 2 B0 IR
TrPEAE o 2k H AR 0 0/ R 2 5 A5 0A
AHABL A B 2R AR |, 1T MMP-13 B R/ B2 H AR
P, AT R i T B A R SR B 8 LM
Vi B 3 BE B0 () MMP-13 7E OA & 9 ML Hh ke 8 22
FEF"™, 4 MMP-13 7K F 8 e — o v Fl k25 1
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inhibitors of metalloproteinase 3, TIMP3) X [ /)N B
DR 1 e D A, 11 e ik I A A 0% (g 38 R s,
AL OA fZRAE! . MMP-13 i 263K 5 B4 g 7 3
I B A 1 R AR AT HEAR B D R R G R R B
et VBB A U TR AR A KR P A AN BRI, LA
L OA 1Y FRAZ Ak 55l PR AEAR™ . BAT il A% S g
RILF 9 i 28 11 .48 B 1 4 (a disintegrin and
metalloproteinase  with thrombospondin  motifs-4,
ADAMTS-4) FIIADAMTS-5W1E OA ) K& A= K 4
PR B R AR o TR B Runt A DG HE s - 2
(Runx2) ] A3 45 44 ) MMP-13 Fl ADAMTS-5 ) 5
ik XA R 2 A By EE TR A OA Y
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i — 2055, B AN REA AUE S OA SRR i3
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9 SOX9 BRI ER /I Bl HE AR 1 SRBE AL R XY 22k
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TGF-B il B MBS B B . TGF-B K%
11,45 TGF-Bs . ‘H IE 4 & 4 8 H (bone morphogenetic
protein, BMP) | # 1% & 1 4 K 4 1L B F (growth
differentiation factor, GDF) %% 30 Z Fl i 51 , ;X S6 [ 1
522 R 0 AR B 2 AR S5 B TR UE &1,
15 52 PR T 1Y Smad 41 P9, 2 TGF-B K &
PS5 % . Smad 1F R 40 LN A BT, 7ESZ AR T 1
A R IR v ol PR AL YT 5 T LASE RS N A0 M A AR R
SERFZS5RNFRR . BRICLISN, TGE-B 7T LA i

B kLIS 3-3% /i ( phosphatidylinositol-3-kinase, PI3K)
FNAH A AMJE T 8 B4 (extracellular regulated protein
kinases, ERK) %5 kgt — 58 8 A= W)=~ D) g, TGF-B
Y Ry 98 240 ML TS 2 9 SC B R -, AT LU i 2R 5
ol TR AR IR R A B R R R GRS e S TR
At BRI A 55 22 R A0 LG B, SOR AR 20 P T R
Tifie , T SR At S A58

TGF-Bs il &3 p38 22 24 J5i i b & 1 3% i (p38
mitogenactivated protein kinase) 1 Smad < #i ¥4 AL i
S VA T CE AR SOX9 Iy B2 {3k , 1] TGF-B1
Xt ATDCS 1 40 i 28 b A7 Ab PR, 6 h s Al DAUUL%E 2
SOX9 & 7K F- It "™, TGF-Bs il i 1 2 52 7R
1% 1 (activin receptor-like kinase, ALK) 5 Fll ALK1 5L
) Smad2/3 Fil Smad1/5/8 K PEAS 545, 2 5HKH
A 7 A PR BB B I R 20K
sr4t. BMP W2 550E &R , BMP BB # i sUE
HERE S U H JCIEAAE . BMP 5 Smad1/5/8
FRARIBC , 4ERF SOXO FRik , (e i 4R A e LA AN
HABH, IR CEE BT, TGF-B Z0%AE A — ik
B R L TR R ECE R F A e R A
Heky B RFEE RIEH,

TE OA KM S (i A v, TGF-B M Sl i 22 3%
BT . 72 OA H S IR AN AR AR o TGF-B
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FEIk LVE, E v B A 15 TGF-B1 AT LABCZE MMP-13
FERCE R A i Ao A, SR B BRSO
fif! . 38 L 25 El b AR I 6 TGF-B 155 7T LAU
BRRCE T R A 2 B A R O AR AT AR L R
T IEE T, Tk 2% OA HERRY. 55—y 1 , 75 5
PE OA /L I &% B miR-26b-5p 7 85 Hh i1 & 1
SEREAR, DT A1 K1 40 B Y TGF-B1/Smad2 i A2 11
S OA AL, TGF-B AR k4 A 7 X o] LLifs &
12 % B3 LR BB 4 Z — FBXOG6 R 5 51, 348
i FBXOG6 X} MMP-14 [z & L A& U , M ifi 30
MMP-13 (36 1k , 8 40 AN T R s 55 , OA i)
W AR AR, 28 b TGF-B 5% Smad2/3 (1) 6t =
50 BE RO A A 5 OA M & A, IR LA WL Ay
TGF-B HAEAR /N v FE S BBl N A B O A e, Herp
BRI JE RN A TG EE 5 TGF-B E &2 NIAYT OA Y
H AR a5, IEHE A IE I R
3.2 Wnti@g

WntiEFEAT 2533, HAo) B4 (B-catenin)
o2 g B ATA A5 HLEGED)  /E 1A Wnt-Wnt
ZRAHEAE AT, B-catenin 2 9 —Fh 2 25 1B
NG EWHAR , B2 AT 1) 2 AR A o 1 Wnt
AR R A 2RO E T 56 5 G
(frizzled, FZD) Z KK WL 5 G454 5 , 7T LR
B-catenin, JF- U5 AL 25 40 i % , 5 HoAth e it IR 1 4%
B AV AT PR R

NG BRI ST 26, Wnt/B-catenin {55 1] BE
FE OA 1 KR ML h & FE E 2, SR A o ik 5
Whnt/B-catenin {5 5 A1 B 306 5 OA B9 & A=A ),
Wnt3a 1] LLiE i B Wit 2% 5% 5 0 42 1 45 B 4 i AE
K34k, B-catenin o B F 38 1] L5 | e 5501541 it S 00 25
2, Wnt/B-catenin {5 5 ¥ 4K B 4i i v SOX9 il 11 7Y
Ji2 J B R e ak , R oy A AT MIMIP-13 45 1) 36
IR BEIR B AR il AN, 7 AR OA I SR
AP PR Wnt 38 % 0] BB BCRIR T OA 8T LA A5
TR PR, 1] OA /N B 8 5745 N 7 B Wnt/B-catenin
T NG IR T LA RS AR R R AT
PEAR AR 3R 4 M0 S i A A FH R e S ok 21 2
0 I 27 HEAAE P, (R (R T — e
) Wt {557, i IRKOF- 2 2S00 E 40 i) AB IR
AT BT RIB S . Wt 6 5= /R OGS
T 2 A B AR, B i R T, B R R O
P [ OALS K] H 45 Wnt 35 M X6 T 400 e 2 1 4
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Wt 3l 6T — 25 43 SRR AE L IE Wt il #
Wt it 145 FZD 32 1413 32 04 1% 22 R it A 9L 32
& 2 (receptor tyrosine kinase like orphan receptors 2,
ROR2) 4545 B IR G100, 75 5 200 I o3 805 R T, RS
FE 118 C (protein kinase C, PKC) F145-45 & 25 14K
# vk A ¥ B¥ 11 (calcium-calmodulin-dependent
protein kinase Il , CaMK I ) , 8% & B4 B0 W 30 1k
FE [ {4 i (stress-activated protein kinase, SAPK) , iX
Se ) T e 2R T A0 MR U B R R A AR I
HRAR B SE 5 U I 28 ML IR AR AR LU I A 58 3%, (H
SEAE A, 2 AR FLYE Wt 38 [ T (B 52 I OA 1Y & A= .
JE ML Wnt i §#% 1) #4589 85 11 Wnt5a 5 ROR2 19 & i
TE OA [ & vh b9, BH W ik 26 49 J57 v] DL ol 35 50 Rr
AR
3.3 #ZEF xB(nuclear factor kappa—B, NF—«B) & 2%

NF-«B il 2 5 M RAE N, 12 OA KA &
FEREEMEH . e OA Ik LIS, FELITHK
B NF-kB 38 B8N T o3 A e 58 A5
i R SR FE R F- o (tumor necrosis factor-a, TNF-au) |
F1 21 A -1 (interleukin- 1B, TL-10) %5 f& [ 4 2 3
I, 2 5 MMPs V5 2 R RE A1 o1 146 LRSI B B 4
AT, IR NF-kB & H A] LR i SOX9 ik, 515k
BB A L 8 i P A R S5 I i, O LA TE B 5
NF-kB (3 , #E— Lk OA B 25", NF-«B i
] LS S A N RS 2 5 OA A NF-kB
T 9 ZUARO T 1A P9 9 P 48 (reactive oxygen species,
ROS) 7K, ROS AJ LU i NF-«B il i #) NF-kB il
il % 1 (inhibitor of NF-kB, IxB) , & i/f NF-«B /% k.,
M A5 e A A 1 7 5 | S 1 20 4 i 0
FUK

I 75 NF-xB 38 6 il DL i) OA RYHERE . Z2 il
/N RNAs (microRNAs, miRNAs) 7] L1 18 i A~ [7] B 78
5 75 FU R 95 NF-«B 3 ok & #/E H , miR-99b-5p AJ
PLYE 1 FUNE 3K -2 f A= K A5 8, 17T 40 il NF-B i
B, A0 S Ry AN L, i M2 R AR AR A, P SR
OA /N BB S BB 8] 72 o T 40 i -2 1) A1
WA RIHS miR-326 5412 = HH i@ i #L15] STAT1/NF-«B
P65 18 % o 0 ) B A0 ML O TSR0 R 2 8 X NF-xB
I P A 25 0 T LU FEIR T OA MIVEHT, B3 1T L
N NF-kB 15 530 5% A i /D 551y i ot I fige AR 40 4
Ji 8 T8, B 5 ] RE AR K I -1 (insulin—like growth
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factor—1, IGF-1) i i3 4111 il NF-«B L1V /> MMPs % i&
KPHIESZH 3 OA 1 & 4, NF-kBAE N OA K/
1) O B 3 %, 7E IR 5 FBh Hh A S R i A
Morve
34 5-®EER AR F Ik B 89 | B 3 B8 ( adenosine
5'-monophosphate—activated protein kinase, AMPK)
18 B

AMPK & —Fh E et v, 52 5w fH
KB BERR B VIR OE . AMPK T8 569 15 40 B 40 i 5 3
VA IV 35, 2 110 5% e 2 15 40 B 1 D g, IR AR
TS HIGERE S OA Y A JDY, %38 % OA T
RIT AL TR T 10 . AMPK J& — Rl 22 2 R/ 95
SRR I, © 0T 20 A8 b 32 25 20 i Ag o A
A, 32BN AAML N ATP KA , A1l AMP 5 ATP
Fb B T e 1T LASBCHS AMPK . [m] Bst 5/405 3] 28 F9 49 8 1
T 11 P4 Bl 3% 5 2 (calmodulin-dependent protein kinase
kinase B, CaMKKP) . TGE- i I it 1 F1 1T 14 B1
SRR A AMPK (19 Ll 43— IR AT LA il & AMPK
TG AL T172 BRI AR P TR TE Y. 7E OA i 414
Hh e RER T e R A, R IR 1k AMPK 3RIAFEAIR , 8 2ok
BN B 4 2 B AMPK FTE R {1k AMPK
()92 3K AT LASS /D 3R Rl , A AU O2 i O A RSB (1) g 72
HERERY, AMPK 5 H R U7 9 £ 1AL i (sirtuin, SIRT)
LR VR, K A0 98 0E 800 S Ak 1 3k L 4900 ) 448
JHT LR R A W A )R, 4 AMPK-SIRT
i [ S I ERLR T RE R AT, 51 OA I & AE . Hit
iz AT LU AMPK/SIRT 13 4 0 i 2 48 £ 10 38 A
PALJST I 1 8%, 7E 422 32 Wi e 22 A B O A /INERVACE TP
IR 1R AT PR AR R A0 B R T A%, AMPKY
SIRT i A] LA 5 2 1 1 4 i A0 o 1 3R 3k | e+ 4R
FaAS . SIRT1AYFRIA i AT LLREK MMP-13 3Rk,
AT 403 60 A 5 240 AL 1 R 240 B A7 o A
3.5 #REiFSEF (hypoxia inducible factor, HIF)

T O BCE B 2 A, PR R A AU R R
TR, HIF 8 AE R —Fp A BRI g fa s .
OA [ & A AT LA EFCE T H AL KA, U R
B A 3 TR IAEECY HIF 2 AR 0 S sl S R85 B A
YT, AT DLE AR R A A SR R 3R T I =
OA MYFFZEFE ™, HIF & [ 55 & i HIF-o Al HIF-B
W HEIE B — B A, e ) HIF-1o0 A HIF-200 £ 5CH
FRASYERF I OA 1Y A A vh 45 d 2R I .

HIF-1ofF Ry — i s IR FE 8 S8 561 R S8

HIF Jiffi 42 Bt #2 1L 1 2 (prolyl hydroxylase 2, PHD2) it
R . EBEAAE N R AR Bl I A, DT T 5
YL N HIF-1o 2R FKOF TR 2 4%, 5 HIF-18
G5 G0 R AR T8 A i AR N T S 5 AR N R
BRI AT, HIF-1o0 0] LA 5 200 Jf 156 5375 B A i
HCE AT DR E RS . FEAFI/NE OA R
i HA] LUK 3] HIF- 1o 38 N R, 78 PHD2-/-/)N
B HIF-looid B R S 80l /NS s 2
) 1AL S 2 PRI B8 1 2200 , O HLRC I 2 1 8% HIF- 1o
T B i 22 B RE KT AR R AECY . IR R B
HIF-1a 205 50 20 M 4oRn A 17 W 0es 1) b B2 5%
1 AE AR R i HIF- 1o 2634 AT D B3 1T 7
I JEAE (A, T P8 MMP-13, A F F 50 83557, 6] A
I I i R 3 e T B A A RN AZ 5 A AR K B 1 2k
TRTBERERS , BH1E ROS =/ , #5150 H 40 it 7 g B
BT B AE AR, 55— 5 T, HIF-1o AT LR 5 4R
20 R A, 0T 55 1A P R AR R R 1 4
JiLAE LR I 3R B I ARV FR % | R #ME OA
SR In 0 RE R AR, DT 1 0B 20 M g T

HIF-200 % 5% K 5 6 S e g e (0 e S MR 45
55 HIF-1o JE[RIVE L, 9899 S PR T 0 SR R i 3=
ik . HIF-2a J& OA H 8 Z A9 /AR e S N 1. 77
AFBY) OA B v HIF-2a #4534 , HIF-20 7] LA
BEAEH R TP AR MMP-13 45 [ 263k, i
ICEFRAD, KRFRIEEZE A W LI H] NF-«B/HIF-20
T PR SR A MMP-3 . MMP-13 fi 26 3k02 0 #F 58 & B
miR-455-5p Fl miR-3p Al L 7 42 4 i) HIF-2ar, 4101 1) 1
FIk T ECE R A IR B OA AR L /N BRL Y AR
B, HIF-200 /2 BB 20 M B W5 B A3 800 1 TR
5, M ACE Hh HIF-20 350, ROS 5 i [, 4%
AR A RO o (R SR T LA HIF-2a
2 A K 55 TR A R X AR BE T A U DA T 2 £
OA it #2*, HIF-2 A] LIAE i HIF-1 H Wi T 6 /4 il
s,

4 HLEEERBEREIATOA

FIRTER X OA BRI TR I T 40 OA HERE 2515
J7 7 58, A BLTE G fif AR w8 R ) [ I RE A i —
A OA MREIE . HFITAR 2 0 T 4% OA B TR 24
LSS N7 Wl = S DO R = SIEX BN At
I 1 52 BB AR A X 24500 73 D R 5 FRTAT e ik 2 o

%EL{O
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41 RHEREFEE

20 N AT 4E i B A K [ Sprifermin Jg& #E i)
IHYT OA I — BB Al R 5 254 . 7 R I sy
SCEREFE A B, 1] OA B W) AR AU Y 5 1 N 7
Sprifermin A] D) 2k 35 F0CE 18 &2 1 BE 1™, Sprifermin
55 5 2 S T T 0L A7 AR G R 2 M
FIF T 20 M A0 5L BT 4 3R 58, TR 3l d G o
TE— TR b 3 0y T s R 28 i 5
YRR AN R FMREAERES TSI 2B L
Z TR B AN OA FBH A vl & )% 4
BN S A m) e, AE o s Ay T OA
Sprifermin 5 &2 25 25 FEHL I 500 5% b, 5 22t 50 2 4R
LW, 45 25 4 R OB AR T o i SRR AIG, BEE TAE
N T RCE R R T 4 ) S 35, 16 B Sprifermin A]
IR ICE JEBE , D8/ D 3R 4 k17 IR 2
Pk , Sprifermin 78 4 4= FECE 1B E WA 50 I
FEFERRAE ] B 22 M I 5 2 BIRIAR L 25 7
TeGe it 7 S, T B AR R TR i R] 4 1 AR T 44
i 58 5Kk #f %2 Sprifermin 7 J7 OA A9 J7 2™, Br T
Sprifermin LA#} , BMP-7 4 % Z2 A= 4K AL 19 & 1fiL/)S
M1l (platelet-rich plasma, PRP)#FUER] T H AT LLfiE
HERCE AR ORDOCE FE A BB S e IEAE
AJHE VA JT OA 1Y B AU §E A3 25 4 3 A7 AH L B It R
I,
42 MEAKREFLHE

Orecivivint(SM04690 ) J&—Fl Wnt i /N1l
T8, — 250 R B 24 J& A REALGT RE T B30 uE 52 1 H:
TE OAJRYT &2 A (T 32 P R4, 76 B R AN
Yy ae Jy -t A AR FHC, — 30 1T 49 i AL 3 0 Xk
32 40 3 i B 5] 0,03, 0,07, 0.23 mg #Y
orecivivint 1% & 7l A7 40 B, HLHE 52 J4 0 £ 4l &
B, orecivivint 7£ LA FAMIPRE AR A 3= HIE) 12 &R A0 32
TR b N RO B AR L DR A P A 5G4 [R] B
A prelcss Y, 7EREET kY 24 J 11 b W58 ik —
AAUEW] orecivivint X OA [ B AT AR U 1Y 7 I 22 i |
YIRE B AE T, 8 %2 0.07 mg J& f (KA 5057 5 57
{EJEAR R H A7 A9 EE |, orecivivint 78 IIfi AR 32 56 1) R
IFBA e R BN AR IR Z Pk . BT Wt
{55 38 B AR RE v BT B e A, e e o Bk
— ARG (Al an ey BELr ) S i AR 43 Wit /55, A
KA S Wt {555 T IR 5 R A OG0 A8 | i 75 B i

— B HWFFE . MMPs 301 551 (14 4 5G 24 9 7 30 4t Jie
187 —EdE R A T A NREEE, I L 259
I R BIFFE 2L, £ % MMP-13 33X —#8 5 8  B ik —
A FH I

5 MNESRE

OA B AR LRI AT 2 L BT 3k DA R 55 1Y
IR SO R BCE T, IR B R B Y (H
BCE AR R B R AL R 23, R OA B AR —A>
LA, TR ARSI X OA B X T B
PR I A R AT B EAE o AR LB T\ S AE
POX L G I B AT T JRUR Y OB AR A, i AR
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