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Abstract: Pancreatic cancer is one of the most prevalent malignant tumors of the digestive system, and its incidence and mortality
rates are increasing year by year. Most patients with pancreatic cancer are unable to receive surgery due to the advanced stage.
Although chemotherapy regimens based on gemcitabine and fluorouracil have prolonged the survival time of patients to some
extent, some patients cannot tolerate chemotherapy and hence lose the opportunity for treatment. With the advent of the era of
precision medicine, molecular-targeted therapy has exhibited an excellent therapeutic efficacy and has thus become one of the most
important treatment techniques for tumors; however, due to the high heterogeneity of pancreatic cancer and its complicated tumor
microenvironment, molecular-targeted therapy for pancreatic cancer has not achieved notable results. Therefore, it is imperative to
seek new therapeutic targets and medications to overcome this issue. This article reviews the latest advances in the research on
molecular-targeted therapy for unresectable pancreatic cancer based on common molecular targets and tumor immunity-related

therapeutic targets, in order to provide new treatment strategies for patients with pancreatic cancer.
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ESEN ¥ STy E ST L o Y 1 AiE LB (B2
SR EERIVE 205 2 Ml M A RIS 2 1 BB ok
i 52 , M BRARAR BTG B A BR . AR AR AL )R
7R A i b O T B RS, SR T Hh T g A i PR 21
27 Ko i geg A 28 3R B2 (tumor microenvironment, TME) [
S B | 2 SR s A R R v O A 8 B A A B AR
R ARTOREFHE T AN [ A HE 1] SR, SR FEA n] VTR e i o
I3 T HEIIRT T B BT T T U o

1 BEESHSST

1.1 KAKBmEREAR(KRAS) KRAS T FEE
H G R B (e 1Y R =2 — |, A TR A v ) 90% 1 F 3
F77E KRAS 7% | 3l i % #55 RAF/MEK/ERK 1 PI3K/AKT
1553 B IE AL, T A B AR KB e g sk
BE X KRAS 8745 (14 2 1) BF 5 300 46 47 5 I R BUAS I & i
Ji& , B KRAS G12C A8t 0 s i A B, R B 1B 40 AN
A3 KRAS G12C HE4 85 G 1571, o KRAS 25903897
WR T A 1% ~ 2% W NR T4 98 (pancreatic ductal
adenocarcinoma, PDAC) £ # A KRAS GI12C K28, i
g — 351 T /10 390 s DR 3K 36 37 T 22 T 437 14 A3 76 16 2]
KRAS G12C 78785 [ s F 8 i i) e A VR 2k, &5
7R 3840 v 8 49 (219% ) HUAS T BRI & WL 7 , th
{57 ToHE A A7) (median progression-free survival ,mPFS)
MAAH A A (median overall survival ,mOS ) A
6. 9N L AT M T R R HET R T T 5 1%
WFIE LR RICHLPG A B2 71 7E KRAS G12C 2878 1 i 30
i A BB T LA R AP T T R A (AT R TR R
REA R BAIIRIFIEHE— LI . BRI A1 , KRAS #0461 79
RS HL VU A 7E KRAS G12C 2828 13k /N4 fifa fil e A EL 98
HF b R TR TR ELT A2 RLAFS) (X T KRAS
G12C 28 725 W 301 e M e R AT 5 e R0 it — 25 R 5%
AHE T KRAS G12C €78 ,KRAS G12D 2728 177E T-3T 40%
() PDAC FR & 7, S TR M98 55 3 UL A KRAS S8 A48 2580
MRTX 1133 & — i 5 % KRAS G12D 41 4l 3001, 6] 411 1
ERK1/2 Bz 4k , i i j /> MAPK-ERK {5 5 %% 5 M #0
il 248 34 B, 9 HL 3 A 38 3 A2 1 TME H MRS 05 248 g
T I U 44 i 2 428 B [ 7 i g R, MRTX 1133 75 g fij
S R v A SRSCRIASE A TR A B R A IR R R TR T
FNVETE T R Z—. M2 KRASTE K BoMETF & (1) 28 75 4L
S HLRE A E AR W, JUH T Z A R0R
I T B 0 B B B KRAS S50 T RS T 2 A
R ERE

1.2 V-raf & W7 % 5% & B FlJR 4 B(BRAF) BRAF
g MAPK Gk 9 BB, 2 AR 22 J i v B i L 1) 58 72 R ]
Z— o V600K 7 4 J& 45 Fvfi JiF H 5 5 #K5r U ] /) BRAF
ARSI T X BRAF V60OE %75 H i & & Hi i dn 4
sidR e fsh AR R R 25 . IABARE Rt 5 e TR
BRAF V600K %874 i 35 i Bk & W FH R B T R AHRYT
R OB A 24 R R (FDA) HEE ] TR YT
M) BRAF VOOOE 28 7% (1) A /[N 241 Jfa Jii 45 | J& €8 25 90 Fl o
AL UK BRI . TR BRI T 20 4% 1 3 #5317 BRAF
S5, Horp BRAF V60OE 2875 1§ 20% ~ 30%. A i il4z
1552 T B A BRAF %875 (1 PDAC £ 3% { JT] BRAF
TR IR A MEK 10l 77 5024 i IG RY T A%, ik hr R Je Bk
Gt R e IR YT 7 Z2 LBk 2022 4F NCCN 45 F 94 A4t
X} BRAF VO0OE 7€ 7% [ P i) 2 7% 1 Je J g A6 34 11— 2k
‘Zﬁ\ﬁ[”-n]o

1.3 APZEREF 2 RB A5 E (NTRK) NTRK I
PRl A 21 22 i i B0 SK s 6 NTRK & A fil & ) 7
A2 4 TRK 25 11 T30 PIBK/AKT \MAPK 45 F {5 S i,
AT S T 4 5 5 6 A R I 8 A i 4 . IRV NTRK
fil 5 7€ PDAC 1 & A 308 2 1% , (B8l J& PDAC
(8 3% 5l R 3R 22—, PRI ) B A S JB e s 1) TS AE 3 97
AU B R e — Rl B X NTRK I ROST 3 PR il 4 14
BRI I AR T4 2 I8 s e 7 BA NTRK1
FIROST il £ A 1 s 48 2 v SR i R AR 45, OF BA R
U321, $r % B e 2 Bk i S Pt FH T 697 NTRK
G788 ERE Y NTRK 3150, BT FE 55 S W4 2 85 Je 78
ELA NTRK 5 A il i e 28 25 o 0 5 1A & 00 2% fig %2
(overall response rate, ORR) 15 79%. 2022 4F- 1 5 5 Je
FE 3R E AR BT, B A T A4 R R A A A
NTRK il 5 3 A 1 SE AR s . B8R PDAC T NTRK %
PRIl 23 25 kg /0 DL {EL ARG NTRK 51 © s Y R4
F N, PRk il 2 967 T B0 i 0 ek R AR
WHEE NTRK filt A 3 PRGN

2 BEEREFEE

2.1 FEAKBFZWHKR(EGFR) EGFRJ&—28Z KM
R I , L8 i S RAS/RAF/MEK/ERK/MPK | PI3K/
AKT DA Kz JAK/STAT i P 41 i 40 i A= < 1 58 0 1 787 2E
B, FER BRI T 85% UL I IR E fE{E EGFR R &ik. H
AT A P 2EPT EGFR 254, Horp 2 — 25 X i i oh
SR B B S BT AN JE 2 Bk BT, 2022 45 SE [ i K b
2723 (ASCO)AEZ AN 1 — Wl PRALHE , 75 KRAS B 2F
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TR 1) B 3O Je 9 FR A R, Je 2 BR P ICA  TE b E 4
mOS FI mPFS 73514 10. 94~ H #4240 H 1 34 A fE%
ik 43. 6% F113. 9% , ST X BRLL, 7628 PR J7 TH AN
R R AR AR L, %05 S AR VP ) B KRAS B A= U
R AR IR YT T % o U3 —Fh B EGFR 2549 /& 7T LA
S5 G YA AR T R 147N s SRR U A ) 550,
JE 3% S L WA FH T W 0 R T DD e e 107 1
B 1 LA BRI i o S AR AE A Y T 98k L 40 BT
7% (chimeric antigen receptor-modified T cell, CAR-T) 7E Jiyed
TAIT TS T A B H A4S 8. LinZE R T
EGFR 1) CAR-T H THRYT 7 B P AR5 | 1E 4532997 7T
PEAR Y 14 B ORR 2 28. 6% , %59 72 1l % (disease
control rate, DCR) 15 #] 85. 7% , mPFS Fl mOS 43 %1 & 3 4>
AR4A 9N, HAR RN 7En] a2 s 2k
FE TS ASBRAR 75 B3 — 25 (T 90 O 1 1 DA s oz 1 5
R ARG RGP0 B 10 XU o X F CAR-T IR YT Ja AR AF i Je
(4 T R, B/ AT 25 A AT B B TR YT, T RE S R
BEEANR IR LS . BTS2, % T EGFR 2848 5
I ek G I B i £ EGFR 157 2 EGFR CAR-T
J7 k4 R B M I PR AR 25, ROk TR R TE Z B GIRIT T
E ) e R e Ay i o8

2.2 A ERmEAEKEF 2R (VEGFR) VEGFR
EMENEAERFTFHZE, ZHE6 R RS EA
TORAGFI VS NI S 5 0 A AR B AR . T
VEGFR #4175 [ i Hh ik 38, T 5 PDAC FilJ5 %
YIAHIE, 2011 4F FDA 1 U /N —F 22 8 50 32 AR i 2 R
AU R 67 JE B Je TR TR AT YD BR (e A 1k v
A 7 Fr 30T JER R A 28 DN 0 0 IR (pancreatic neuroendocrine
tumor, pNET) o F M J& J&— Bl HATHL M A8 A= iV FH 1Y
BT 7R IR s TR R P A, T R B 1] VEGFR B 7 R
PR 1 SZ RN T A4 A=A 324K 1, % SANET-p
WF5E S e & LR SR 7E 84% B9 pNET 582 v Sz B e 14
B3k 28, H mPFS Xt BEAL ) 345 (10. 94 H ), 3T HAk
SEIT AL, 2020 4 EL 8 FDA L F3077 R me i) K e 5%
PEPNET. BRULZAM, B %1 F FLE JE il PRI 50t 1E 78
U AT , 2023 4 ASCO KA — IR LR JE Bk &I i 41
PRELGURI R 145 6 BV S AZBE S S-1 19 1 b/ 11 W R A
¥ (NCT05218889) , & TE VTl UL 77 4 b — IR T tEA
A UT) I 1) G ) s 2 % P R i 8 3 v BT ORI A

3 EmAEREARER
2 f J S0 A P K 41 7] 2 1 2A (eyelin-dependent

kinase inhibitor 2A , CDKN2A )2 — F s 3L 4, Ho g it )
P 3 o 4 ) 40 ] S0 A P B 4/6 (cyclin-dependent
kinases 4/6 , CDK4/6 ) M\ 17T 505 490 199 A 248 908 28 1 >k BHL
1E A0 FE N GRS Bk 3 o A R AR g 1 SR
H 40% ~ 909% {7 1E CDKN2A 878 | % F Ik IS 3, BEA:AF
72T CDK4/6 3151 82536 7 I s PR AR 25 A R
1 CDK4/6 41 il 381 3K A5 oAl 7 12 A 0 AR 1 5 J A
E PG J2 2 —Rh 11 IR CDK4/6 7, 76 Kato 25 20 HE 77114
I RAIESE Hr L O 5] W6 SO0 P e £ 42632 1 P Je Aty
R CHATRYT b 6 BB 8 A 2 Bk ) T
Oy RS, FLX 2 R PRSAr 5k 8 T 17. 54 H A9, 24>
A VBUS T 873 AR AR e i > AT — 2 Jm)
R, 5 AT B G R RTIEPEOT S i — 2P B0k, IAh,
CDK4/6 #1350 4 B 157G & BT D19 1) S5 56 oAb 25 1 1)
AU RIS RS- AT P, B TEARTEAS O AR M 0
FE BT RO et B2 RF CDKN2A $ 2k ol 28 48
(1% 65, 5 Tk Ji s £ T, S 1] CDK4/6 1 il 570 9 A
RBHRAS A N B 25 L e BRI & A 25 W (0 7 i A
AT REfS R R 4R

4 #¥B[E DNA #5{518 2 (DNA damage repair, DDR ) #151

80% LA _E 1 PDAC /2 HIUANE 19, FLIRAE 5 B X 172
(breast cancer susceptibility gene , BRCA1/2) 578 & H: ¢ 5% ~
10% Y ZEIHE PDAC H 25 i 39% HY K M PDAC Hgoh 2!
111} PDAC 18 4k LR R 5408 2 5 5 BRCA1/2 872
FOGHY 55 = K H WHEAE . BRCA1/2 38 1:F ] J5 5 41 A 5
DNA XU W7 24 (48 52, 7 58 1 — Wl TR A A 3R 5 Tl
(poly adenosine diphosphate-ribose polymerase , PARP) IlI| i
BRI 7 SUEE DNA, 3% [R5 DNA B4 i 15
LA, XS T BRCA1/2 278 i /B R 3t $L 1] PARP
e M EA IR TR, BAHJE & —Ff PARP )
il 770, POLO Il PR HF 522 45 52 4 1 BLL I J& 41 mPFS 1
FR TR ERLL(7. 4401 vs 3.8 ) fH mOS T I i 2
5(18. 9 H vs 18 14 A) AR A A7 Ty i, BALIAE
21 36 D LA 33. 9%, i T X BREL 9 17. 8%, 1%k
7R BRCA RAE W R H & —23Ry7 5 BB Je
HERRIRTT AT A O P ROMER 5 2Ry ) o BR
T AT PARP 1 ) 524536 97, 55— 31 1 b/ 1139 PR 3K
W PG T PARP 508 30 0A R A R [F] s 4
AR Gimmune checkpoint inhibitor, ICT) £ B 10 o i
I YT R A A R D T JE A A R
VEA AL 6 1> A mPFS 2 B AT Je S A A K 5 0
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AT B4 4 (59. 6% vs 20. 6%) , H mOS 1 ELA7 ) #
(17.340H vs 13.240H) A B H w2 R . &5
(EAS B S, 19T T 74% 1 H 4 5 1% 47 DDR & [
AR FETCATAr] DDR 28748 i) /B & b, JR B A Bk A T
A AL mPFS FImOS 735124 7. 6 4~ H F 154~ H L X i
BH JE H A R A DR DT A AT AT A S B 4 AR 3R 25, IR I
ARYT T ZE SCVE T Ay e e R s AR B AR A
SR U BB R R E AT BRCA SRR 872,
EXF T8l 2 57 T B ) 6 301k B s S8 3 R 136 PARP 11 )
F R EA A A R 1 2 —.

5 HBmmEEF

5.1 CXCAMEF 24k4(CXCR4) CXCR4 7] 5HE R
40 A7 A2 R -1 (R CXCL12) I i CXCR4/CXCL12 %h
2 5 MR 2285 A A LA AR ) B CXCRA 7R
BLH% PDACTE A B Z R s ik . I PRS2
FE W] CXCR4 i 71 w7 LA 1 PDAC 4 B[] T 98k T 241 it
A AT FR il e 200 i 1) A= 4 S e A% o X 1B CXCR4
A8 VIR A S 97 VR 0 T Ak TR R YR T T
BL-8040 j&—F ¥ [i] CXCR4 (194 iU K , 75 BL-8040 Bk 4
WP R 2R ST 9 1T 00 PRATF 7S b (NCT02826486) ™, 12
Z%TT AN LAY PDAC 3 mOS k%) 7. 51 A
$&78 CXCRA $P VIR R ¥ P A AR AE T4 -1 (PD-1) 411
il AT REP AT IS R 25 L B4 T LA R JR AR 1) I 2k
VERE SR — B0 09 7 2 AT A 5 S2 iR rh ik — 2
TESE

5.2 #HALA K AT B(TGF-B) TGF-Bl&—FhZ e
JHL PR, R R & A B B, TGF-B AT A2 k4 i e 1
b Bz 4 AR R DT & FE AR VR FE  EZE o i 19
K B, TGF-B AT #k TME ZT 2 4k A1 G0 73 30k 398 1117 % 44 il g
RS, A SE R A5 00 i 4L UE A TGF-B 2 AR
TR R AR RIS S SRR, P TGF-B
ARG YT R VB TR P HE . LY2157299 2 —Fh H ik
INGYF T RS TGE-B M5, 26— 11 i R AP 7
LY2157299 BEG 7 PO A =36 I7 AN AT U0 M g 98 2 s i
0S 3kt , HEEMER /N LAk, LY2157299 Bk & B AR A
ALY BE VAT L R P B 1 I PR T 5 28 el
R e A RO R TEPE o SR, RS TGF-B 41 i 51
JEELH — I R AR 25, (H 2% F TCF-B BB EHEMAEH , b
0030 40 VAR B A I DR 75 57 1525 R il TG Y- 1 il 541)
TBIT A5 24 TGF-B 8 41 il V] sl e 37 4 % A 2872
i, TGF-B 31 il 77 T R ke B3E 45 H U VR -

6 FmipEnE

BB 1118, 2(CLDN18. 2) & — il e B 4 S v
F X AR 1, RS 5 Y A0 I 5 4 ) A et
T2, CLDN18. 2 5 3R35 T ZFh i , HAE PDAC (0 3R5
Rk 60% , SRR T IO AEIR TR S 91 |
WG AR5 (NCT03874897) v, 35 37 141 15 gy i g £
H (b A4 5 0 i i 8% ) 3552 1 CLDN18. 2 CAR-T
AYF , ORR F1 DCR 43 I3 H] T 48. 6% F173. 0% 3% 78
53Ut T CLDN18. 2 i E K 7. PDAC [ TME 1 =5
A4 982 RE AH 5& B 2T 4k 28 it (cancer-associated fibroblasts,
CAF)7E — 2 F2 FFRH T CLDN18. 2 CAR-T BJ¥7 %% .
Liv 25 PUZE I PRATHFFE o T % T 40160 2 246 40 M 375 11 26
i (fibroblast activating protein, FAP) i FAP CAR-T 41l iy,
FAP CAR-T ] 41 ] firb g 255 B 5 1 410 ) 40 B ) 324, 150
iE FAP CAR-T J5 ) i 3 THBR CAF, I 9 J5 2 1 1)
CLDN18. 2 CAR-T H IR , 1 77 v A Jie Ji s /)N BRUASE 75 o
JrE PR R4 ARV P BRI 46 7 FAP CAR-T I
CLDN18. 2 CAR-T 75 2 sk i%F il F T3 3% PDAC f11fi I

7 #EphEREEXER

7.1 ICI ICLZ HEi s Sz iay 7 il R 2 i 254,
SR TE T i v, AU 2 % MST-H/AMMR £ 3% RE % M
ICLF ¥R a2, O T IR A A1 o L 750 g fEK S
P R 7 HL AT 52 2% 0 G R B IO B SRR IO B
S Pl IRE 240 M4 146 1 5 K % Ay B e, (A5 T 4 L 40 R
VAR A R HEDS) L R 8 B 25 1CL IR
I BE 45 R R 98 A8 T R G R AR 2%, PR I iR T R 2R 1CT
A A7 I B TR T SR . Bl Y W PD-1 4
il 790 299 R BRI A AT R DA TR e R A AR
REETE . i — IR G BT+ VC R BT A ST 1
S [ RO IRRIFZE % 0 (0 A8 25 0 R 3 2 S BB 35 I
PRI TG 18 2 ICT UG BR G R YT (ICHER G AT Bl ICTHR
BT X T BN I 75 3 LA W 1 a7 7 25,
I IR A B9F 5 45 %t Ay W B0 IR e o 28 3 ok T 1Y
W', (F o] 348 5 e J 2 0 SR aeh , mRH R T AR O A0
R, T R 2 A ) T A R — AR R

7.2 CD40  CD40 JRFR e SR A R - 52 R M IR S,
i o 4o R WK )2 O AN e e A
R A b i SRR T A2 AR . CD40 5 AL A 5 i
T BT T A 5 290 R g 2 P SR T A S S B
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55T Beatty %5 I BRATHFSEIE W] T CDA0 3820 37 76 1
gz w3 A VR YY TME A2 22F T 9k 4 200 B b B A9 25475
OPTIMIZE-1 305 01 #2409 808 © 8o Hh R0 &% 4
PR KTt 3z P H A i v I 25 2R R CD40 3 3) 371 ADC-
1013 Bt & mFOLFIRINOX 3 J7 JiR iR 9% ) ORR 4 52%,
DCR # 15 90% , i3m A T Ak y7 77 %', ADC-1013 H
AT FDA 2 7 I 0 e i — 2RI 200 . bR T &5
INEGAN, SRR LR 2 B S S — R AT IR 7 3 . Liu 25040
R YL A T A oK 3L A 24 ok A A 1Y) 5 =K €D4o
B FE 2 iR P 4 2, T LA T R S R R TME,
Shankara Narayanan 2 LS o R T e 2 AL Y O B
CD40 BN BT AR P, 78 I s 1) DA i A5 78
R RIEFBMREA . BTS2, B RBKE 25 H
2yl SRR A 2, CDA0 VE A HIE A5 22 — 7 JBE AR 8 vtk
HE KWIBITIE T, A 5 5T 38 48 TR R
SE7

7.3 oVESZ AZEHLFE 1NRPL) BEFEE—F
AT G P9 AR5 34 1) B RS AZ A, T O 40 S 40 e
AN T R B T iR 4 A G I 1 R G 3R SR A DAY
ST RS R 2R R RTE I 5 B A AT I RE Y
CEND-1 J&—F (1) 9- 2 FE MR A BK , v L ) oV 385 2R
NRP1, CEND-1 i K2 M- H & MR- K& Ay k5
VB3 Fl VPS5 He 4 252 1A 245 45 W0 11 1988 40 i, CEND-1
BUIE G B KA BenT 5 NRP1 45 A Wi 4 15 40 i 9 75
HE TR AT e 25 90 4% 3o 25 e 93 o Rl — 330 T 301l
PRBFFE (NCT03517176) 3 & W] 52 CEND-1 54 AG 7
ZIRIT , BRI B DCR 3k 59%, mOS & mPFS 43 24
13. 29 7401, AR FMEEAS AC TR 2L,
XALFEAFUEW T CEND-1 5 —28 407 i 28 A B 7F I AR
T A R B e 4. 5 Ah CEND-1 1A Bl 2 1) Bk 2
PUIRYT M A1 PRI F8 e e A7 v, A7 SR R Y
W% . T PDAC By M 8] BT+ 43 =5, o e 20 B g
HET — B e DLZE S 1 W B 5R [ 1T CEND-1 A 5 i A8
TME M IS8T 259 758 M , P I3 T i TME
(R 5, CEND-1 3 R 24y 7 Jr 0 i A e v 0, g
% hy B 22 J A SR R IR 3K 25

7.4 FEBEHE(FAK) FAKE—FhIE 2 R w8 & R
it} , 2 5 B HE 5 5 5 DL i i TR AR 28
SN BE , BRI 22 4h FAK A5 5 TME , 5% 047 i f
PN AR SE S e W FAK T 8 I T 1
T, FLEOS 7K 58 B HiUS A G, FAK 90 700 w] Bk b

e 2T 24 21 2 358 A 0 iy A S I 4 2L |, IR 1 2
JHL 5 P T 9k 28 200 B 332 31, DA T el 47 ek 8 A P 445 380 34 58
Wang-Gillam %HMﬂﬁfﬁ/‘]*Iﬁ}Fﬁi*ﬁ%E@ I AT 5E B 7E
PEAG FAK i 70 3t 75 35 2 Ry 1R BR BT I A5 sl A TG
BT Vb Y A G B e P R 2D R R A AR
SERAEIR B2 32 T 2 M2 R, R R A
B il 1 75 |, 20 191 52 2% 49 DCR 3% 80% , mPFS 1 mOS 43
k3.6 AT 84 H XL S AG T IR
M, AT AG 5 5 A 4B BRI+ 28 2 R B a1 )
BT Rk TR AR R R IR YT Ik T 46 (LT ket
B, FAK I A1 S 087 7 2 i 24 o

8 RESRZE

JR AR 2 — B SE R 2 2 4 SR . AR
AT R FRIR P , 5 RS T T A B A HL 1 5 15 380 1
W03 o BE A IR S T 9K B R A I R IHR A, 28
ST AL 15 5 3 B T SR TP A I, DL R R 2
A QT KRAS \ TP53 . CDKN2A 253545 HH % 17 14 412 1) 25497 1F
TERE A&, D3 A% 4 B P 5 L S CLDN18. 2 45 Jif g AH
KRB B BB 88 3k A o H AT — 22 R AT 58 Sl
PRI S 7 Hh AU PRI, 0 B0 B 8 £ 2 T DAE T ik
S AL IAR B 0 A TR IR YT TR AR . (H R TR
28 160 J5 43 A2 2% , B I T — 38 B 9 A 97 1) K AR
B, B2y ICI IR YT I AR IR B NIl B I 4S5 R IS
TR REER HATR 32507 ), 8 A ¥ 5] TME ICTER A ik
A7 45 J5 1 B — i R, AEL G o] 325 5 e s o e 4
254 YR B RS A . AN ARk
TES T R B R RT3 2L R R AT R
Ay T v JE B g 16 o o B AR AL TR A U Il o R R Y
SRR BRI TCGE—bn i, i AR R U ) g 25 2%
BB AT LSRR 1 A 2 AR S S S0 2 ) U
A Bl 00 0 J B S AR T A L e A AL 3 R AR
5RERE W5 543 38 I S R SRR AR IR 2R L 02 2
WTERE MG ik EEE R . DL B BUREAR
AT UT R R A BR IR T R B — i e L
SR, 1 X0F R g 1) 43 —F 8 ) 36 97 A1 4 T 25 i B, 4
AT D PR T 0E — 25 T i J MR8 43 43 28 B o e U1
AT AR S MR RS METR T I S . MR BE S ISR AR
WITR A, AR A i2I T S UG T Rk B2 B H
HORARE o

FMPRER: ALRA LA BN R
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TAEk AR 21 A T AP , AT RIE AR B X
BB T AL LGB RALS LFHERMY

B B AT F X FHEE R T,
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