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AT RS B A RS 0 R . B JERESE P10 15 T P18 VE 46 EAR 0 , 515 A0 M D 1 9
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[ Abstract] Interferon-inducible protein-10 ( IP-10) is a member of the ELR™ CXC-chemokine family, a
molecule which is paid close attention to current studies. IP-10 can inhibit neovascularization and exert its function on
anti-fibrosis as it binds with CXCR3,the only specific receptor to IP-10. Accumulating evidences revealed that IP-10
also involved in the pathologic process of ocular neovascular diseases. It shows that IP-10 was closely associated with
subclinical chronic inflammation and involved in the development of age-related macular degeneration (AMD ) , which
would be used as a clinical biomaker to make a definite diagnosis of AMD. The IP-10/CXCR3 signal, expressed on the
choroidal endothelial cells,had the ability of suppressing choroidal neovascularization. Moreover, the over expression of
IP-10 in the lesions of AMD may be attributed to the induction efficacy of promoting anti-angiogenic factor expression,
such as IP-10 by vascular endothelial growth factor. IP-10 had an important role in the pathogenic process of diabetic
retinopathy ( DR) and might be used as a new indicator to evaluate the severity and prognosis of DR. And IP-10 may
have the ability to suppress proliferative DR by interrupting formation of new vessels and promoting fibrosis of new
vessels. Experimental study showed that IP-10 can reduce corneal neovascularization by down-regulating the expression
of proangiogenic cytokines indirectly and suppressing the migration of vascular endothelial cells and tubegenesis
directly. IP-10 is involved in the development of retinopathy of prematurity and polypoidal choroidal vasculopathy.
Given its unique biological characteristics,IP-10 is expected to be a molecular target to inhibit neovascularization in
treatment for ocular neovascular diseases. This article reviews the recent progress in the studies on relationship
between IP-10 and several common neovascular eye diseases.
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T A LA PR RO ) R AR R — A R L 2 0 T R AR
ST I L A 52 A A AR PR R R R . R
HURAS T &4 Tah T8 B F T, 3 3 P8 9T 0, 3
I IS A B AR G T S I A R B o O A R S T R
MR AL . A PF T A AR T AR A, L M BT RE S R
L5 S AN 58 35, A0 A R A R, 2 R IR R 4 U 0E W Y
fR IS5, A T o AR R B A AR I B S IR K
BT A RA B R, & 7E G Q)05 18 i R AE X
L ML AR R T AN e B LA A S W S T R R
TR WIFEIESE ELR™ CXC 28 fb R 7~ RE 7 37 4= I 5 T8 I

R AW AR R G R LS TR 3% 3 2 110 (interferon-

inducible protein-10,1P-10) , A 3 it ¥ 4F 2% TP-10 5 % WL A9 JL
Tl T 2 100 R 0% R 0 F 5 0 SR A — 2R A

1 IP-10 W FEMSIAE

IP-10 f Luster 25" & Wiz H1 40 T2 9025 1 R M £k U937

240 R 114 2 AT 2 R 7 Wy o O 2 R o HLAH SE R Bl A 44 O TP-

10 =, CXC10, A% 43 F R & 29 29 10 000, 3 ELR™ CXC 2k #a1k
W7, EZh vy T K (interferon-y, INF-y) 5 57 4 o 4% BUHT
FEUEW], 48 INFy % 5, A 2T 4 400 M . 9 2 40 i | 56 4% 40
JHF ST T 200 B L 6 A A0 B LA B v 5 bk 4 Bl 45 30 22 Fh 41 it #B g
ik IP-101%

TP-10 i 3= 2 /E & Ha b Th ik U 2 e 0 50 4% 28 JE 1 9 %kt
WALIERS A S AR IS5 0 R G LB AR Al
PRER e PRI bR BB AR HE R BT A LR e A5 R AR 1 AR v

RIETEEMEMT . 40, 1P-10 (4 £ Y25 D e A L5tk 1P-

10 Z5# A ELR 51,85 ELR™ CXC ZS8E LA T m 1 A
J S — b A7 A AV A4 5 ek R e R A0 A P Bz 2 L
6,2 5 EAIE Y o T S IR A 1A R A 4
AR T A SR k25 3t 7 IR BT 0 i A o R v R B, 3 A I PR
07 B A LA ARG L B BHL AL B 2 B 2 28 AL P 14 s i
TP 7B T B A

2 IP-10 Z{k CXCR3

IP-10 ffy M — ) 5Z k& &y CXCR3'™'. CXCR3 3 [ 5 {i T
Xq13,cDNA 4K 1104 bp, & 4 368 MM, MM 4 FF =24
J9 41 000, B B G 2R A B Bk 2 ik (G protein-coupled
receptors, GPCRs) 454 . R 45 32 1A & 55 2R 3 19 K [ , CXCR3 A7
CXCR3A ,CXCR3B F1 CXCR3-alt 3 Fi A [7] i 48 & ., CXCR3A
FEFRKTIHALR T 4000 NK 4000, SEIRE g 65 &
HE R LA T, 75 2 T Ak 1 S0 B 20 i 1 4% i 3 437 2R 4 ; CXCR3B
EB A M NN B, 5 ELRT CXC KRB H T4 A )5
T 3 U R A R A T A AR DU P R A O T, DT 4 o
MW AR A ;CXCR3-all FEFH 5 TMRBFFMW T UM o« &
Ak A F (interferon-inducible T cell a-chemoattractant,I-TAC) 2% 4
RIS

3 IP10 5FEmMEMHRE

3.1 IP-10 554F e A & 1 B B A8

WS A E P B BE A8 Pk (age-related macular degeneration,
AMD ) J& — il 5 45 5 AR OC 148 ko SR R 2R I A PR IR G L 2k
AR 4S5 B UG RTIE P A AN T E R EREEZ
— 1 R R LI A L BRI 2 B SEIA R L RAE (R B
I FRAR Pk S 0 ) A6 25 & A it AL R R IR AR Bk
IR g 8 HE 9 B = B 5 0 T A B0 B e A0 O 3R 4 R E
JLA R Ik 4% 558 A 1l 4% ( choroidal neovascularization, CNV ) 1
RO CNV OB A R AMD Y B Y13 RO L 18R 5 S
FEN @A I S R, B9 NV & A BT K T80 4 it XoF
THBGAIY AMD RA R E L,

WFSE A B, IP-10 50 I R A8 PR R JE B AH K, IS 5 AMD
(9 % i B2 . Fujimura 2810 1) F OG5 G 8 0 Ak /1N B 22 Bk
2% B AR LA AT, B 5T TP-10 Sz 3% f& CXCR3 X CNV JE j,
HISEMR o W98 B, 7 B S2 6 IR P 10 o € 3R I e I ik 2% 2
H CXCR3 J¢ TP-10 19 3% 35 B0 BRIR i s Sy Al U2 45 1 12
7~ ,CXCR3 ik F CNV By iz 40l |, IP-10 X H. 32 &k 7E CNV
TS RERRHATES S CNV g RBL R, FRE LR
W, TEFI ] CXCR3 HE R b AL S BOE 5 S 9 CNV IR oy,
CNV i T AR LA B 5¢ 5 3235 1 26 45 500 IR 20 W I 7 vy, A [) 7 2%
ety th BAE BT CXCR3 Hr ik F BT 1P-10 44 43 51 T WG 5
SRR S A Z ], DL R R R £k T CNV K
40l E /Y TP-10/CXCR3 {55 il g B A M CNV fEH . Bot
Wy CNV B Jg T 48 4F 1 ) 45 B 2, IP-10/CXCR3 {5 5 i
F S M Z A AL CNV I kA2 7% B G 25 ) 4 DU HG AL ol T i
55 1P-10/CXCR3 {5 53l % 5 Wil o kb T 7 98 9 S AR G . i —
AT 40 i 4 2 (interleukin, IL) -18  IL-18 | IL-6 \ IL-8 | i J&%
PR B A F (tumor necrosis factor, TNF) -a 28 #H ¢ K 0E K 48 2 4>
S B) 119 2 3 22 S LA S I A8 & AR AR O TR U 15 508 i 2R 11 i 3R a8 0%
A FE— 4R IP-10 25 CNV &5 i3 R 5 E AR AE FBLE]

AN R TP-10 T BE AL — 0 CNV A= (19 1 PR A6 0 4
RS Mo SRR T AMD g LT B P RE 3 4
Bl K& CNV BrBeifin i o 1P-10 /9 R IK 5 40, 45 R & I AMD %
B TP-10 [ R IX IR B AMD (9 1IE W AW B3 5. iR
X AMD B P IR EAT TP-10 S e 2H 2U4k = 4 I, 2 8L TP-10 1
FiKT RPE 40 (CNV N B4 M LA K 55 CNV RE DGk (9 &5 45 4
ZUEFrp . TP-10 72 AMD 5 kb 20 2 b i 3 3R K i — 2B R
IP-10 W[ GES 5 AMD K (¥ S0 72, FL 57 R 38 1 R R Ay
MRETLT — MR FR ik, MENKERKRKET
(vascular endothelial growth factor, VEGF ) 7] D75 5 N % 40 it i<
Fik 1P-10'"), fE AMD % i i, VEGF 1) 2 ik 5 % (1L 2
— RV IR ML IS B K . VEGF 3k 5 e 5 iR MK =2 15
P b YR AR S A S E B, ATIT R AR VEGF 3 3% 32K 7 o 1 9%
P . AL, TP-10 W1 AE 2 AL 1R BH XS VEGF 8 2 2 i (¥ 7
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Wy, RS X B PR AP MR Bt . TP-10 35 3 14 3R 3K A UAF
TET L PO R Al A, o A7 A T B A A I IR B R
(retinal pigment epithelium, PRE ) 4 Jiti /f DL J2 45 45 4H 42 b, 41
HETT B2 M o IP-10 [k IR . 7E DAA H At S B g L B
B4R I 5 b B A 1P-10 T 1R R k) B — S8 R R 1 TR 35
BRI S5 B M TP-10 HE I AR RN B 2T 4E AL 1R L Mo
4 BI0k AMD BB I35 R T 5 R IP-10 T fiE & AR AE AMD
FA ) 5 s 3 R R ) 2 B Z R, $R AL e W R RE AR
AMD % 955 1 oy Be A 1 3% 45 b5 2 — . T Falk 25" 55 35 9F 5%
K, TE AMD 35 5 47 % UG L 9 X BE 41 1 3 P 1P-10 119 % 2= F
TCHA B 2 5, BT A& AN R I P oRE 4R ) CXCR3 Rk B T
o BEIEIESSAE AMD B HL K TP-10/CXCR3 {5 53 #% 3R 1k
VR BEAT T B e o A= A A B 4R L AT AR 3 T
CNV [y & H o AMD HBEJE IR R 48 h TP-10 119 235 1 B 14 K6
SERATAEZE S, A I R R AT B8 5 B KL ORI 06 T
AMD B35 F R %, B H 0 H Al AL Rl P O Kk s 25
TESE P05 , W TR R R G5 vh TP-10 13235, S 3O R B 55 11 46
MWZER i TP-10 ik 22 50 MK A7 G, T 20
BE— AR SCWT I, 3 i 1 A A R B H Al 9 R B 51 1Y
IP-10 72 Ak 2l ke 1) T 40 55 55 it W1 8 1P-10 72 58 & A0 A i b 1 3%
TR, MUT T TP-10 4 Sy S 3] AMD 3 A5 () Il 375 2% 38 b 1) AT
TR, I IR ER 2 W AMD $REESEI AR R . D34, B 7 IR
HESER LA IP-10 78 AMD i 087 A I 1E L 9 AMD Y
TR G . IP-10 2 4 P 5 /0 i £ R 4 i & A 1Y
B2z —""0 0 A & A A 1 A5 TR 7 45 4 4 PR 0 0 25 O fl
BRI S o DA X A 56 I TF 98 2 2 T K VEGF
Pk BT 45 40 i £E K 7 (basic fibroblast growth factor, bFGF ) 4
PR PR 1 2 3K R TG R0 S R A 2 Ak AR Ak D BIF Y 4R
o JE BN BEAT AR O A MR AN LT, 3 — AP IR 2 TP-10 X ik 2%
i i 45 P 2 40 B 1 A 40 ) B DA B R O A 5 3 Ak 1 5
KA THA IP-10 25 CNV R B GiR, BRrC A
55058 P KA I A 0 2 ) R AE G 1 M 5 B AL HE FAK  P-P38
I3 1 40 T A% i 4%, Sre KR LA K PI3K 254y 5 1) 40 i {2 3%
7% BB C-y/ B 1% C( phospholipase C-y/protein kinase C,
PLC-y/PKC) jil % 55 41 3 (19 40 L 8 A= i 42 55 . 1P-10 Hm 4 ]
TR EAER T ILEBRBRESIE B 05,
3.2 IP-10 5505 R 993 4L 19 JIE 5 7

W PR I P Y JI5 72 ( diabetic retinopathy , DR) J2 4 bR Jg 19 734
Mm% 3+ kK i 2 —. % &k 9 ¥ B 4 o 9k % 4 4 DR
( nonproliferative DR, NPDR) [ & #4 7 ## DR ( proliferative DR,
PDR) . 75 /& 4% 3 B0 A0 00 JE A 300 12 1 48 e 2o A2 o, 1 IR i
P47 K I A K IR LR AL IR, AT A S [ 6
DR ) % A T2 J8 S 45 36 S s R BREAESE 1P-10 2 5
DR ) &5 1t 2 , 7645 B kb &8 AL by B 420005 5 ™ 26 1 B 41
5 F-la( hypoxia inducible factor-1o, HIF-1a) 9 975 B8 14 {2 1M1
RN T T B FRARAE T, AT — i B B b LA 4 45 A I G
H G A VR S S ER  A A FT  ELAAE F PLR E
ERTA — R R BEE P,

Devaraj % % BF 57 % B, LA WM A I R0 19 1 506% PR A
R IE R TR 2 I e R B A A0 R b, TP-10 ) 3 38 I B
4, M OHL G % % 40 8 b B9 T-1 ( monocyte chemotactic
protein 1, MCP-1) i 7t /& 11 Ft 55 . MCP-1 J& A {K B 4% B 41 il
WAL T A PR IR T R8O S A AT
5 09 11 FE B0 R, 17 5 0 400 i TP-100 f 2 0 40 W6 U5, ol O 40 5 1
TR PR 97 58 5 LB BE %5 S MCP-1 3t 3% 26 1A 1 42 2 41 4 o
W2 L 2 | AT e 8 B TP-10 /0 % . SR BFSE4Ral, 1
W20 L LA S B PE O, CXCR3M™ CCR2™ [ s 40 it 45 1 %% %
PR LT ST 51 TP-10 2 0 B A8 1) 15 s 240 i 2 751 |
TR 56 2R L T I IR 7 S ¥ LA TE B 3 L, Maier %577 3038 T
36 {9 2 FUBE B L DL 69 4 GE BN IE SE BB AR P IP-10 fY
W 5 M5 W 1L I 2T 8 B ( glycosylated hemoglobin Alec,
HbATe) K 5L IE A 56, 4 I @& BEIR 25 F IP-10 (%9 JF &5 7l B 5
DR M REA K, BB S5 W IN AN ZEE P s B A i,
B R PR B A 1 K - 1 ik A T S i 0 R A 3. B
HE R TP-10 YR 19 0078 O TP-10 H 25 5 DR &% ) 2 2 ik
TR . dow % BF ST & B, IP-10 16+ 5 J NPDR M %
SRR ek R, A B (1 989. 011 907.20) ng/L, 5
J6 DR 21 b 22 53 A 48 i 2 2 S, eI TP-10 AT AT T I R K
DR 9 15 04 7™ 0 A% B J 30U PR AR B 8 48 b o TP-10 75 Z2 05 A [A]
B 309 26 38 L AEAE 25 5, DR S AR 9 I 36 3k B AR DA Bk 8 R 6 R
R A B F 0 81 DR %06 19 4> T2 Bl . Nawaz 450
WG 9] PDR AR E Y 3 38 (R WS AT BF 9T, K B AE 3 AR 01 09 PDR
oA 72 Fir Pk 0 ) B B3 8BS (traction retinal detachment, TRD) [
B eIk IP-10, 1M 16 35 30 18 19 PDR &% R 4 TRD ¥ PDR
H s Kk I /AR IR T 4 (platelet factor 4, PF-4) MCP-1 %5 ¢
P A AR R AL R T $ R IP-10 7T A HLA ff PDR B 0%
01T A LA A R Lk A T 2R IS £ 4k, DT 0 ) PDR
9 % S AR T 3% — 25 S 0 % B TP-10 K T B 2> 73607
PDR 24 T H ARG . %5 — 75 i, 76 40 B S2 36 b, ] IFN-y J%
JI& 22} (lipopolysaccharide , LPS ) 3 [i] 7 1 A 40 I I 6ok 1t 4 P9 J¢
40 (human retinal microvascular cells, HRMECs) J5 , HRMECs
3k TIP-10 W1 S 3% &, 3F HL AT LA ] VEGF 4 5 ) 40 g 40 i 57
T ( extracellular regulated kinase , ERK) A4 B2 1k , B4 VEGF/
VEGF Z 44K 2 {55 5006 19 1055 P9 B2 40 M 38 A 3 B 55 28 W 2% 47
Sy, AT o T LA % A ) T B SR A R A 8 HRMECs
AT LA 43 0 0T 540 0 TP-10 2% #5010 55 A6 A1 1 2 B 1k
LA 2 2B 3k B TR R G B — A B ALE . LA R BT R,
IP-10 2 5 DR RAFE BB EAT . R R, RIHH
1P-10 B A0 1 B iz 38 %5, LLS $L VEGF (HIF-1o 55 42 I 5 A2 AR
PR B9 A R A 4 20 25 P, AR08 403 5 4 93 28 R 3, 90 3 387
Foak R IP-10 [ RE A7 7E 85 235, LUGE HE 6 AT 0 30
l6) 5 LU A —SE AL IR A R R . BARE SR
R WGA7 G AR TP-10 75 HE 28 4006 & B i R P K AR A 2
HE Mo IP-10 fy 3R 3K 5t 7] 8 32 /& I W Ay 5L 1A vie 2 2% b ifi 22
o IR UG 28 2 R I U6 3 R % HbAT e LR R [7) 3 1f AR i
{19 15 05 240 T P 3T % 1 3 T BRI B TP-10 [ 3k, R AR OK
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WA IP-10 5 DR APk B BF 5T, BARBFGE #0 1P-10 %35 Y
O 22 4 A AR 5 43 LA S R P AL e s g I R X A R B 2 2
FPCH 5 A A R OO 2 TR 0 AT B A e R A O A ) 4% )
1P-10 [ 98 2 HLH .

LA WF S 2 g e R A W 56, TR G AE 5 S R B g b, B
22 M 7 R PR /N B 25 3l 4 S o 1L TP-10 4 S T BRI i
T B, K IP-10 75 A P 286 DR &0 1 72 v 1 £ AL AR
00 015 T Ay 43 1) R il S 6 KA, b I R YA T DR AR (I 1
HiEHe .
3.3 IP-10 54 B A 1

0 I3 2 A L 22 b A B 78 119 — > 38 (] £ 4 P 7R
0 AR S T S5 10 6 A 5, 75 AR BIUR ZS R i B I 45, (EL7E 46
HE MG S L K i SRR A T R B 40 A I 2%
RAFRE, Y B A R A 58 o Bl 1 A% 14 R TR BRI 8 2R I
BEMMIGEA TR, 5 R MBI, 1 5 KM B8 5T
B UL R R R R AL A, B B RE R K OE W, S i
SO B A A 0 TR R RS T 22 9 L a4
PESCE IR , F & HL B A IR AR .

ARSRAT TP-10 2 5 ff T A= I A8 & s 2o 2 114 — LB A G it
o Lin %2 R T 0RBE 5 T B0/ UM BT A o A R 4y
SAEAS TR B[] R TP-10 J FE Az 4k CXCR3 38R B, kK
HR R 2 = % 1 3k 2 WA B T IR 4L $R IP-10/CXCR3 {5 5
¥ FRIRABAGTT R 5 b 7 5 A R AR T B AR G . dE— B F R
KB, IP-10 T Bi 41 o B 41 41 iNOS | IL-6 . TNF-a 3% [H UL J%
VEGF \bFGF % [ 1% 7K - 45 5 % B 41 1 8 W AR o 7 e 938 201 21
A 246 5 o0 I I 200 M 3 47 0B T % B, IR L T VEGE B
FARREAR . DI K BLAE M B B )5, IP-10 - J0 240 A9 3 A 1
R A L T S /L X S I KO IE 92 TP-10 AR A
T A A 5 T i 2 3 e S 9 O A 5 4 R 40 AR
W R AT VEGF \bFGF 45 19 43 WA S BILIG , 5 3 SC I 46 1y 52
BosE BB 5 LA RS IP-10 1 46 0 ST R 04 a4
R EE R 0  y TP-10 R oy T B I 48 400 I T LE S
A I R R e I I A AR I TR A B K L
Sl R 138 2o BB 4 HEAT T WA T AR R AR A R T
PME . BN, B A — BT & B, IP-10 AT L P 43 %k i 45
PN R 40 1A= ) 2= D) e R FE LA . 3E A HRMECs 1F 5 B 5%
X G HEAT I 1R 40 S 56 % B, TP-10 T T 41 i W 410 ]l HRMECs
TR R4 I T B, 900 o0 L5 9 B 200 M g 2 B L M
24 P 38 A ST B R T B A e S R R R I AR A T
LEARPR . UL DL bR Hh L6 45 LR, IP-10 B B 4 40 4 il
EWNEAEAEYFIRMIER. &8 LTk, IP-10 # ff BB
A L B A B, T B A T B R ) 2 4SO B RLA - (1) i i
VR 2 9 0 I 2 ) £ I A R PR B 3 3k ] 4
FH 5 (2) 38 2 0o 5 P9 R M AR RS LA RS ISR B LR .
IP-10 7 £ T 25 145 2% 9 32 5 o B A0 R G L0 X W R 1
T A BT A I A5 B AR I R RS PR TR R B K i . A
R £ A TR T IR 2 B, S Ak B A S 25 W N 2 1 7 ok 3
I7 AR BB AR I A P AR B AR 25 9 4 B R T A R M E RS R

SIS, D80 DL BB R . TR G, TP-10 £ Shy 5 2 9 30 48 JH - i i
I8 BB K LA B i VAT I (RIS F s PR I AT 5
3.4 IP-10 57 LA R A2

L7 JLA I [ A% (retinopathy of prematurity , ROP) Jit % /f:
TARAM BT L L L Y AL 1 I I A R A IR, A R TR o [
FILEEE M EEREZ . HATLIP-10 76 ROP & 473 2
H A FH I BF S 4 KB . Sato 25 ORI T ROP R % B B 1
Z il A PR T R &, o L S TP-10, 6 45 2R R L TP-10 7R
ROP f 3 19 ML A5 175 30 490 i A7 0 10 300 109 55 i B e AR 2L 29 B
T T L T Sl A O R R 2 S ARk 2 R 4R
78 TP-10 AT gE 2 5 ROP Wy &g ad 72, (5 B AR HIL I i R o . A
BFSEIE 52 6 ROP A5 418 it 45 X 7 g S 3 2 k7, 3k IP-10
IR, AR S ARG, S S LH A ik — B 5.
3.5 IP-10 S5k 4 B 5L 9 B AR

ik 45 5 5L A R 9% 2% ( polypoidal choroidal vasculopathy, PCV)
Je— Ff LA 46 10 A7 R0 ) AR i o L A ORE T 5K AR 5 D AR A
PO o P T R R e ke B R R I B Y, R Bk R Y
oA JE ik 246 I A= i A7 TR A, o A5 i TR A B A o A P IR
WY H L IP-10 5 POV R % 5% R A B 1 B T R
Sakurada 4 VRE T 1P-10 45 PCV 58 2 B /K o i) 42 15 W L
LT TE R IR S 28 W BT 38 20 17 17 22 491 PCV 35 5 /K i
5 1P-10 7E N /Y 14 40T R B9 235, & I PRy 12 Fh g i
HF (45 VEGF) 33k 5% HR2H (5 BEAT 1 P9 B 35 R 1 6 4R 0
Ry g 1) A ) PR 28 S TR g it A B L (B TP-10 J € R AR
F ( C reactive protein, CRP) ¥ & B W 14 = , H. [P-10 F| 5= A0 2 5
5 PCV ikt RN 2 IEAR G o 1 TR 30 A TF 8 1 1 PR AR SC A
I, AR VEAT P A B A SGI38 , HE TP-10 7E PCV B 3% gk 22
S A BIL A G AS T I, DS A 0 T e g — 2P i A 5 K B W] TP-10
T PCV S id 72 op i 4F FIAALE , I RIE ST PCV SRR .

4 N

TP-10 Fi 5 Az 0 4 BRI 9 S 9 2o e o e 42 3 490 A i 22
YRR (EL7E A OB A L AR v R A T A B L
HAHARE . B H AR, A B 5T 48 R 1A 2% R TP-10 5
T A LA P R 2 0 5% 2R T LR LA By okl — oy, FRATTI £ de
WHEZ WIRADITOR RGN MR 7R 1P-10 K H 52 (708 4
A HR 5 25 ot R R R A T A0 B D L A T P o E T
R TT % 259 AR 24 WF T 4R 46 0 80 00 BE S 0  JBI A AR LU
J5i, LA TP-10 Jg = B #0 A5 49 38 B 25 W9y 1) 07 RS S B A il A8 4 R
W IR T R BT Y A 2

&% 3k
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