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Abstract  In recent years, immunotherapy and targeted therapy have attracted great concern in the field of a-
cute lymphoblastic leukemia(ALL) due to its unique mechanism and weak toxicity. Many studies are committed
to introducing novel immune and targeted drugs combined with or without chemotherapy for different disease sta-
ges, especially for relapsed/refractory ALL patients, and have achieved significant clinical efficacy. These studies

have great value for guiding the clinical medication of ALL patients. This article reviews the hotspot immunother-

apy and targeted therapy for ALL.
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P55 FR G825 B I T 240 I L S [ 9 O 2 A X6 i 9g 4 L )
B S AT R SRR T A AT DR AN R AR ST B
JELHE ALL B TS .
1 &R

o2 TR YT I I O S AR S8 0 B R e
T 25 RE 1 DT 55 B0 A FH B 928 28 G0 oK % 0 8 1 i 988
1) — RGBT Ik, © &z I T4 2800 M o 1
BT o AR AR AL 0 e 1 i R SR IR T A
GURETE T 250 CT 2 55 B vl BE PR (FiR 259
THRIRY) . BURE S vE T 40 M 42 & 8% 55) L 4 i 7
(CAR-T %) K s 4 50) L Ko e it Hovpr, B
EREBUAR YT AN ALL EBERNREERIT L.
L1 RrkEhiik
1.1.1 Inotuzumab ozogamicin Inotuzumab
ozogamicin M1 47 2P CD22 1gG4 B TE LR FI A
A 40 f B 1k B9 3 M 3% 42 /) 43 F (Calich-DMH) 21
R —Fh PR 2 Y B4, Inotuzumab ozogam-
icin A7 SR 5 23k CD22 (1) ALL 8 40 il 34
B TEWERHVE S fik % Calich-DMH 75 R P 3045 T
FRE T, AT 24 A ALL 48 B BUEE DNA Jf i = 40
] S 4 1k R AR R A R T AR AR R R/ METR
ALL 2 & I #1 INO-VATE ALL KX p, 5
FLAG J7 %8 GRS P | BB M 1 F0ORL 48 A 4R 7%
VA ) DI B R0 OK G TR 22 50 711 2 B b i
B 2 AH H , Inotuzumab ozogamicin (& ~I7 2 B 58
1 KM 0.8 mg/m*, % 8,15 KM FH 0. 5 mg/m?) E.
R 58 2R (CR) (80. 7% vs 29. 4%, P<<
0.001) , WA B Tk JEAEAFW (5.0 D H vs 1.8 4
A ,P<C0.001); £ CR & v, i | Inotuzumab
ozogamicin 2 HAA E K FFLE M (4.6 N H vs
3.1 A, P =0.03), i/ & ik i (MRD) i T
0.01% By Lk ] B8 & (78.4% vs 28.1%, P <
0. 001 | I I IR 328 I 45 SR B8 3iF T Inotuzumab
ozogamicin [ R RCR 9 Bk 36 B & o2y i)
R (FDA)HEE AT T 52 % /METR N ALL 3RY7 .

Inotuzumab ozogamicin X FHJIG 1Y ALL i
Hh BA BT . GMALL-Initiall 44 A T 45
BI4ERE =55 % W9)iE B-ALL B # . % 2kt 3 4
JE B9 Inotuzumab ozogamicin 55, M 5 #E 17 1k
7 LI (3 A Jii) 30 v 45 551 2 2 T i / K 4 Tk Mg T 5
2 A JR Y v S R B R W I e R 1 Rb R T A
CHPV IR L2 / DA L/ 20 1l T e / b, 556 K ) 3R 5 )
Z-E A T CD20" ALL),23/43(53%) Fl 31/
A2CT400) [ A MAE S 2 A R A 3 A
FIRITE B E MRD B, 2 4R 9 B A A2 R (0S) K
T FAFA AR (EFS) 43 81 %6 F1 7396

Inotuzumab ozogamicin ¥ F ALL % 5 8% i&
i T4 S 5 MRD #% B, bk 52 et BAT 8 i
B HEAF3R %5 . Senapati ZE5 X} 27 Bl LY I A& 15

MRD FH 4 ) B-ALL %% fi# & 2 i# 17 Inotuzumab
ozogamicin JLENARIT .56 1 A MRD B M L 2
Kk 89% . Mk MRD BHHE R &R N 67% ., —
I 1 i R A5 0 18 545 52 S5 5 DA 3 il 1 41 i 7%
MR YY H ik 3 CRHE & KUK & Y CD22° ALL &
H AT /¥ i Inotuzumab ozogamicin 4E R IR T, 1
A OS REik 94%(95%CT 67%~99%) .1 4 PFS
Rk 8926 (95%CI 59%~95%),

R4 Inotuzumab ozogamicin Ifi FRECHE H &2 .
R F T L B Y B S ORR a0 R R CF
B /AR B A BRI AR L VR 2l PRI 5T 8 L
ST A . Jabbour 251 43 BIXS 77 i 2 4E
Ph ALL #E47 b5 HCVAD J7 58 i Bt 34 97 . L
KXt 58 i # #F ## 47 Inotuzumab ozogamicin 5
MRJE CVD Jy ZBS B ABE S Blinatumomab Fij
PEIGIT o FERCXTPEAR T A M) Ak 97 41 5 B s e
PRI AR &ALy 24000 3 4F EFS 24051k 34 %
F164% (P =0.003),3 4 OS %435 Jy 34% Fl
6320 (P =0.004), 3f HHAK ] & /Y Inotuzumab AJ
o AT P25 1 7 K AT 2 3 9 R /N Al 9 /0 i 1Y &
A B AT E ek,
1.1.2 Blinatumomab Blinatumomab 2§ CD19/
CD3 WUAE S T 40 i #245 4% . vl 8 CD19 " /9 B 41
A CD3™ 19 T 20 Ml Ik I 3% #5282 Ok . CD3 il i
A 3R CD3™ T 40 M3 1P 37 5 X CD19 i |
541 CD19 ™ bk I 20 B ™= A= 422 40 M 35 4 L
b I8 40 B AR f#% . Blinatumomab B & 3L I T &
K/MEEBATIE B-ALL B #MY . Kantarjian 287
RFRAEFIAE 22 228 LIFSE Ph B-ALL B K
BREE &N IE RIS TOWER 1,0k 2 ¢ 1
i) L BE ALK 271 #1409 A Blinatumomab 41 1 124
BN AR AL ST 4l . v A Blinatumomab 4 #J OS
HBERKFAITH PN OS7.7 40 A vs 4.0 A,
P=0.01),¥8J7 )5 12 J& Blinatumomab 4 CR.#p
SR (PR VAN 58 42 2% fift I T 2Rk W A A7 0O R B4
TALIT 4. EE TR EZMER Ph B-ALL % 11 W F
UL 12 B4 /eI A L9 B ALL B, 3 fil 18
PEBE R A (CML) 2 748 ) 8 35 ] 78 # %
Blinatumomab Bt 5 Ponatinib 5 /™ & #5697 )5 .
75%(9/12) W Z K FH KA E 24 F A E R
MU, 5 H M AL JF A HE L Blinatumomab 4
J7 2 K /METR B-ALL B E A T B ERUR .

Kk TIRY7 & &k /MR ALL B 3, Blinatumomab
TEVE X FERILE ALL B& b BA B 1E
o — IR FAE B JE k2% B2 2 2% i B WF 9% i 7
Y136 Ph™ ALL £ W F Blinatumomab . ik ¥ & 2
K FE AT S AL 63 BB H h 98 %01k CR;
LR T 18 A~ A B OS 2% 95%; I HIERR T 7
58 5 B ABLL BBt 25 28 4% (6 5] T3151 A1 1 4]
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E255K)M Y — T FF itk L 2 bl SRR T I R
5T, b T 58 4 R 2F 22 i ) MRD =107 /9 i
AHiA B-ALL B #F #2Z R % 4 A AW Blinatu-
momab 15 pg/m’/d BJHEFFIRYY . 78 113 ] il 3
fEAY R E S, 88 71 (78 %) 7% 1 4~ Blinatumomab
JY G AR T MRD BN . Bk, Blinatumom-
ab FH T YL KRG 97 A2 i MRD B |k A
BE R KV B A IER

*F T H 5 B9 2 3 , Blinatumomab 7] DL &
e TR AVETXT CD19 " ALL 40 il A4 518 7] 32 4 4
BT 0L RN 5 [ B 3k g Al A Sk T 4 A Ok it
I L 2 3 4 2N O R AR W BT e AN
A, X Fr2EEAE MRD BEHE EEZX2E X
B .2 Y)W MRD #1)% FH Blinatumomab & 7] DA
CSE TS B R B . — T ST BT X 4 1 S R DR i
T4 R4t fm CD19" MRD & FHAY B-ALL 3% #
17 Blinatumomab 897 ., 16 ¥7 J5 4 il 2 # MRD
WHEH 3278 Blinatumomab B A5 4 7 4 3] 2% fi ohF
B 2 KBS AE I TE/E T,

Blinatumomab /97 SR %R B 3% (B F W 5%
KB A Blinatumomab &5 97 Ja I 1 B §6 4 &
%, Blinatumomab B4 /N F AL IF (93697 7 &
WA RUF 5 HE . Richard-Carpentier % & £ 1E
Blood W)—3 Il 158 HF 58 3P4k 74112 ALL &
% 4% HCVAD JGImA 4 4~ ] Blinatumomab
MFsL ., fERA g R, 14 6l B & 58 B HCVAD
FFF 45 T Blinatumomab J8¥7 .1 AEF B E K F R
R TT% 5% CT 42% ~93%) .1 4F OS E K 90%
95%CI A7%~99%) ",

TEA5 I AT 5 IR 40 i 35 15 2 U8 /Y ALL R 3%
Hr, Blinatumomab . A — & M7 &, KMT2A
(MLL) 224 L ALL 85 195 WAL 2748, 2 &
ATE 60% UL B %)L ALL & . Interfant-
06 K5 H 30 il KMT2A FHMEZEIL ALL % T 1k
J7 )5 Blinatumomab %5, 1897 )5 CR X H 100%,
2 AE TR A AF RO OS #5351 81. 6 Y0 Fl 93. 3%,
5 Interfant-06 & 46 A9 P 52 XF BB IR (49. 4% 0
65. 870 AH LA .3 Bl

R4 Blinatumomab J&J6J7 B & /MR ALL
BE A T AR A — BB 4 BB R R AN
A, ML A W8 H A BF 5845 1 PD-1/PD-L1
FHME ALL 408 & A e 2 26 i 2 3 2L Blinatumom-
ab it 25 B R K 2 —D0, 9F B B4 sh ) 55 5 56 0
Blinatumomab & PD-1 1 il y& J7 H A 4 fin /N iR
MRD € ™2 . A i, Blinatumomab Bt 4 PD-1
i 37 7T BE 2 2 3% Blinatumomab i 25 B 33 69 45
Jai. Ak, A 5T R E Blinatumomab Tt 24 i 58 &
SRR ML U T 4 K R A N A E
(10. 25% vs 4.82 %) PRI I6 7 A Az 0 &1 Jo] 1fi 3781 5

PE T 40 i K F o] LAAE — 5 72 & b 0 Blinatu-
momab G 7 BT R,
1.1.3 HMpwpEsiik CD20 HrJEfE 20% ~
40 %1 B-ALL 20 1 ik, R ALL {67 1%
TEHL . B — AR Rk & 8 CD20 40 f 2
PLEHTIZ N T A2 B i R IR PR IR T
Ofatumumab &5 P CD20 B T8 BEHiiAk , HiF
SYUEN T AMEAR S AR FEER TR, 2
25407 TP AT CD20 HLsg BT iR L CD20" B 41
il ALL AR & (<60 %) B As #ETG J7 (CD20 %
K=20%) SHTEZAEBE PR A E &,

47 Blinatumomab DA #h, CD22 1 CD3 R 4%
SPE T UM A AR AT R SR AN T O ALL 40 i 3%
(CD19 Z K u CAR-T 2 M i) 25 7 B A BT B0 I7 3%
AAE . H AR SE 5 2= B IE ] CD22 il CD3 AU 5+
£ T A a8 e R A0 K sh Py i AL XF CD22 410
i 57 LA A0 7 L I AR 5 A 6 i L 2 4
A RE
1.2 CAR-T ZHMIIGIT

CAR-T MG T Rtk & BU b SZ 4R T 4 B e 28
7L B W AR B E AR T 40 M DL R IR B
CD19 #3& ZRHTIE (CAR) . DT 1H 1] fih 988 40 i |
YR S PR BT D L 7E I R 1 36 i 52 & /XN B-ALL
FEHL B Y PR T AT . B 2017 AR LR,
FDA C#itifE 6 1 CAR-T 4 jfiy7 i 0 TI677 25 ¥
PIR & K /ME VA BT AR B-ALL %5 % P i i 0w,
Maude 2129 7E 2014 4EXF 30 4] 5 & /MEiR ALL &
FHIE T CD19 & ik & PRS2 /K (CTLO019) 18
TR SR AR T 4080, Horb 2 #)4 Blinatu-
momab i 25 8% 15 BIBE A 4% 2 T A, ik
JFJE 27 (90 %) Hi# ik CR,6 N H EFS %4 67%.,

JLAE CAR-T 4 Jd 36 7 78 Jat 3 b Rl PR 52 Bk rh
YR/ METR ALL BOE A R YT AL B
39% ~49% By B F G R &, KZH0E CD19" &
K FE T CAR-T 40 g i %8 AR A (80 CD19
ERE , AT MR AR E & AT
o CAR-T 5 HAb 7 B A A FH A TR 2
% 20 M5 S O 5k CAR-T 40 g /9 it A Jsg 3% 1k
(NCTO03186118), M 4h, 5 FH 10% ~ 20% 1y
CD19 & &, & it ¥ Z 4 & W CD22, CD22 Hl
CD19 B A5 () CAR. B0 B A HAE y7 i gl
fift g X — ME B, Pan V7 A4l T 34 ] CD19
CAR-T /Y7 R W ) /& FF #47 CD22 CAR-T, 24
ik CR BN SE 2L ff: 11 IR BT TR
ML HP 8 BITERS A 4. 6~13. 3 D A4 T St
RS, 1 4E EFS £l 71.6% ., Spiegel % 78 17
Bl CAR19 3 97 J5 #F & 1) B-ALL & % b i
CD19-22. BB. z-CAR-T, 88 % 1) /& # 3K 15 MRD %
1 1% 2% fit
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2 HEiasT

R YR R Ik 25 5 R R A 245 G
W TP E A M A K Y 8O R (R S
SR AR I A A R A TR B ) R e R A
BRETHEN, B AT R . WA R
PR AR CTRD L8 PR30 5 . DNA B 34k
s A B AN R I I T RN~ S S e o i |
) R WA 4 ALL VRS A W B 5 )
L7/
2.1 TKI

BCR-ABL fil & & H 2B it Ph ALL 1yt 1%
2B, B T A R VO T, S B S 2R
BRI, A1 35 GRB2/GAB2,CRKL.JAK/STAT
KR MAPK 1 PI3SK/AKT & 12, M i 410 1
F1 L9 40 B a2 A7 R T R R R B RG AE . 1996
AR — A TKI B 58 e n) 1 5 58 43 %03 i BCR-
ABL 5 ATP 254 M il 2 3% # 28K CML K&
Ph™ ALL BEWMALEH . T ABL1 J#f gatekeep-
er(T315 1 F317) . P-loop % 5k £ % 78 1y k& F fii
TKI 5 BCR-ABL M 45 & 52 R, i TKI fif 2}
e BEEARED . AR TR ANk v e & W
ABL-SRC %% TKI, 5 BCR-ABL W45 468 1
T EE S, I H A58 ABL1 {80 28 78 1 A7 10 i)
ER . 5% =10 TKI H 998 e e ¥ 45 & T3151
G AR M B 5 52 B R (W Y A A T, [R) B BB A% R 1 5 5
MR IR 25 BB, TS T3151 848 45 & 411
il ABL1 ¥ B, B8 EEJE (Olverembatinib)
EIREE EO L E = TKI, KA S T315
FRIE PR RIE S L IR e T3151 RAEAF7E T
it K HEAE T W40 & T3151 A8 76 N B ABL 38 i
XA BEAN., P El—T /15 REHE B
JE R I R Ak 5 . 127 ) CML 12 1 1 F 38 47l
CML 278 AR 3 4 BB = 20 e i A% 2= G2 i %
IR 79. 0% H 47, A Y0 . 5E 4 Hi L 35t 15 2 T N R
A3 BIh 69, 0% 1 47. 4 % 3 B A0 35 AL 24 I R
SR 56. 0% A 44. 7%, MR 4331 & 44. 0% Hl
39. 3% . MR"® 4332} 39. 0% #1 32. 1% , 7F TKI ifi
Zi CML 18 ¥4 fn 2 28 W sl N B &, o 1 2
T3151 2878 3 v B3 35 A0 0 (I 1 PR
2.2 BCL-2 #4151

S0 R T 1 2 R R 22 R R A IR T
MY AL T AE B T AR S A T 2 AR T BCL-2
[ PR 45 #8326 11 (BH3) A A 1 40 i 5 T2 15
B T4+ BCL-2 8 A KK (FZ 45 BCL-2,
BCL-X,.BCL-W,MCL1 # Al) ¥ %5, K i,
BCL-2 2 140 il 77 4n 2 25 5 $ir o] LA aF 4 14 1)
TR P 3G . DT 2K 0 B0 Ak R A M G D et
A2 yi P 4815 FDA Al EMA #t e 1 T 8\ 18 1
I 2L 200 L /0N 9k ECL 40 A K LR AR

TE— W 4k 2% va $BE G AR ) i HCVD CBF 9l 15
g 11 iy ZE KA ) B D 50 %, TR KW, B &
W04 50 HE ek 20 75 96 L BITHE B 0.5 g/m® X4 DR
J7¥ Ph™ ALL B3/ [ Rk g . 4 6036 3
(1] B-ALL.2 ] T-ALL 1 1 % T-LBL) £ 497
Ja s 1 AR 2% (3 ] CR.1 %1 PR), 3 il /i & AE
IRYTH MRD #1519 41 2 & 34 h (14 #i] B-ALL,
4 T-ALL #1 1 ] T-LBL) 12 %l 7£ 6 J7 )5 2%
(11 f CR.1 #] PRO™Y . #E BCL-2 # il 7 B¢ & 1L
SRR ALL B8 S KBRS T WG RO 55 v, 4
AT 47 0158 K/ MEVR ALL 3% 3647 48 25 s hi fn
Navitoclax(BCL-X, #i il 5D Bk & k57 (VCR | Hh ZE
KN B AW M) . 28 191 (60 %) BB ik B 92
fit (CRANSE £ 28 ff | 58 & R A8 1L /O B0 52
AWK AR 9 WL, 18 % K LLF MM A
fltF Ry 75% ., 16 ] (34%) B EZE IZH T MRD [
PEH o 6 Bl 18 B R LR, BF 5T H1al 30
(64 %) BFEFLT Hoh 26 18 T 9 fm gk ™) 3
KIS, BCL-2 Wl M £ #IA X 2 & ALL &
LA BT By P R i st

7 WIF 5 A A X e e 200 i v 2k A R T & AR R
A#t 1T BH3 43 #r. #i il KMT2A (MLL)-# $
ALL® Ph™ ALLF™ L & TCF-HLF™ ALLYY 4
4 f Xt BCL-2 ¥y H AT R 3 14, 4 4% s Hr 0 GE X =
AR ER. — BB R HE T 1
KMT2A-AFF1 fA{E.CD19.CD20 #1 CD22 BH k.
CD38 BHM: 1 & % B-ALL &, W 4 Zs v di .
Daratumumab BA 1697 CEU P L BV I+ J5
MRD # [f], KMT2A-AFF1 ¥ 40. 6% & %= 0, Jf
HAEgE = e pr e i6 )7 T AR T4 m 1 45
PRFF CRYY Al Zs v 7 X JE 26 35 R0 05 A Al 4 1Y)
BRI AE R AR 5 225 2 1 I PR 5% BH B T7 438
2.3 Menin 5

IRATE R A IS (MLL . KMT2A \MLL1) 2K
gk g0 S8 MLL @A HE A £ . MLL &
1Al Menin 85 [ 9 24 3 2K 3 22 ] 19 755 5% A1) AH B
ERE MLL fil G 8 A SUs B r @ . ik,
Menin #0157 & MLL 5 HE H 0% 69 % £ 1897 3R
W, VTP50469 J&— Fham sk | ok 280 A0 01 i )
/N5y F Menin-MLL & [ #0177, 7€ — T 3
Pk g H .8 B MLL EHE ALL 4 /b R %%
VTP50469 111k 25 25 J5 o &6 W5 WE K IR 9 1 0l s
YR I S D A R R
i 7) SNDX-5613 Fl KO-539 & W H T & %k /4
1B APERE R A IR I EA KMT2A & His NPM1
ZEAE I I RATE ST, I B A N S SR IIR 7 R
WIR A Z 028 B3 Menin 300460 500 %5 F £ &
KMT2A HEHME &/ MEiR ALL BE IR RRCE .

Menin
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3 Chemo-free 7 & K &84 Chemo-free T RHIIRE

Chemo-free & —F MBI F k. B
TE R FH 928 22 45 09 A B0 T R s ) vk e .
SERRE 2 ZALIT N B RN YRR (G N B Ak Y7 it 52
AR BEE) LI Chemo-free J7 28 76 #1 ] 4o 535
TBIT INRE T B 5 4k 97 JL T A A5 & 00 Y
TRIT AR . — 00 R 32 7E RO I T 2% 4 2 B I 5%
(ALLIANCE A041703) 4} i& T Inotuzumab ozo-
gamicin B V697 ( 1 ) JF 5t Blinatumomab I &4
J7 (I AE 33 #1>>60 % Ph™ ALL B # hagyrak. i
S 1L A/B/C FBr B I 9 2 FL CR #5351 85 %0 Al
97%. T ALBETT 22 A~ H, 1 4FE EFS 2R 75%
(95%CI 61%~92%) .

Xt F & % /MEVE Pht ALL 8%, — 33 [l i 4 43
Brilt i T Blinatumomab + Ponatinib X} F* 1% 2t &
TR, 26 BB IGIT IS 25 BlHR1E CR, 23
AR TE &0y T st AL 2% I, OS Fl EFS 43 518 20
A 5.3 A .8 BB EITEF R IEBE, B
JGE R R B FE R MK (12.5% vs 82.3%, P =
0. 0034 | X} F T-ALL 8 A 5 0] 1 8 %5 H
BFEMO95 J7 & it 52 A R I T 240 il = 3% i5 CD3.
CD3CD4.CD3CD8 /#8453 Ji i | PD-1 Hifk
Sintilimab S5 J& 2 Y20 #2100 i 550 75 38
A WAE Ty e VA 97 HR 52 24 S A MRD W I o 46 )
F LG T pkegnpats) .

43 Chemo-free J & o & Fim ik b yr BE AT LU
PRAE i3 ¥ R R SCRE IR AR YT AN R X
HREBRENESERRT EEEHFEEHRA
B N—TR[FF TR, 2022 4 MD Anderson J&
il TPOC #E AT T — 30011 0 PR B 5. X 38 9 W R
B-ALL 83 (29~45 %) R 4 A A8 w5 Ak b7
(HCVAD) 5 4 B 1Y Blinatumomab UL [ {4
J7 e RGBT A4S 15 DA, 3 D POMP 1by7
(6-%m 35 I e | K A OB A, P& B e R Ik A AN
1 A Blinatumomab 32#, 7ER 17 1Y) 37 4~ H
SAFETLE KAAFHN 13%5Y . —TRAHL 3 Wl IR
RE (GRAAPH 2005) 44 A 268 il 2 Wi iy Ph*
ALL B (18~59 %), K #HL 7 41 V) e # 5 fk fb o7
(HCVAD %) 5185 BELy7 (V-P J5 ) 1E A
FIRITROR , TKI AR S B . Pl TE
A AREREEAL R CR %8 3 T 5 (98.5% vs 91%,
P=0.006), 2 415> T2 K AH AL, 2 B MK 5 &
MRS R,

H A 2§ ) 34 97 18 32 4 B ARk T B T AN
& A ST B B E R RALIT TR, R I Chemo-free
T EAE AR ALL B ERIGITT R EAG N L
S R A S BA B 0 AT 5 Chemo-free
WRMABEZLSNEFREY REFFEZEIL
BARES AP T L A 5K R] 9 B D5 R R A

B PR SR AT AL

4 HiE
BB R IR YT 4 ALLWRIF P, LHEAR

R/ MEIR BURE A S8 AR SRR B PR 5 A8 R AR h

SRERTE3i0] 7 S Y (W NN NP (5 o Ty

FRIE ALLIRYT P B PRI . BR T & 28 f g i

167 B 1 338 07 TE S A 7 2 4b R 1 i DR F

S8 A B BT 22 33K 6 24 ) 1 R A A IR SR A Ak

PR 2 ALL BE RS, o, — 2

D4 G P B SR B D 1 S E R I R A AR R A

oA 124 M E 1Y IE KRBT 45 R A A

FEERR A EE YA PIREAER &5 rh o

S % 3k
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