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A B 5 3 A2 P 0 W A W DL A0 22 e, AT
7Ei)d7,J;ﬂﬁﬁltﬂﬁLEE’JIEI—I%ﬁ%ﬁfiﬁ A AL
PEORIAUBRN, J 5501, 8 3K 26 (R R AR T AfE i) 2 A 4
)r)ibflfﬁiﬂfiﬂi lf)béé‘ff&’%%ﬂs FECE IR R R R

%*’Elbﬂﬁp/ﬁﬂ’]ﬁgdjli‘” T 28 A3 240 i HE R 41
Ef@}ﬁi“ﬁw*ﬁ_}_%ﬁ?fﬁ"‘ [ENENFIPO RGN URER L)
W50 20 4 R TR T SR 19 2, X A 1] 58 2 A 20 B 4 L 302 /4% A
AR T 1 B 2 IRA BB AR G A B AR
B A0 AR AL S OGRS i B I W S R LA T

1 AT %X EF (factor associated suicide,Fas){s S i#
B
Fas & M () J& T I8 PR 58 B F (tumor  necrosis
factor, TNF )52 & 5 j | & MW i 8 T 32 4K 7 T 40 I s |-,
gy F ik g 45kDa, b 1 BUBS IR H(XFR APO-1 2
CD95) . Fas AHSCH T @42 EEA MR, | B 3
T Fas 5 Fas B (FasL) %5 & 5 76 40 TR i@ 1214 5
FoEai, RIFE =R KA R R S 1
(cdspdse) Tl E T A& AR R R AR,
R ES Eﬁﬁiﬁ caspase—8 T b, B IG HL Y caspase—8
KEUGI@?EH@ﬁt,caSpase—S e PG Bid (BH3 AET-4%
FSR s ), dk il B b B AR -2 JE I (B—cell
lymphoma—2,BCL-2) ,BCL-2 ¥ BHL Wi &5 , 40 g 28 o 14 JIEE (1)
AR, SRR N A E C (cytochrome ¢, Cyt
C)iE A IT Y, B J5 i 2 caspase #4285 | 240 i 119
B SR IR IME [F] % 298 30 AR M Fas 3R 5K
W 0 e T 0 M ) 5% 28 A, T HL I % M 8] A 28 0 0 iR
AP T AN BN, Fas 193 3E W R Z 35 NN Fas [ 5
WEES ST ANRLMERCE MR A8 12 72 . Chen 5518k
R R R A P Y /N R B A% T2 34a (micro ribonucleic

E—EEB AN (1991-) WL HFFE A, BF5E 05 1) L AMRE M
fia) 25 2H 21 T
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acid 34a,microRNA-34a) 25| BCL-2 (3R k98, il
TR T Fas At 5 (0 ZHUECH A1 R A | Fas A 5 19 Z Ak
200 B 3B AR 58 B BN 57 S5 | caspase—3 | caspase—8 ,caspase—
9.Cyt CHREHTE, 7R Fas R BES 5T Fas I
5 010 A T 2 0 2 A A R A 5 A L EL E R A S
STHIEEIEM Fas [ BRI S Y TR AR 7,

2 #ZEF kB (nuclear factor kappa-light—chain—en-
hancer of activated B cells, NF-kB){5 5 if 2%

B s I F NF-kB % % £ 45 p50/p105 (NF-kBI) .
p52/p100(NF kBZ) REL (cREL) .REL-A (P65) #1 REL-B
5 A Hgk SEARATAY N oA —Ath 300 2

12 A4 1 fR 5¥ H’J Rel [A] ¥ X (Rel homology domain,
RHD) ,RHD EL4f =4~ X . DNA 254 X | ZRIKAX

ENE S X (NLS), Bi1H e ﬁEJE 5 DNA E®Y kB
| g S S i B 30 28| e - NS 1 PSR

IkB (inhibitory kappa-light—chain—enhancer of activated B
cells) TG BUMEE & o TR ERES T A BT b iy — 3Rk
NF-kB (W% 3 1 p50/p65 k) H54546 =Rk,
NF-kB 4k F K35 AR A o £ 40 Sh A5 5 B9 1R R L TKB
B Wi, Ao NF—kB WO | 2 10 A= B B A, 8] 44 200 Jf A%

PRI R B R P
Xiao &5 U0 p#FgE & B, [6) BRAE 3 4% A (intermittent
cyclic mechanical tension,ICMT) Al i i # 7§ NF-kB 15 5
I A A 0 4 s 2K 1 B - 13 (matrix metalloproteinase—
13, MMP-13) By 15, SR ACH AR . Gao FMYHE—
AT R, RSN B AR AL AR Y I R 2B A o, T
Jil NF-kB {5 5 3 #4050, n7 AR AR MMP-13 (9 43k,
FEXF SOX-9 Sk A7 M A= H . DTN SIE 22 28 A ¢ 1 41 i Y
IB7Z  Yuan SFU AT ST K B LA A0 i A1 R P BF B mT
I TR RS Tl GE 1a B NF-kB (5% s o b 8 B
AR BY R )5 AR OC B A iy ik, $2% MMP-1 MMP-9
AT MMP—13 #9335 7K1, Tl 28 A 45 40 i 18 2 Xu%%”‘
WFoE % B i B 5% 38 P120—catenin (¥ 45 [1) X} NF-kB 155
WA T A I R, I NF-kB 5533 i r] I i B
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& TCMT 5 1 2 M 20 200 i 9% E SN

3  Wnt/B—catenin {5 5 1& B

Wnt/B—catenin {5 % i [ J& Wnt 15 5 38 #% o 19 28 9
Fom wHmER K b REEFREMEN. 4
Wnt {5 5 38 8% 4 8O 5, B I G 8 -3 8 (GSK-3B) &
A P 32 B, AT T B—catenin (Y B A7, il HAE
BN AN <5 S SR < PR R N1 O PR R a7 N B
Hl - (T—cell factor/lymphoid enhancing factor, TCF/LEF) %
WREE G R A A N G A T i G B R TR ] R A
TR AR 32 3 AR SR R AR R AL B TR R D

Zheng SRR ST K B, 76 HARIR AR 4 vp PS5 AR 24l
B A5 P2 ACAHH H , B—catenin &35 BH B 14 & 0] wnt
5510 5 B—catenin FEIRFEAL, MBI E | & A 205K
SOX-9 FikM . NN B—catenin J& %15 5 il fif H (1) 56
BT AT, 0 Wnt/B—catenin 15 5 18 B AT 4E 28 2 4K 1
HYIR AR o Xu FFUOE— L F 58 R I, B RSN B-catenin
Yj E—cadherin (55 K 8 1) B 5 — A~ & A 1, AT BE B B-
catenin AYR% 5532, T ICMT AT 417 ) 28 8 41 il E—cad-
herin {323k , 18 59 E—cadherin Fll B—catenin BB & , ¥ G
Wnt/B—catenin {5 5 38 % , Il 38 2 A #1084 R AE

4 EN$EZ%IEEH (Indian hedgehog,IHH) {5 S & %
Thh s —F ] A SOk e e E m, J8 TRIE&E A
(hedgehog , hh) 5 i —Ff  hh A5 538 A6 o A i 2 K &
F oA bR A AR TS B A R AR R G B 32
J& Thh 553 % HRTHFIE &I Thh A5G (5 5 3 % 5 & 5
LR AN RS Y E AR A =4k BN -
AR5 IR A OCHE 1 (Indian hedgehog—parathyroid  hor-
mone related protein,lhh—PTHrP)%‘%ﬁﬂg‘ WS Thh 15
T B 15 2 A A - A0 1] P s 5 4 e S AT (Indli-
an hedgehog—Nk3 homeobox 2 protein,lhh—-Nkx3.2) {55
i
4.1 Ihh-PTH:P {5 538 %
KM N LT S PTHeP 48 ¢ 19 Thh-
PTHrP 45CF 20 ifd 15 7258 07 i HE X 4 4 534 Thh, Thh
5 PTHrP & B, PTHrP 77 4 K A T (A HE £ 4515 200 i A
BOw AR i b 338 IR U AR KR HE, 1E T T A0, 46 Jif
[ PTHEP 32 4, #0 i J= &R 1 40 i iR 28 . 41 %6 FF PTHrP
BRI L T 46 5 R 39 B, A2 i I DR 9B 40 i, 23 6 Thh,
X & Thh—PTHrP {5 %5 S5 B . Fischer S #F 5 K B,
B[R] Y PTHP K o206 7 0 1 01 4 i % ot R s /b 4
A I R HEH AR BT R B X R al JEEA
M S T 2 (runt —related  transcription factor 2,
RUNX2)Fl MMP-13 (335 %A 828, ik > PTHP i ik
V- g 12 2 FE AR I F (insulin like growth factor,IGF) Al
SOX9 AH I HL ) 10 i) 40 B A0 M AL DR, i i 5 B F 9V A
I, X I (ColIX ) B =2 23 5 | 2 2 A i 4 M A IE S, IF: 1

I Thh 23 W06 00 38 0 FAE B A9 PTHeP 3R G5 B b, XY
Col IX Ji J5 it = ‘S 8 Thh—PTHP {5 538 I 76 F- 4~ o5 1 f R
A AT G, BT Thh—PTHrP 15 5 38 i 23 ik 20 i AL K 43
o BRI, 4 F ColIX 2% i faf F: 35 PTHP />, HoALl H
B ARG, A7 0l B2 ColIX A9 Bk BL% S 30 PTHP %3k
/0 A AT R 3 5 T4 Thh 5 PTHrP Z [8] 1 Sz 45t 58
%51 PTHrP ik /b,
4.2 fhs7 Thh 15 5 i #%

B T MM PTHYP Ab, i A7 76 20 37 19 Thh {5 45 38 #%
Thh PC A& 5 24 518 40 M 5 27 & — 1 (Patched -1, Ptch 1) 45 &
J5 )8 dh e SR Gli 25 1 (24§ Glil (Gli2 \Gli3), i — 2
s Thh {5538 ¥ R i B 473% A Prchl HHIP (hedgehog—
interacting protein) Ml Runx2, Runx2 /2 %CH 40 i 53 fb iy
S S AT MMP—13 1 X TR B J5E (IR K 4% 4
i 2 M (R S AR T ) A 3oL B R K MMP—-13 11 3 3 ik
JUJ BT LA ] RS 40 i A I v R 1 22 W 0 A e R S SRR
4.3 Thh-Nkx3.2 {55 538 4

Choi %P 5T % B, Thh ¥4 1] 38 i WntSa B fift Nkx3.2
B, M Nkx3.2 # [ A8 48 2% 98 40 I8 K9 172, Thh -
WtSa {5 5 8 76301 4B 40 M AT K o % 442 35 S0

5 BEASEEANLEZ-3 i &8 (Phosphatidylinositol-3—kinase
PI3K) {5 5 & B&

PI3K 5 40638 56 A U8 T LA s 46 0 e 32 55 22 b
YA LD RE IR 9 A G . H TR K B, PI3K 7E 2 M 4K B 44t iR
Sy iE B A WA, — 42 PIBK-AKT-mTOR
%, — 4~ PI3BK-Racl1-PAK1-Nkx3.2 ifi % .
5.1 PIBK-AKT-mTOR {55 5 i #%

A A A, BG4 7 F AN R
PI3K B3I Ja |, Az i 3-B 2 W6 A 19k JJL B2 (PIP3 ), PIP3 Y5 22
R/ A A R TR R (AKT) W PH 2544 3 AR B4 T, 443
TN ) AKT e B 2 41 i B[] BBk 198 Ak, e i 1
AKT % F 25 40 il 55 g 240 B A% N, 508 8 45 1R i A 5 o
) ZHE H (mTOR) , J4 17 40 26 1 38 | 1 s 2 oA
o, FELON R A P, PIBK-AKT-mTOR 15 5 i #% 3=
T3 2o AR A0 A L L T R 9 2B R i i AR A TR
S3E i mTOR L9 [ W 7K P 7T 40 3] 24 Bz 851 4 ff 3R AR
KF A WER AR AN AR Zhang SFP0 05 & B
TE LR PO AR b, i IGF-1 #3h PI3K J& , Hh Bl AKT
IR AL, 1T AL al DA A e 3k 38 o 7 11 280 e D 2 28 A
B AN AN LT 0 By 2 — A SR h N £
B AERRL 5K T 380 ) AR AP R R R 129, Zhang
PN — L WF S L BER N T AKT-mTOR #sh )5 , K &R
LR AERE A I TR 2 2B \SOX9 .mTOR Wik
AHXT [ SR IBAE AL B AKT-mTOR #0410 & F+ i, AR
T T2 3 5 T 9 2 A TR M 2 A A R AR 1 e A
5.2 PI3K-Racl-PAKI1-Nkx3.2 {5 5 il i

Kim &5&21% B8 41 i PIBK A 3 Nkx3.2 410 il 78
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i A S R A R IS R Py i AR B, PI3K AT LU BERR AL, TR B R A 5 HL A 2R, Cyt C RECIE N, cas-

il 33 Racl-PAKI1 (p21-activated kinase 1) T ¥ 4K & 41 fiil
T Nkx3.2, i Nkx3.2 e s 28 4 i A R ga T [
IR Bz {5 5 38 %5 AKT J65%, H P85 % A (PI3K AY ¥
WL Z —) 8 PI3K At 5 /9 Nkx3.2 4 il 58 24 3 45 0
#E

6 RhoA/ROCK 155 i& %
Rho J& F/Nr 1 G A, mT LU i 9415 1R i
I Rho i A (Rho AH ¢4 ith 88 € 45 11 3G ) 983 40 g 1y
AEM, HWE ST . Rho K42 RhoA \RhoB,
RhoC = Ff 5 # 14& . Rho I B & # = #§ M2 (guanosine
triphosphate , GTP ) i 1% ¥4 , MO8 Bk o0 54 = B K i iy , 24
H 5 GTP 45 & W2l , 4 H 5 54 — B MR (guanosine
diphosphate , GDP) A8 45 & B, U &b °F 2 3 R4S, Rho 78 1 1k
5 E Z ) P AL e, 58 A I OC T A B 5 T 2 i A

G FA T 1) AN N S,

Ma 5RO R 55 & B, 7E 7R A0 [ 9K 38 A8 (¥ 28 M 51 4

Jitw oA ROCK il 51 5, £ M 40 B 40 it =5 0 45 31— e
155 ,RhoA/ROCK 15 5 i s ' ROCK-1 £ik 2 —
TR (9 F B B9GP RhoA (9335 LA K2 ROCK-2 Ry K 3
IR WA A AR FEAT W] B3 i, 173 £ RhoA %2 ROCK-
2 R ILTHE #2785 RhoA/ROCK 1 538 6 7 24 A 4501 40 Jfd
IR A5 5 B BT X AR B 5T N & BE P120—catenin Xf
RhoA HA K&/ M, ICMT A LL3@ i #1 il P120—catenin 1
ik, VEMHIES P120—catenin 5 GDP—RhoA Z [R5k £ |
E‘Fﬁz RhoA/ROCK-1 3 [ B I , 518 i1 2 M A1 20 i o
AR, Zhang S5 IF5E 2 B, 4R AT LAS o) SR 240 il T
H‘]if‘?ﬁﬁ‘%%ﬁl:l(cychc adenosine monophosphate re-
sponse element—binding protein, CREB) # i ft. , 1 1fij i 1
R LR AR AL W B T S K T 5 2R A T RE R A
TECPCE IR AR i B F 3K RhoA W AT LLSE iof BH 87 5k 4
%20 CREB B’eﬁﬂtﬁ/"ﬂ’ﬁ; B T R A T AR A Lk

TR Ty e 05, S 22 1 A0 iR

7 MAPK %%iﬁﬂﬁ

22 24 J5 5 A6 25 M B8 (mitogen—activated protein ki-
nase, MAPK) E?ﬁﬂ%fh(zfﬁ“ﬂ:éﬁﬁﬂ@*,éﬁ EREpi
BRI, T LARL 3 GRG0 1 T 208 B A 5 RO
L AL HEAZ A, 30 o 98 A S PR T O 4 T i A R i R

W50 M358 434 8 T 5% 3 . MAPKs KR
$5ce=Jun N-F A (c—Jun N-terminal kinases,JNK) .
SAPK .p38MAPK , #fi it 515 5 9 19 4 1 I % (extracellular
signal regulatedkinase , ERK) \ERK3 .BMK1/ERKS \ERK7 .
NLK il ERK8 45 8 1~ W5 % . L' ERK JNK ,P38MAPK
WSS TR GG LR S 1 e,

Kong %541 BfF 50 BUAE # A HLARE I3 i VE T, Bk
2 AN A Az R R B ERK (1/2) JNK P38MAPK ff)

pase—9 Fl caspase-3 BLIIT , $27K )11 5 M 24| 4
N RS MAPK {5 53 5 ZoRL & AR 40 G

INK B—Fr s B H, BAT L0 N 1 TEHLER R R
(pyrophosphate , PPi) ¥ iz Z= 4 Jifg 4} (9 D1 B , 40 i &M 19 PPi
PRIFAE — 58 P T LUK FE TS AL A T, PR S0 SE 88 4 RAE R
R H A AN b, SR SEIRER AT 7T LABTG p38MAPK {5
538 B, 9 p38MAPK il 5 SB203580 12 ANK 3£ ik
KV B F, JF H K B p38MAPK (¥ ¥ E JF AN B T
Smad2/3 AW, WA AFFERUR I, INK B AL 42 & 1 B
P B AR A M PR AR S T A AR JNK A 3 DU
TR T R BRI ANK S YRk fe i T AR
ARG TE . I HALH S INK S BERR b 5] ANK
ENVESNI Y P

N W20 i 2 4 ) )+ (macrophage  inhibition
factor, MIF) J2: 1 £b 119 T Ik 4 200 i R 174y — b w35 44k PR -,
Ab TG E L LB B AT LG SRAE R, 0 4 E R A
BEHWILRER, 23 NO IL-6 IL-8 IL-18 . TNF-«a
IFN-y .PGE2 FIl MMP y#¢ i sl 3% ik , CD74 & MIF AYH: R
Pk 9 22tk MIF 5 CD74 45 45 )5, 1% P3SMAPK il
ERK1/2 155 1 % , i 3E 58 4E PR 7 (9 BT, 36t Jl 4 i ko 4
T 5 BRI 43 AR A A, 5 R A AR A R R A
A T g7,

8 Caspase 15 5@ i

H HT 5K 0 caspase K FEALFE 14 47 (cas-
pase 1-14), 1EH 1% B0~ LLJG 1% 4 8 098 =077 76 1 40 Mg
P, B AL S LA DD B SOK R R L S 5 A i
T3 T, Caspase 115 5 40 L I T2 9 M2 W] 4 P 28, —
FOEU M T E B2, fL3E caspase—8 Fll caspase-9;—

KM I T AT, 4395 caspase—3 .caspase—6 ,cas-

pase—7, Caspase A~ 1T 308 P A7 FR K A IS 4 25 11 1 2 AR O R
22BN M 0 T 0 R R R R AR

Ding IR HF 50 & B, TR N 2E caspase-3 By KA AT
AR 1k 2 B R AN S IR L AR O e S
caspase—9 MY 3% 1k W] IH i 30 ) 2 AR 4R A iR AF L BT
WFFERE I, 758 % B 2 71k iR A8 s o An i v,
Fr ik Z 0l LAG|E BNIP3 (Bel-2/adenovirus E1B 19-kDa-
interacting protein 3) ik 1Y 1 | T 2L LA {0 FH L AL
IR AL TR BE SR Z X caspase—3 BTG P A 520

AR Z G A BNIP3 {2 #F 50s 4 H 20 i iR A2 X ] fig
5 BNIP3 H 3¢ il i ) 38 3% 13l 33 caspase 3'5@5% PE % 7
F5 R 2 AN B 1 AR AR ARG

9 ZESHEEZENEKER

T F AT LR 20 R R A A S R S Wéf
i) MAPK F1 PI3K 15 5 18 i 3 , Ihh 1 NF-kB {55
BEAE T AE LA B 2 W BTFIE ULéﬁiﬂ@/}%}tffE%é@f\ﬂa
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538 1% O A A ST A AE SO ST R AR Y 45 B 2 TR A A
AR

FastE RS T2 32 14, 51 2 08 124 OC AR 5 3 8% A7 75 %
YICHE . A 98k 8 2> NF-kB #% % 0 ] Ji 5 Fas A5
MR AR AR, HLIXNINERALY 5 caspase—8 MG A7
KE Fas 5 PI3K Z A1 A7 75 45 % V) B, 3 il PI3K/Akt
{5 7 38 6 v DL 35 A 3F Fas A5 09 40 R A8 G B
Sarrabayrouse &5 MJF 58 ) & B, B % RhoA/ROCK 15 5 il
% T SEL VBT 200 3 P 2 200 i T A 4 00 0 A kA, 98 1 D20 A
Me 1 FasL (93635 . FasL A ] DU o 0 75 4 08 7 2 (1 A
U T A TR MAPK {55 05, 52 i 4K 40 it iR
A,

NF-kB 5 P4 57 9 %% Y1 AE OC, PR 5T 199 07 35 2 4 i oA 1
M ZHLH . NF-kB {553 8% 55 Wnt/B—catenin {55 #
B B OCTH I P 45 15 538 %, I R U8 2 [ 2 A IE
T ) JE AR T TE 8 45 2 8 — 3 8 50R R 2 fef ) — 3l
o3G5 B P S i — 3 B PR VRO O R e X g — i
W HVEH W B-catenin J& NF-kB {5 5 i % 5 Wnt/B-
catenin fr 5 i [ (19 2870 & ,NF-kB #1119 p65 W3] 5 -
catenin 454, JE il p65/B—catenin £5 4 & , 76 41 i 352 45 F1
IR R E AR, JF HAE NF-kB i385 47 i 5 &
T, T B—catenin 7K AT B I 52 M NF-KB A9 3 1 H,
NF-kB 15 i % 15 PI3K 15 it % = 0]t A7 75 5 W aff 7y 1Bk
A, 4 PI3K-AKT & 53 % 990G i, AKT 2 K 2R R
b, 38 1o R E I — R BV GRS RE 1kBa 5 NF-kB =%
W i TkBo B B, = J KM S NF-KB #06 fL , 9 1 &
EoR R X DANEE U N O USSR il e R
RhoA/ROCK 15 *53# 5 NF-kB A7 & VI C R, L+
B, 3 B 238 pl120-catenin 7] LAHI ] NF-kB #1 RhoA 14
%, T pl20 —catenin 7E 40 Ml T RhoA %5 & , 1T Wi
RhoA/ROCK {5 ‘53l #% 25 0 ] NF-kB M9 #% 8 A7 , 1 3 =2
[B) A7 #E IE 8 4 5¢ &, H p120—catenin J2& P 35 9 3L [ 94 47
{37 134 P38MAPK 5 NF-kB 2 [l £7-75 1E [ & 545 1, 400
P38MAPK AT LI ¥ IKK ) B 1 fLKF , 2L IkBo B R 1L
b AT > NF-KB ) % 8% £ 9, H 39 58 JNK ERK )
FEIRTTHE 5 NF-KB 1) 8 52 1k /K 79031

Wnt/B—catenin {5 53 % 4b T Thh {5 % 38 i 09 Lif
PTHrP J2& W # (9 35 [m] 98 95 42 41 B2, 1l Wnt/B —catenin 5
PI3K/Akt \ERK =& Z RIfF AR # ) ek, —#F L l— 13
TV 3 6 2 ) 9 9 R M TR Bl XA B R RE AT AE T AL
WAFFE T 40 1AM Wnt/B—catenin {5 538 % 5 MAPK 55
T AT IR Wnt/MAPK 5 5 8 B , o Wni3a B96 fL AT
512 ERK1/2 B f& 4k K ¥ JF & B, i H Wnt/B —catenin
MAPK NF-kB =% ] 2L J¥ il Wnt/MAPK/NF—kB it f# .
Kim S5EB5I fF 58 ) 35 9] 3% 1k MAPK R U] Thh 55 19 %
. Cheng %7 55 % B PI3K/Akt Fl RhoA/ROCK .MAPK
= Z AR ) O, AR W HLRIAT A TN R A
Fpit—2L 05T . BR Thh {55 18 i 21 ,caspase {55 %5 A

SCHE R 5l A B &R IE QT ST e ,caspase 5%
T I K 22 B A T S B IR R R AR

10 BE

A X 2 A T AN M 3R A8 A DG A5 5 i 1 A
WL E MR, H = T IR R G
g LA I 4R 1 AL B 22 0 I 22 18] A G Rt AN T4y
R, 5 R AR A U0 A DG cAMP-PKA |
TLR4 .HIF -1ac ,OPG/RANKL/RANK | Ca>* 45 {5 5 il i 75 £¢
i B A MR T T A F 5 E T TN A R DL ARG ROk
AT — 5 W B R IT LR GRS R E 2 5 AR
HCH 20 AR AR A DG 55 TE I LI DA 2 AR B P A A bR
B2 LR A Y A3 AL O — T T TR ABIE S A T RS
ML ) B T] — 3 5 AN [l F 300 F B R 1 LR R B A 3
fitlh 5% 25 38 B 2 IA] A I 2R, - DG SHE A, Dl R 90 HE
29 BORIT FR B AR AR
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