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Abstract

Breast cancer is the most common cancer among women, with a very high mortality rate.

Although many advances have been made in the treatment of breast cancer, its high degree of heterogeneity and

ability of invasion and metastasis make the clinical urgent need for new treatment strategies and ideas. With the

rise of immune checkpoint blocking therapy, Tim-3 (T cell immunoglobulin and mucin domain molecule 3) entered

people’s field of vision. Tim-3, as an immune checkpoint molecule, plays an important role in the development of

breast cancer. Tim-3 can be used to evaluate the effect of breast cancer treatment. Anti-Tim-3 antibodies and other

inhibitors have been effective in the treatment of breast cancer in preclinical studies. This review summarizes the

expression mechanism of Tim-3 and its role in breast cancer, and discusses the basic principles of Tim-3 as a breast

cancer treatment target and potential treatment options for Tim-3 in breast cancer.
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RETE & Fh S e A0 i 3Rk, G038 AR R dni. W
KA. EWRAEAE. WSORE SR, Tim-3i8 i
A 3K 6 G 25 24 L 1) Ty B R R M) B 8 IRBE, R L
TE G2 AT P I B EAE Y D4R, T Tim-37F
JephiE R R VR C A ORI U R RS gRiR
T Tim-3 IR B I S HAE LM TR e, Rt
T Tim-34F 7L IR 6 7 HE A B R R B AR TR
77 5, A B LI I TR AN 9T H BT I ik
oK.

1 Tim-38945#9F01T0EE

Tim-3 & — FPTRL 40 i 38 10 6 25 1, 46— SN-
Ui G BREE (I RESE M. — N O- B B AL
FIN-E RN E O g, — N — 1%
JEIX, DA B — AN A T S IR o R A 356 7 170 400 i It [X
B9, Tim-37EIgV X B SR 5 2 R APATI —
T, 53 7P AS e e DU Fh 22 o B R 4 R
X AR AP R R R T Tim-3M1gVIX 35k, JFKCC
I SFGHRHE 51 ple 34 88788 1 48725 7975, Tim-3%
T IE R HAVCR2, Tim-31¥145 14 55 92U JIT 98 40 A 52 74
AR, 7 T NZEHE R 4 115q33.2, 1% X 35 55 1B ity
TR B S A O, Tim-3 7] 43 AL Tim-

3(soluble Tim-3, sTim-3)AIF 45 & Tim-3iX A .
sTim-3(H14: )& & 1 ADAM10FI ADAM1 745 ) £ 2
NS it v 7 A, 3B — 3 SRR T IRt 1

H AT 2 A Tim-3 B8 224 144> EA115 )
A& FUE BEEE R 9(galectin-9, Gal-9). HiLfERGkE
H B1(high mobility group box-1 protein, HMGB1).
Tl JI 1% 22 % BR (phosphatidylserine, PtdSer) 13 JIE 1T
JE 40 L 6 Bt 43T 1(carcinoembryonic antigen-related
cell adhesion molecule 1, Ceacam-1). Tim-3-545[A]
2 b (R C AR 5 R AN R B0 S R AR FH (R D).
B SE A E 28 — AN Tim-3BC AR Gal-9) 7z 70 i T %A
AR d . Gal-95Tim-345 & 7 5 3 4l B Ttk 22 4
HI1(T helper 1, Th1)F [ Fh 57 44k & B £ CD8 T4H Hy
PRTZ0A, NTRAR & S e VEBOR, S8 [F)Fh A
TEPAETE IS (8] . HMGB 1 Ji 88 152 118 1 3% SRR 48 i
(dendritic cell, DC)™ = J£ &1k . Tim-3 5HMGB145
B AL IR 55, THAZBRIAIDCA 24, MM ek 55 X%
i IR AR AL IR 1) S R e 1), PtdSer 5 Tim-3
FAAR EAE ] 32 SR R TN T B ol AR, T
DM PR A2 X 2380, CEACAM-1#iA My —Ff
B Tim-3 0 4, i 1 78 RS = B2 O B F- £ 7] —
20 LR RS S U SR AR B e B X A A 2

=1 Tim-389ECA R HAETR R Z A ETIRERIES E STEk 6112250

Table 1 Tim-3 ligands and their functions on different immune cells (modified from reference [6])

(£ Tim-3f A7 & e EE BN
Ligands Location of Tim-3 Functions Reference
Gal-9 T cells T cell failure [18]
CDS8'T cells Dysfunction and apoptosis [19]
Treg Cross regulation between Th17 cells and Treg cells [20]
Monocytes Decrease phagocytic activity and HLA-DR expression [21]
Macrophages M2 polarization [22]
NK Enhance IFN-y production [23]
Thl cells Th1 cell apoptosis [24]
Expanded granulocyte immunosuppression [25]
Promote the transfer of Th1/Th2 balance to Th2 [26]
HMGBI1 CD8'T cells Prevent HMGB1-mediated T cell activation [27]
DCs Interfere with the recruitment of nucleic acids to DC endosomes  [13]
and prevent DC activation
Inhibit the production of CXCL9 and reduce the complement of [28]
CD8'T cells to TME
PtdSer Macrophages Eliminate apoptotic cells and prevent cross-expression [29]
DCs Eliminate apoptotic cells and prevent cross-expression [29]
CEACAMI1 T cells T cell failure [30-31]
CDS8'T cells Inhibit the cis or trans immune response in CD8'T cells [28]
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H A 7] F4 4 D 258 ) R 4E R Tim-3 AR €. 24 Gal-9
BCEACAM-1iC 1A 15 Tim-345 & i, 7 4 (1) 1% & iR
TR AL B AT 3, 87 i 28 BRI (tyrosine-protein ki-
nase, Fyn)-5 Tim-3 [ i i3 &5 /3 & 4, FA% s 3515

j‘:j—'[lﬁr]0

2 MR REMIMNE PRI Tim-35 2L AR EE8Y
REBATEAR

Ji98E G0 % A 5% (tumorimmune microenviron-
ment, TIME)fE Jif & i3t Ji& 7 fc 45 22 OC 51 2L (1 4F
TIMEAS, 75 [ g 4 1t LA J 22 Fh G 2 20 i, E0 45 R 2
TH TN B SRRAEM 55 40 B AN A 1 B AR R
iM%, S i 2 TIMER) 32 4 AEPY, Tim-3
(1) 2 15 14 i Bl AR 4\ 9 A2 RS TAH il (effector T
cells, Teffs)HEvb IFEFRE . Tim-3 G2 301 7 A 5t
FUME I R A e 2 Ok L ().
2.1 THHRE ETim-353 88 5E

N A2 P S B LA R T A2 B TA R/ 310
CD8 THH il =2 e 5 B 1 S S oo CD8 T4 i v]
DA B FZAE 280 R4 R S 1 2% S0 A B, O RN

2 B 75 14 T 41 B (cytotoxic lymphocytes, CTL). 15
AR R85 S0 o gg 40 it 7= A A2 08 1 R R R CTL, TS
Y1 i X DAAF 355, Tim-3 00 28 18 1 Je fECD4' T4H iy
FICDS T g _F 4 & B, Tim-37E il J87 32 118 bk B2 40
Jid (tumor-infiltrating lymphocyte, TIL)H & 3#&iE. JL
TR 75 4503 B, Tim-3 7K 7 g 45 i 14 T4 Mg B
BT P AR FLRE P, Tim-3 19 7K~ 5 R iR
THCDS Tl . CD4 T4 g LA X DC%: Y AH B, H
LA BB TIb B 40 0 P Tim-3 52 B0 i R TA P, e L
JECD8 TAH M b Tim-3 1 F ik 5 T 1R & H 140, i
4, A FLAR B E 40N 2 -2(interleukin-2, TL-2)A
FI4IHE A & -15(interleukin-15, 1L-15)3) A7 /£ 45 3L
() 3L RS 5, 3 5 7L IR a1 I R IR I CDS T4 Mg
14 5 FI T 1 & -y(interferon-y, IFN-y) ) 7= A1, %
B 7T 4% Tim-3 A 4K Gal-9 F1 Tim-3 FE Wt 470 44 N 41 it
B . SR EIR, INGal-915 2% FFE T AL RS
HH R V= TE CDS TAH A 1 384 51 FHIFN-y (1 72 2E, 3K
KA T LR (1 iR 12 M CDS T4 M 1 7 12, fi
IO Tim-3BH B HiiA v DK X Se/E /. b4, A
IL-155Tim-3 (1) FH W b4k, w] e 2k 7L 1 ges 1) i 90 =

Up/regl/llation of\ Tim-3 on

breast cancer cef&s

Gal-9 binding to Tim-3
o

Gal-9 4
Jay

Downregulated IFN-y,
Tim-3 "

o

Apoptosis

Promote

Promote growth, migration and invasion

Upregulated IL-6

HMGBI binding to Tim-3
N/

Tim-3 expression

M2 polarzation

TAMS

Gal-9HFL AR H R 3= 1 CDSTAN A 1= Tim-345 5 A% 1 CDS T L (1484 B RNEN-y A7 28, [R) IR (2 23E 7L g e JB 5 I CDS TR M Py 4 T, i 2 A
JAG AT . DCs LA Tim-3 5% 8 FAIHMGBI145 5, T-IULIR IFIDCA IR (15542, BHIEDCHIEAL, MIIn s g S . FLARE RN 1 Tim-3 )3 ik
PR PR AN B IR B IE R RMR 2. R 5% MR A AL (TAMSs) Tim-33d FE e 2 TAM M2 Ak, 3E— 519 INIL-6 11 433 ke i 1k 3L e
MK TR AR,

The combination of Gal-9 and Tim-3 on the tumor-infiltrating CDS8T cells of breast cancer reduces the proliferation of CD8T cells and the production of

IFN-y, and at the same time promotes the apoptosis of breast cancer tumor-infiltrating CDST cells and aggravates the tumor burden. Tim-3 on DCs binds
to the nucleoprotein HMGBI, which interferes with the recruitment of nucleic acids to DC endosomes, prevents the activation of DCs, and increases
tumor burden. The overexpression of Tim-3 on breast cancer cells promotes the proliferation, migration and invasion of breast cancer cells themselves.
The overexpression of Tim-3 in TAMs (tumor-associated macrophages) promotes the M2 polarization of TAM and further promotes the IL-6 pathway to
promote breast cancer cell growth, migration and invasion.

Bl B e R IR R A0 Tim-37E 2L AR 2 R A0 R R AN 15 Th &

Fig.1 The immune and regulatory functions of Tim-3 in the tumor immune microenvironment in breast cancer
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TECDS T M 48 FE FITFN-y [ 77 A o X e S 06 1441 B
7 Tim-315 538 2% 55 7L e 1 8 12 i CDS T4 M 1)
FTRIFN-yF=AF 2%, 3 H S5 TIL-2FIL-153
WO R, BRWFFE R, Tim-3 0 6 i X T40 A
Dhaeifss, k&5 A RN R KR
2.2 IETLAME ETim-35F AR

DC A2 HT 8 G092 BT 6 75 1. Tim-37E I RIR
T (A% SROPR 20 i A 0 2R B 5 i T I 2 SR SR
Y RIE, I H IR IAECDS Ty o . H 3
=, DCs_F [ Tim-3% 5 #% & FTHMGB 1AH B./E H,
J& G I RR SRR ADCs I A, T 61 56 K
P L RS 5 AL I F BT 5 g 47 A 38 Jnte2-+31,

5 240 T DA AR AE A R AN AN [ £ I A ML AR
M2. MIUBE AT AR HE 58 5 40 e g, 1 M 23K
75 DUDRT DL ) 98 0 R gk oRg . 7E PR, M2
B W4 B A Tim-3' B2 A0 BY, B 5K W, Tim-3
11 2% 15 RE A% {12 3E M2 5 W5 40 e () A Ak, FEBE N TL-6
43 a4, 1% 206 i TR AW264. 740 fig {iE BSTAT1
& FL R 40 i P Tim-3 1445 5 3 82 3k, Tim-338 i 417 1
STAT1-miR-15515 5 il >4z il B WR 40 fu i At . DRI,
Tim-3 1] B2 328 0 ] 41 50058 400 A = 78 1) 38 o M
B IR R

NK g% 4 s PE R A Tim-3. Tim-37K*F & 5
NKZH = 9521 7K 1 2 35 A0 0%, I B Tim-3v] B2 115
FLIRIE R INKEH A =0 Tim-3 BH P-4 5
T PANKAH A 7% 41 B Th e, 5 Tim-37E £ I8 =
T8 BINKEH & 7 52 07 T RIAE FATY A A E B,
M, X ] T Tim-34E INKA i E (4 2
MSZARIIE DT
2.3 FLARFELERE_ETim-35 2R 5=

Bk T VR e AR TN AR A, Tim-318 B B
TR A Th R . T Sk M E) R 35 R 4N
FEL S A0 M PR S5 PR T A A I 2 Tim-3 (1)
FOARUCST YR o G2 B R S0 A U Tim-3 75 7L IR
SR () 25, R IR Tim-3 0 F 1 S 4] 1 SR
JE ARG TE . TR ZE, R T R R g
PR T o T Tim-3 14 3k 22 D) i 33k 2L g g &40 A 1) 3
B IR AR R, FFAm 7L R 40 B e T, mT
FL G 4 b Tim-3 332 0] FL I8 40 i 1 39 5 3T
BARZEEEATER. WP, FlE B
H AR LR Gal-9FI Tim-3 ) 3R 18 7K - 12 3 i T fidk e
N, E A 2R W %52 3 il 98 20 i 45 WA Gal-9P . L iR dd

21 i 2 T 1) Gal-9RE % Or 47 L M Jie 400 0, 36 4 o 2
J 75 VET 20 M 5 T AT ZE 0% 3 Ao 38 5 4171 11 Tim-
3/Gal-9% B A AL A, 1 G A G Ae g Mt A
S, VRN FUE VR I ¥EAR, I HATHIE I8 R I FL IR
Jist e 41 2R Hp R T 1 AR T 52 4R 1 (programmed death 1,
PD-1). 4} & PETibk B2 48 i A 5C 25 H4(cytotoxic T
lymphocyte-associated protein 4, CTLA-4). Tim-3 [f]
E 5 DNAMZLE A2 1A P, XK, Tim-33%
2 7KF ] DL 1 X DNA B # 4 8 B B8 i k47 1
o Tim-31F Ny — AN G 25 20 Ay A e R 1
1BTT TEREFT &4

3 Tim-37EFLBREEFAIZHT K T/

O £8 I W Tim-3 1] LA D S (A8 (1] ' 390
B 5 e UL SR /)N 4 B i e AR 7 BE 40 i )
(1) 90 J b 540, Tim-338 3k 7K 1 vy W) B8 35 A7 0% 26 %
B2 76 S MR b, B 0 R I L B e o R v i Ak
CD8 T i 1) 25 5 5 J R e R/ kR A 3 #
FLRRIE 53 AT 55, H CDS T4 4 Tim-3 1 314 5
TIEE AL HAET AL T 30 & MR
LR EE 45 (tumor draining lymph nodes, TDLNs) T 4|
A R Tim-3 208 S e 5 ik e (150 &, HLah Rk
B, Tim-37E 7L/l TDLNsH B CD4'T. CD8 TAHIiH 5
YT %, I HAECD4 T4H e FICDS T4 AL F 1)
FoAk FE G A RIS (5] a5 2 1) 52 bk T4 B
e IR S GO AR OGP R Tim-3 5 A R I R g 2R
DRI 2R AR O, H IR 5 FL e AR R AR m A K,
FF H 2 = B L5 (three-negative breast cancer,
TNBCO)MAL [ BHPE T JE BRI R 5 BB AT 5T A [R],
BURUGU# W 13 992151 7L Jl i 41 23 7 1) Tim-3
G HGUL 30k, KITim-35PD-1HILAG-3 /)3
KIEEHF WG HHEAH TR, HiTim-3
PO O] O AL /D BB R MR N DC, FERE
TR BEATT 1 ) PS . TUSERSIE — 3D 5% 1
AAETIm-37E N B ezt & A 5 AURER T 4 R 2
G, 45 RERY, RERELS) T EHES
EayT AL S AR A K. AR
FETim-37E A B 10 G BEARiC 4 € T 3L s i
) S T B ERIA, I Bkt 7 — Mz 2 RF
43 (immune recurrence score, IRS), AJ Tl I~IT13 FL
JisE (0 52 R g LB i T Tim-3 1) B 2 it 3L M 98 1Y)
RAHUR & I e e I A B, R Tim-3 7] g



892

Gk -

T LR ()2 W, FE 0T DAVE 9 2L AR 35 1R T
ELS

KT Tim-3 75 FL e A 8912 W B 115 K38 23 1t
FUHR A2 2 T Tim-37F S 41 i b (1) 323k, H i Tim-3
FEIMLIE H & = 5 AR R A R R R R AR
SCHRIRIE . AT R IS M B R FE(HBV) 2
G B TS Tim-3 7K1 56 35 v T B B 41, F H
MTEHEARHB VA% 45 2R A 2 -4 i i (hepatocellular
carcinoma, HCC), Tim-3 138 1IA 7K~ i& =Y, I H.
JHF 9 B8 35 A AT 1 Tim-3E S HCC I B 2 1E AH 6P,
X7 T, M Tim-37K 1 7] 5 5 [ (1) )™ B F2 R
FHx. FUBEEFH METIMm-3/K P2 N5 L
FHOG? FRATT P LE 0t 7 A1 BA AR 130491 4 B N1
70451 7L e FR A IR, R 3L g AR A I R Y
Tim-37KF e TIEHE A, Z5 8%, MiEH 8 Tim-3
F 48 & (I EFADAMI0RIADAMI 74 5 11 it
P AR G AR 1 FL R AR I X Tim-37K
ST RE SR T s 2 A B i TR A R T (1) Rk
o, R I L e R s A Tim-31 % &, Al R
AR To0r FLEE R 0 A2 W, (EILTE T Tim-37KF 5
FLM g B 3ERE oG R A R i — 2P g .

IR SRR T, Tim-3 0] B8 BT FLE
FIZ W H T AR 9 2L e B9 AL TS AR E4) -

4 Tim-3B T AT BREREERE
FER I A BT TR, 32 S b A R LA A
PR T 4T 250 T i o 2 A B oo B R ik, AT 30T
41 A A ) B R TN A R R . PRI, B T 4 9 A
A GG T) BRI EUE 5 R UK 80K
KH TV I7 e R e YT B I S R o I PR
Ay PAA A U Tim-3 950 44 >k A 3FIFN-y 55 4 f I
(00 43 b, TGS 24 1 B R/ F - TIM-3/Gal-91%
5 368 % T LA gk SO0k T B ) G AR, AR TN
i B i 52 SR 4 i AH OSE  R AE AR R . BT, 2
B FU AR B, AT AR TGS I 22 ol R A ] % 1) 5 0 4
JE 1 Tim-3 (1) FEHWT /67 B RCR, A4EXFCD4 T4 i Al
CDS T U [ 1 5, $0H) Tim-3"Treg A J2 #1#|CD8T
Y B P AR TFN-y 25020, Tim-3 [ 335 7K T & 35 924k
AR 22 2028 1 o e ) 0455 8 v CD® T 4 i 1 44 1)
B e S ), RIS YA ) R IE B
Tim-33& 42 BH W7 5 PD- 134 42 BH Wi 45 & A6 AU (1) e Jie 8
i PE, JF HPD-1. CTLA-48% A FHLWT A 96 3% in T 40

LI 2 A2, B Tregs Y 22k, 1k S T4H M 1) B0 92 o2
%, WM& AR I b 8 Sz A5 FHS7 . [RI, B
5 L e £ % Tim-3F1PD-1 () mRNA % ik & 1 &
[R5 R4 R, HTim-3 5PD-1\mRNAR X & 2
1E A 108 1 Tim-3 FTPD- 1B 4 FEL W7 ] DA 370 1) fik 98
PIRAES RBMEER, XU T Tim-3FH 5
HTim-35PD-1. CTLA-4% 5k & BH Wr % 2L it 8 1)
TBIT E A ORI ET 5. SRt I R4 e 4k BH
PEHLTIim-3HT1AM6903, & — Fh 78 4 1 AN I 1 Tim-3
POk, A RN T D fg, X Tim-3 5 A & e $ HF e
177, BEBHIE Tim-35 H =M 4A (Gal-9. PtdSer I
CEACAM &5 &, B — 7] LIS 9m TAH i (1) 3%
o BLTim-3H0 4 AR Ak, 9 M8 B0 I PR V6 97 5 ok
T LRI RORE MR, B T HiTim-3901k, 5
Tim-345 4 W B A w5 25 A RURR S M 10 0 R i 1)
SR E A ERE T TS . &R R — Rl
5w oy a5 A R SR o T, = RIRTE U
T AR AT 25 LT T Tim-3 M1 Gal-9 19 AH T 7E FH, A
T 184 58 Tim-3 " T4H i 1) 18 58 R 47 i 988 48 it B8] 1) 49
Who Tim-33&FCAAR B R 7E 30 TP Tim-3 558
FEPUARTY, 5 5 BE BT L, G AR B R s
PEL ARRA . WTE GRS T H R Je ke bric 2
PR, BRI, Tim-33E Be 442 B Tim-3 P4 T 7 AR
o

AN, A W58 & BlmiR-149-3p A B 5 4 AL T4
W44 571 3244 PD- 1 | Tim-3  BFIT 34k B 200 it 365 ik 25 (B-
and T-lymphocyte attenuator, BTLA)F1Foxp1f{JmRNA
()3'UTRE: A« %58 F miR-149-3p Ul 47) 4b 3
CDS TYH Ay /> CDS TAN I 12, I N 4 i PD-
1. TIM-3. BTLAFFoxplffi/mRNA. miR149-3p#k{l)
Ab PR 5, T i 386 5 RN i 7 T B 6 A 385 558 17 250 24
JIPRF-(IL-2+ TNF-a. IFN-y)50 i Bl b4k,
miR-149-3p L 177697 3¢ 5 1 CD8 T4 M 4 At
HARAT1/N B 7L g A M ) i 71710 I i 52
miR-149-3pv] L i '~ il 4 fi9PD-1. Tim-3. BTLA
FlFoxpl fImRNAK i #CDS TN g () 5238, 2 FL IR
Jees (10 V8 AE PR S 1697 71

R 7% 248 ) 52 THD T2 L 52 A PR 28 28, W] DIKS T4
J 53 9y ST I aBTE0 . ySTZ 2w BLH T3
Ak g0 f A T SR AR N M, 2 — B R = s AE R A
i Jed 2% A0 B8 T A TR S A o R T R ik Ak G sy vk
FEH ARG — & B AR TRy S T M A RF 2l
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BEMHIFDIER T 5 TR, 3 H4ni sk RE; —
& ARG RCHh SR AR TE R AT o BRI AN B A,
BTG W I, yO T HLE B AP 35 F2 H, Tim-3
RIE KT B, JF HiXAh B S8 ydT4HiE
I ThRE RS2, R yS TN H X e B & K B R
41 P 2 B 43 T (epithelial cell adhesion molecule, Ep-
CAM) ) FL i 4 e % £ e 19 5, (ELPE XURE S 1k
PLAEMT110(HLCD3*FLEpCAM) I N H T, ydT4H A
FTim-31 K Ptk —25 B SUAMTI07E T
MBS A AR . A, IX 46 Tim-3_E i (1)yST4H
L 8 T ) AR 4 o 3 o A T B S )y S T4H

PRS2 35 3 (3 FL AR R 5 A7 B AR, Tim-3 4061551
FAIMT 11086 A A58 A vT 3 — 20 3 5 0 4k i 1yST
AR BTIRE R . IXEeEE BN B AR A E
PR 92 4 e 6 39 2 ) PR R 0 T e 7 SR IR 1 v 4
Pl R FE 5 = L.

Tim-34F A4 — Fh G K6 7 55 244, 75 Bl 2 218
HHRERE I FEMERIA, I HLTE 2 Fh S e AL 1 ot
BHREEH . HUTim-3H0K ., Tim-31& fe /K55 HoAd
%5 9 FL R e T B AL TR %, JE A
Tim-343 5 B 0] DAJE i B — 55 A S 28 A A i G
A1 75 O PR AT B ] SRR T

5 BIIES5RE
Tim-31E N —Fh G i 25 47, ZE LRI R

e B REBEMIEH. Tim-36 BT A RmE 5
HRZ W I H aT A 2 e 03 A8 1S A= s &4
Tim-338 128 1 3 RN TYH A ) FE 2 AE T, 19 58 Treg
T G BE PN, HE 2 T2 i ) B B S A0 e 8 A O
5 I 41 Jiig (tumor-associated macrophages, TAMs) M2
PR AR AT 0 b 9o S 9% 770 Tim-3 40 7 il
T s BT AL DR 5 HARA ] 55)(PD-1.
CTLA-4) e~ A B Hi i /R H fﬂﬁ‘ﬁTlm.?
Je R R IB AR B DA I 22 A A RIAE U598 75
K& KB )4 92 56 Al PRSI Sk it — Pk A, ?)L
Tim-3 504 I 80 [m) Pt 75 20— P s . = R
P AR v 23501 Tiim-3 4400 1) 551 (0 Tim-338 A B A4 % 3L AR
b AT BA R IRT 5. I R4 M v6 T AN 2 (K 4w
) S A B B 1 s T 1R, BRI,
Tim-317E L s (172 W A va o7 77 1 B A i 1 K J
il 5%, OB GNIRTT i, T o FLIR g i R
KA E.
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