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Abstract

Multiple myeloma is a highly prevalent malignant tumor in the hematological system. After treat-
ment, it is prone to develop drug resistance and recurrence. In recent years, the application of im-
munotherapy, especially bispecific antibodies, has brought breakthrough progress in the treatment
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of this disease, significantly altering the treatment landscape for relapsed/refractory multiple my-
eloma. This article systematically reviews the mechanism of action, clinical research progress and
current challenges of bispecific antibodies, and looks forward to their future development direc-
tions, in order to promote the further advancement of precise immunotherapy for multiple mye-
loma.
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1. 5|8

% K A% B BEJR (Multiple Myeloma, MM) & — i DL 5 [ 5 41 0 7 6 485 58 D 4p AE (08 %k LB MR, 37 K T
AN, HOR R MR GCRE IR AR S (1], MM W5 R 2 A B, WEASIEE. B ohhe
AL FMAIERE2] [3]. TR, BEEXT MM RFHLHIRAGT T, R 2 e R R B R R
5 B YIAR[4]o X —INRHES) T RBEEIT A MM ST 2 IR %, A e e ik
(mAb) [5]+ RUFFFPEHUAR(bsAbs) [6]+ A PUESZA(CAR) T AT V2 [ 7] LA S A AT 1 128 1 [ 8 17 P 1)
2R R G IR IT A, IX BT VE IR B MU MM TRITS R M T AR S e PR S VRIT T
o WU S VEP TR RE S [R] B 565 19 S [ 00 3 st B ) — B e R PN AN RIS, AT 4 v B ) o S 1
R IR AR R9] . WA SCE R I IR OURE e MR HUARAE MM G235 97 I T gk g

2. WsFERFEHRE

WU S PR (bispecific antibody, BsAb) i — 2 Gt [Al i 45 & B R A R PR B H — BUR AN R R AL
M TREAL TR, 7F 20 thad 80 EAR I ki . — Bk, XU RMEFUA TR A — KA
A Fe X 1gG FERHL, 5—RNEAR R Fo XIREE 1gG FEXPT[10]. BsAb FIEIT I 7R T H KR
ERIALE, FEEE M ANE M RE TR, — R B € M e s, 40 S % 4
B TR SEGN M s R P RN XS Sl , A RLEE W R AR K S kit s — R E A E &Y,
DAY ST SR 4% S I AR BRI AR 11]. BsAb CVEZANRYT SUSUR DL B R Ty, JUILAE i 27 A g 2740
. TghE B i (blinatumomab) GEWE 51 T CD3+1 T 4 MUK 1R 51 745 RR A% CD19+M Stk EL 40 A 1 1f
J(ALL)4IME, J24zBRe AN kAT CD3 x CD19 XG5 T 40T B8 (BIiTE), JF H &I ARHFFTIE 3K
(NCT02013167), HI7 M THrEfbyT, A8 KB H B ALFH[12]. 327 % $41(Amivantamab) /& 4>
R AN T 987 A/ N e . [ #E ) EGFR 5 MET f94s A VR XUEE ML B4 o 8 i b e 14 i 41
U R BELITLA SIS PR 2% SR BRAE 5 I % (1 B[R], LT R AE I PRAFE 5T (NCT04538664) A IE S
FRRAIT[13]0 BURF S EPUARE A DU 2G4 R e 1 5 B2 ELREAR, B O RO IRAR A P I 245 A d L 75 77114
BT —, IEfE N CEUE S B A

3. BRI LIRSS
3.1. #[5] BCMA x CD3 B4R
B 2l AP R (BCMA) 5 PR N CD269 5 TNFRSF17, & ¥ RIAAE ML B 4 A 40 Mo 22 1,
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& MM HIREEJRITHE 5 . BCMA x CD3 XU tEdiiidE i [ 454 T 40 R M r) CD3 A& #E% 4l 3=
K BCMA, 0% T 4, BE)5 7 LR BRIBER I, fe & S50 MM IS8T, EMR[14].

3.1.1. Teclistamab

REALZ BT (Teclistamab) A2 B M HEAE FH T8 97 R PE 2 R B 8 (RRMM) ) CD3 x BCMA
BURE R, Y HBRA A FITT R, CIRFERE QWA IR EERFDAE, 251G H T B2
P23t = 4RVAIT I RRMM R [15] [16]. MajesTEC-1 J&—T8fE . JFischt. 2. U1 A48
TH GBI R B (NCT03145181), LN 165 FIREME B2 1A >3 £87677 1) RRMM &35 . BETEBZIBL
761 (0.06 mg/kg — 0.3 mg/kg)jG, 25T 1.5 mg/kg RS, BE—RQW), LI Teclistamab ]
A KA R AT R, A BET 14.1 4, BUE R ZR(ORR) N 63.0%, Horh 58 4 G2 ol 5 194 39.4%.
LA KRR PR PR EE A AE . R AN B E L N RE L e TR DA R A 4
FAH[17], WFE 1. 1T HIE PRI (NCT05083169) U L4 T Teclistamab Bt4 Daratumumab SFriEVaIT /7
%(DPd 8% DVA)TERE 320 1~3 ZRI697 1) RRMM 38 197 R 22 41 . MajesTEC-3 3648 N\ 587 1
HBEBTRENI A, 5B ER, BT DPd 8¢ DVd 41, Teclistamab-Daratumumab 2H §¢) 7633 i A= 47 8 5.
FIEK, 36 NMALHBEATIE 83.4%, HFERLEMHR(81.8%) LR (89.0%) KA /INGR B8 9 BH 14 %
(58.4%) 5 KAt fR bR W E R TR . R, BEAEAEAR R FIERERN 70.7% (6 B4
62.4%), T2 By R0 Bk RV 18]0 FELZ PO E A R RN 2 IR0, HEAAT 2
EWTNRER TS5 CAR-TITIE, A HEBIEZ B LI tEia & [19].

3.1.2. Elranatamab

B4 % 47 (Elranatamab) /& — 3% TS FEFIE IR BCMA FIXURE R EBUAZY, =M%
VIR FE 5 1 RRMM B3 R R T VR B HLRR AT 2L, JE T 2023 4F3k FDA [ttt . >k B 58 11
MagnetisMM-3 B 5L(BCMA #116BA%1], n = 123, NCT04649359)& 7, EIGITHIEE — %A 12 mg Al 32
mg KA EhFI &R 5 5, & K FES 76 mg ) Elranatamab 7] 5 5 B3], R HAF A XM, ORR
EE] 61.0%, 35%M EE L FI>CR. FALREVT 14.7 AN H, WAL RIRFSEI ] . TG R AL A7 R A A7 3
RILE|. K 50 4 BE DAL, 80%H) EE S 20 6 M AA RN, HAE WA R K
Yoo UM T REBEFAAE S SR mAT R PR k2 [20], WFE 1. £ BCMA XURFFPEDUA T, HRyhZ A
[ A TG kR A A7 B B TR K, B, O R R AR R T R

3.1.3. Linvoseltamab

Linvoseltamab #& %5 =/ BCMA x CD3 bsAb, T 2025 4E 4 H3RERE &L, [F4E 7 3k FDA it
#HEFHT7697 RRMM N 55 . Naresh Bumma 55 A$2 H 7 — 50 /I AT IR AR (NCT03761108), LA
PPl linvoseltamab JA77 RRMM [ 22 & RIA M. %365~ 50 mg F1 200 mg BN FIEFAZ], 200 mg
FAF(n = 117)hA2BEDT 143 N H, ORR A 71%, >CR EH 50%, 7@ Eemta Ny 29.4 N H, H
B LA R R A R PR 43 A E[21], W3 1. Linvoseltamab FE 48 H 22 A 5 (71%) ik CRS KU,
AN RRMM R LRIRTT FIHTER .

3.1.4. ABBV-383

ABBV-383 J&—F BCMA x CD3 XU 5 T U&7, il BCMA TGV 30E T 40 i 2 i b
#H CD3 E4%Y). Anita D’Souza % AJFE T ABBV-383 (55— AR T 1. 2. JFBOE IR AR
(NCT03933735), %I & & 1 FIE o BRI EY RN B . 250N EEILH 124 ), HpfEs
AW B i) SR GRS B 0.025~120 me) A 73 1, FIES RM B S8 GRIEN 60 mg)f 51 %, 4515
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N, 1E 40 mg HRITHIE T, ORR K 68%, AW UFIIH A (VGPR)N 54%, HALLE R RFEENT [HF1TE
BT YRR B (P FE Y : 10.8 N H), XK ABBV-383 /£ RRMM & H HAT RUFig sz, ik
PR . ST 4E IR TR A AR 57 /& ABBV-383 W ULV AN R FH4E[22], W& 1. HAl
ABBV-383 4b-F I #1IIf ARE BE(NCT06158841), 7 I {3, Hoks soh e # s B —IRER K4 2511 BCMA
XHT[23] -

3.1.5. IBI379

2:# Keke Fei 25 NEOIEH A T —FOUERYE T 4080869 IBI379, ©EAXFRAIZE 1gG 454, LA
BCMA #Il CD3 A4 s, JH#E BCMA FHTE B 48/, i MM A4, HpEagiiZsh 128 h, fEENA
A R rIFREtE, S ARIRITIREE 3.26 i, fAE—EMRAE M[24], W4k 1. BEHET, IBI379
34T WG RATHY B, iR F 4 IND.

3.1.6. AMG420

AMG420 2R E AN HENIEIR BCMA x CD3 XURE Stk T 4 fiieds, M T2 R/MERTEZ K Ik E
R VR IT[25]. 7 42 5] RRMM 35 (71 00 1, AMG 420 S/ 555 70%, B4 50%F) MRD
PAPESE AR, BRI 527 E(MTD) A 400 mg/d, 1T H KRR Bkt 1) 45 24 77 305 B R, 1250 B
1B T 1H[26], WA 1. &5, Alnuctamab /&5 —M#E[n BCMA x CD3 FIXURE S VED LA, 1EEH X E R/
SV IE 2 KB BB ER 0 1 IRT AT CC-93269-MM-001 1 5o Y BLAFFIFU MR &, 7T SEELIR B G2 A,
SR, I H CZabE— P IR IR & [27].

Table 1. Horizontal comparison of different bispecific antibodies targeting BCMA
F# 1. BCMA 5 T AR 89 mxftL

LR I TEERIRE R FRAELE 2R

Teclistamab 1gG4 Wi, 4

ES IFIE I SRz A R

ESb LR A wviid /NG B 9 >3 4% CRS >3 ¢ ICANS >3 IR
(ORR) HA7HA(mPFS)  (MRD)FH 5% KRR KRR KA

B R 0.06
mg/kg. 0.3 mg/kg
([FIb% 2~4 K, sE)E o, N 0, o, 0, 0,
24 FIFE 2 63% 11.31MH 26.7% 0.6% 0% 44.8%

HEFFFIE: 1.5 mg/kg,

-+ DuoBody “F- &
1+ 1 xR

PAA RAELBR Fe

KOs ohe RV, RS
T AL 1gG2Aa
BRI FIE R VIR B RS
XARFEUA, B SWUGHIEE B E 1EILF>CR H.
¥R BCMA R J5, £ 1R 76 mg, Al PP MRD
Elranatamab  CD3 [BFORE S & 28 KAN—H 1 61.0% Sl MEE = 0% 0% 39.8%
BRI R JEFFI B FREENIZ 29), MRD [
—ANERM A BETE 6 NG DI 2N 89.7%
T, LA S XPEEE B2 1 IRG Y
TR H A
AL AT 1Y £ 200 mg 7 -
R L BALh, B3 200mg AR 200mg g 200 mE AR
Qﬁﬁ—ﬁ/\fgﬂﬁgiz 1 200 FE 200 mg bk >CR H#E#H H: 0.9%, M 2.6%, K ’—égﬁﬁisﬂi;,&ﬁ
CHAENR G T i, oy Wl KIEEL A R BIECRSE (RICANS R R
Linvoseltamab Hifk, fREF 7T 1gG4 gﬂ'ﬁ%"ﬁF;EE%‘. /_\{_ 9 5;) L: ;*U; 12ANHA g clonoSEQ £ & 46% R T7% ﬂnﬁllT%ﬂ:E e
FIR IR L TENE gy il 90.5%, (35%9 1 2.6%9 1 HE, 61
JFREFARRIFME 4l 48% " 4 - O AR 34w
SERRVGPRYH, T 70.0% KA EuroFlow 44, 10.3%M %%, 2.6%N T
BN 4 8 1R 2 clonoSEQ 240 240 4%~8%

Kl 92.9%
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R
E>40 mg .,
WS <217 TR W
E[Bapisayali] B ABE@m=BAFl@n=8DM MRD [ %
BCMA x CD3 X 122): 57% 60 mg ¥ JERA (n=11): ‘“7‘30/
oo WREHRAI o 60mg PUEBL S =51 ISy Y IN
454 BCMA. 4 F’Wfﬂ“i (121 ET); Fl(n=49). T PFS #k =40 mg fﬂji’ﬂ 2% e ,
ABBV-383 . T B, &3 A . AT A e RIS 25%
(P WAkt e 59% IEF(NR) MRD [ 5% >40 mg 7l
CD3, FRAEA . omg Al BIEARN= (TRl 4%
U 1gG4 B 5 #(n = 79): OIREL ) ‘q'ﬁ&;gT
B Fo LUE KA 2414 68% PFS J9 104 4 0 U
W A G SEPL MRD B
so-1024f)  TECR
j?xxyﬁ;@ BERMEE: G RATHT 5T
ot e NRBEL R 1
A O (929 M4 2
HIFL BCMA LIRS e G- BOMA B
IBI379 —AMPL CD3 (155 yi‘iﬂ%?ﬁ 2 ) AR E AR E AR E AR E AR E 1 AR TE
TERGFIBE o gepim. s |
Mk, Fe SR g Fiear, ey
SERE, Al SN 2% i
Thak
—HhE TgG BT ik ORR: #4k MRD [
SEGUE, wHA = 31% £ CR .
AMGazg SV ELERHIRI ﬁ*;:l]]zf:ﬁézf szg: AT AR HARA 14% 2% IR 33%
W ARG A ;5 s % 10 ,\73]; (MTD, 400 = 400 mg/d 7 ° H °
BCMA Rl CD3, B2 ¥ PP me/d) ORR: 21 MRD Witk
A& Fe B 70% CR #: 50%

3.2. #[E GPRC5D x CD3 U R4 HiiE

C 25 5 At D (GPRC3D), — o JUM-E S8R 40 i R A0 MM A8 35 1) 5 Bl S 20 g 3K 114 95 s 52 A
T A[28]. WKL, GPRCSD () mRNA 7E MM il R RS AFAE, 10 78 H At i 280 ol 22 31 1 Rk

JUPARR b,

1Xf# GPRCSD i A MM G i6 7 SR i& th B 78 1 5EFR[29]. #E17] GPRCSD x CD3 HJ bsAb

L A S5 5 T 4001 CD3 ME SR A1 UL GPRCSD, /- SM#FH AR R IEM oS T 40 e
2, SEBURT R ARG HERE 17 % 1

3.2.1. Talquetamab

Talquetamab R4 AT A&, & —Fh XU T 1gG4 Fifk. /BN E A TI557 RRMM B GPRCSD x
CD3 bsAb A, H st 3 T — 350 1 MG AR I (NCT03399799). ZWF7TIL4NN 232 44 MM #3, i
A B PR ARk ek B2 T 45 2475 30452 Talquetamab 1697 . RIS R E IR, 405 pg/ke & — U Az
i 11.7 1 H, ORR 70% (95% CI: 51~85), >VGPR 57%, >CR23%, e gt 10.2 4N H; 800 u
g/kg B — IR P BEDT 4.2 A, ORR 64% (95% CI: 48~78), >VGPR 52%, >CR 23%, F{ifF4ER
%A 7.8 4~ H o Talquetamab B A AI4ER) 24, W WA BSOS A RE PRI EIE IR EH
EFIEAZIERS, X445 RRMM B 7K T 8 697 A 22 (30] .

3.2.2. RG6234

RG6234 5225 — X GPRC5D x CD3 XUfji, AIRHFIKELE TS . ZbutiARA “2 + 17 45K, RIE
AP GPRCSD Z5 &A1 —A> CD3 45648, Aeblmsifl 5 MM 4iffu4s&(31]. BT, RG6234 IE7ERE
17 T IR B (NCT04557150), AL BT .
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3.2.3. LBL-034

LBL-034 s&—F#[a] GPRCSD 1 CD3 WIRURE R Bk, I T¥077 2 Rk /MEva 2 R YR BE . B,
LBL-034 %3k FDA Fl[E S 25 5 MBS B RI(NMPALIE, IETEFFE—TURE . 2. e, #lE
I 1) VI BRI AR T 75 (NCT06049290) [32].

7 _EiR GPRCSDxCD3 X4 444, Urara Tomita 25 AFYZE 7 —Fh#i %L1 GPRCSD A1 CD3 1)
WL BsAb5003, HALS = ANAFH AR5 IKSE M )1 CD3 scFv. 25 M1 /] GPRCSD Fab K& GRLRN Fe 35,
EREN T 4G, ARG MM 40 #1548 MM. 7ER AR H, BsAbS003 22 il 1 ivd
A, 0.1 mg/kg FIET 5/6 /NIRRT AR, HA5 S 89T 245 MiDs) B A AT 3 R T /L, X
FH, BsAb5003 HZEELE IMiDs Al BERCA) 12 MM 35 A R0A JT HE#& [33]. #EH GPRCSD x CD3
(XU S PP OR I AR 2 R Ve BRI VAT A — AN B, B0 RRMM JR 715K 1 S5 PR
.

3.3. #I[5 FcRH5 x CD3 B R4 Hirid

FcRHS, 7R#% FcRLS 8¢ CD307, 2 —fFERKIAT B M R FEVE Fe 24k, HREMFETIER
LGP AN, X PR I FRA R A I TR YT B R PR R (D 22 R Vi R IR ORI A
[34]. 1A FCRHS x CD3 IRV S L HUAA S — 20K T 40 8 5 7] 25 FeRHSH BER 40 A A« IR 4 s
Jrik, HETHER b, 2R AL E A Cevostamab [35]. — T & #8115 78 (NCT03275103) 4]
IHHHE 7R, Cevostamab J8J7 RRMM /s H B IFI7 RO 22 . 23t 160 L 8%, KA T
HOP RN B 45 2577 % . HODIs 7 RAESE 1 JHEE 1| R(CIDD)% T 0.05~3.6 mg, 3 1 A% 8 K
(CID8)45 T HFRFIE 0.15~198 mg; XUH M7 RAE CID1 45F 0.3~1.2 mg, CIDS 45F 3.6 mg, % 1 Ji
W% 15 R(CID15)% T HA5if® 60~160 mg, JEZ: % T4 HRE, 317 MEM. 7E 132~198 mg
HAs7 &K, ORRIA 56.7%, VGPR N 33.3%. A &fRFFELN A(MOR) N 11.5 M H, & LKA R
SN2 A0 B R R TR G AE(CRS) [36].  FIR%HER B, Cevostamab 7E677 RRMM EE I JEILH T —%&
TRk, HAEBCNZ KIS BERIEIT R .

3.4. ¥B[a] NK AR

) AR R (NKO)Z0 A SR S PEBUR YR TT MM 2 24 1T S 367 I RTI 2 —, JESAE T 47
VR 3 A s . 7k e R R R B e, NKCARBIR AL T — AN AR AN RN T G o %
T [ ) 45 2 B JRE 2 f 28 1 0 JR (2 BCMA . CD38 GPRC 5D %5) Al NK 4 ifd 2 [ V% 52 4k (32 3% CD16A),
W NK RS 1 5 7 2 ORISR0, 75 3 DU M 20 i B2 R (ADCC) R0 B IR 7 Bk, AT S B8 1%
i o
3.4.1. BCMAxCD16a: RO7297089

CDI16A AR FeyRIMa, & ANJE NK A —FhA S A M B 1% 2 7K [37]. RO7297089 & — XL
B IO PR, AN LLEsEM /1454 CD16A, 552 M) NK 4 1 40 B 25 1 - 48 55 5 0 40 it 1) 75 s 1
H, m%47%F BCMA FHPE MM 422 A#[38]. — I T BAIG IR IXEE(NCT04434469)45 KB, RO7297089
fE RRMM S5 i 521 R iF, eatnl$s, HRRmypefstgiam . 27 28552 7 &4 60~1850
mg ME KN, KRB KINZHEMTD). 43011 A RN, 18 1080 mg M5 &S ER, 248307
2 RPAELRERRE . Horf, 2 Bl(7%) IR R, 2 Bl(T%)IE NGRS, 14 BI(52%) FEpife e 5 WL
AR FAFETLL . VA 5 SN L ML/ AE[39] . A IZ SRR A B U, (B By 7 a1 3%
B, RO7297089 W] G2 —F EA RUFZAMENH BNATT S, AR MM AR 2 1075 K .
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3.4.2. BCMA x NKp30: CTX-8573

NKp30 (3LFK NCR3 5t CD337)72 NK il & i —Fh oS Fd At 32 4k, Gl R0 R 45 A MG AA
A RCEOE NK 40 B 40 M EEPE AR, AT R IR 40 B [40]. CTX-8573 & —Fl#l i) BCMA 5 NKp30 K]
RURE SR, 81 NKp30 55 CD16A MIXUEIE(E 5 Mk szl 51 NK/ys T 4H g% BCMA ™ Hifi 83 4 i s
Jiti ADCC R R TR %5 H T4 T I R AT (259 K IRNGSE A B, 3 A H 0T 241 R
Hi(IND).

4. THZHLH R e R Fr 53 SR

DL B 40 B EAPLR (BCMA) AL S KEYT 7 &, AR A PUEZ AR (CAR)T AR T 5 R0 = PP A
(BsAbs), ERANE R/ Z R E BER(RRMM) 5 1ok T T AT AR B AR, (HIGH 0 B B &
RER . BHTE RN AT A =R Mg A R GUEA D) T 40D ReRens, DLA MR fEn
BEHdil[41],

Jib 98 PN TR T ZG L) 32 AL FE BCMA RIE T /2 (W TNFRSF17 £ KRR -3 i BN 51 BCMA
% BEMS1E FH (trogocytosis) LA K HLIE T2 3@ BE A [41]. BEPE BCMA B2 A2 5 8 LI Bt J b e i
Hrh9wiy BCMA ] TNFRSF17 J& A A2 RS A7 B PRk 2 8 9 B AL . Lee 55 A A TNFRSF17 % 3 144 i
REANESZ, A[¥EPE BCMA (sBCMA)K -, il BCMA 25 Bhys 6 DL S SURE St A (BsAb) 77
HEILESS TR R AR 42]. 51— KB 2L - N2 BCMA B, p-70 WG
Al BCMA M A i 26 TH 24 BT v 1 BCMA(sBCMA), 5% 5 CAR-T UL &, BRARRN
YA S5 8 BCMA A RCRA 7, MR AE BT S5 BH g 2 A e e b o X — i FRAMY BB PR T
R L I ) BCMA %552, JEHISS 1 52897 M5 A 3 ae[43]. 20 2D 70 SEAMRE 7 AR 3L,
B P ) 30 S R e A PR B S B R R S A I AR, e I A 3 S R A Sy AR AR R
CAR-T ZHMIMIATT BUR[44]. UbAh, 4R P A5 58 6 1 5 o538 R v R P 21, 0 SR 4 i
o, FUETIE A(BCL-2. BCL-XL. MCL-1. Survivin) {33 Eif, FEHH1G 7 FTA S 0RE R T4 i
FET- (R IR 25 10 R AE[41]. T 4HARFESE 2 BCMA $E AT SR IR 25 0L 2 —, HAORFEN T 40
M REE WIS . FER I AL 2RI Rk . SN I BE R AT T Re AR % 28 Mgt 7 00 = K
fE. T Afusgyiimid 2 4EfENLHIAISS BCMA BEIn] ity T IR AR, &S8R K I E Y 5L
A4, IR S A EEAE BCMA BE VAT 25 th R P35 AN nT sk AR FH [41] [45].

£ CAR-T 4725 XURF S M oA 2 18 F IR 0L, AR S ik 4% CAR-T /R N IR T 40 S % 1697 -
SRS AT B B KRR FE b S IR P % A i K T Bk R A A7 J(PFS), [ B £ B URs S LA A 280 5
LIRRTF B MW AUR LT BRI, B8 SRRt T AR SUP B, REERRE, BIKIRTT IR
&6 N, DMBIE T 4MThBERE[46]. 7£ CAR-T HI#A I FErr, B SR AT N B S (ol T, LAG s
CAR-T ZHMIfHI % pRIh 2. thAlh, MARIE TS [FIRE 200 B [47], 1 J5 2R B0 2510 22 FEAL 6t 2% I 2 )8
X TR 24 ) SR B P 7E

5. 8578

2 RNE B BB Y S R YT P NBTIAR,  JCH XURE S R UK 0 T R Jre IE R 2 B3R 0 R
JrkS R IR, BsAb fEATXT RRMM 1R )T FH IS 1828 (IR RCR, AR ON & 3 SRR T T
Wk SR, BsAb LEWF AR AR i 72 rh T3 T W 7 22 B, 451 8 7 S8 2 L TR B B8 i O T 245 300
R, HHUGEH W KA R R TSGR R R TR 25 1@, AR Bk 707 i 2R AT LR LS
Mf: —REREBEBIT IR RIS FE A XU R iU ik s =2 M Re RN 48 17 2 S5 (i
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