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Bispecific antibodies in clinical tumor therapy
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Abstract: Bispecific antibody (BsAb) has two different antigen-binding sites, divided into the “IgG-like” format and the
“non-1gG-like” format. Different formats have different characteristics and applications. BsAb has higher sensitivity and
specificity than conventional antibodies, with special functions such as recruitment of immune cells and blocking of dual
signaling pathways, playing an important role in immune-diagnosis and therapy. With the deterioration of the global
environment and the irregular living habits of people, the incidence of tumor is becoming higher and higher. Tumor becomes
the most serious fatal disease threatening human health after cardiovascular disease. There are 12 million estimated new tumor
cases each year worldwide. The major clinical treatments of tumor are surgical resection, chemoradiotherapy, target therapy.
Tumor immunotherapy is a novel approach for tumor treatment in recent years, and activates human immune system to control

Received: June 6, 2020; Accepted: August 4, 2020

Supported by: Fundamental Research Funds for the Central Universities (No. buctrc201910), Beijing-Tianjin-Hebei Basic Research
Cooperation Special Project (No. 19JCZDJC65800(Z)), National Key Research and Development Program of China (No. 2017YFA0105900).
Corresponding author: Zhao Yang. Tel: +86-10-64421335; E-mail: yangzhao@mail.buct.edu.cn

e A SR AR IR 55 2% (No. buctrc201910), It HrHL FLGli 0 58 & 1E % W (No. 19JCZDJC65800(Z)), Hl &K & & #k & i1%l (No.

2017YFA0105900) #EBi.



514

ISSN 1000-3061 CN 11-1998/Q /¥ T Fi%#4i  Chin J Biotech

and kill tumor cells. Although the traditional monoclonal antibodies have already acquired some therapeutic effects in tumor
targeted therapy and immunotherapy, they induce drug resistance resulted from the heterogeneity and plasticity of tumors.
Binding to two target antigens at the same time, BsAb has been used in the clinical treatment of tumors and obtained promising
outcomes. This review elaborates the research progress and applications of bispecific antibody in clinical tumor therapy.
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Fig. 1 The development of bispecific antibody.
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Fig. 2 Formats of different antibodies. Structure of a natural antibody. (B) Bispecific T-cell engager (BIiTE) is composed
of two scFvs. (C) Diabodies are composed of two crossed scFvs. (D) TrioMabs contained two Fabs targeting CD3 and
tumor cell antigens, respectively. (E) Structure of knobs-into-holes. The CH3 region of one antibody has been mutated to
form a knob, and the CH3 region of the other antibody has been mutated to form a hole. (F) Structure of DVD-Ig. The VL
and VH domains of another antibody are linked to the terminals of VL and VH domains of a natural antibody, respectively.
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Fayd 2 #1 4, X HER2 BHM: ) 835 A 20 HL it 52 7%
R . 2018 4F ASCO K2z T ZW25 i T il
Rk (NCT04276493) %l zw2s 1 £ Fl
HER2 = 2R3 14 g v X B A 80P RN R4 1 T

ZE, 20 B FLRRE B R % 33%, H7E
HER2 FHE 1) B i S HoAth 52 A0 Hh th W82 3] T 8¢

FHIGITRCR, MK ORR 434110 44%7F1 33%, H.
Tt 32 PR, AU 15 B 3 G R,
2019 4E 5 /1 29 H, FDA ¥ ZW25 e i i #¢
¥, Do zw2s 54507 T HER2 SRk
JihEd BB BFSY . 2020 45 1 H 12 H, Zymeworks

http://journals.im.ac.cn/cjbcn

ANFEIE ARG ZW25 5 Pfizer AwIAY TR CDK
416 #4157 1brance (Palbociclib) B4y B mY 11 31
I (NCT04224272), 55 Ko A 3 [m] 4 2L F
IEo BRI IR T2 GIT I HR B
HER2 BH: 14 5 3 e A s 5 B PR L R %

R LA 2L IR 00 L AR 3 T s
5 4F A AERIRF) 87%%, (H LR A 2 Ao e rh
M — K, IZWTRTA ST P S A e iA
ST IR AL, B35 8T AR SURE S Bro 44 24 4 1) A
%, FUBUERIGIT FBOIEE AWML SR E, L
I 32E LR A8 1) S TR T T Al KAk
3.3 HIFIBRIE

A g S 4 b 2 A R R 2 A i B,
— iR WL AR B EE , PSR AE 68 %
Kifi o HUH IR R R A B A X 22 5, K
M DR, N b DA A R 1 R R
BT AR Flides , 238 [ 53 M rh 28 — 3Bm iy
S S T RS IR G BT O R T
AL BT VA PR IRIT S . R EIRBUET A e
(Castration-resistant prostate cancer, CRPC) J&—7F}
MEIIRT S g , AR K. KEY 10%-20%I1 R4
9 S AEIRIT IR 5 AERIBET I, S & ALK
FHRILHHETTSI IR, BRAEITY TR O X
e ERRP,

BAY2010112 & Amgen A ] T & B —Fh#E 7]
4 4 SR BT L (Prostate-specific membrane
antigen, PSMA) #1 CD3 Y BiTE XUE FrEHiiA

5 T A 2L A . PSMA J&— 5 5O

HE, TERA BRI BRI 2T s Rk, (H
FEIE B RIS R SR k8K, SR 2 Wi AR YT Al
B i g G B AR 0 PO R AT AT T R,
BAY2010112 7EMRAN AT LUKE 514 24 2 Fh AT 41
PR Az, BN RSB A AT
P, ECso i 3.4-6.7 ng/mLE), 41, BAY2010112
AT LA PSMA BH 1 98 240 M 3R 76/ BRAR N IE 1
Ji9Ed . 2019 4= ASCO K43/ 4ii T BAY2010112 ()
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FlE s TGRSR (NCT01723475) 414
TGk 16 051 ST il 51 R
ki 5 BAY2010112 (5-80 pg/d), FHrf 3 il
(A1 B Ry S EPT R BE AR KT 50%, A 2
SERGER, 1 B SAMA XK EARFM. H
BZSEIARAE AT, AR RIR YT LS A
(ARG A e R, H AR S L2 A A A2
VLR PTAR 25 W A 311 77 2 Rl R 738

APV0414 i1 Aptevo Therapeutics J & 19
T AT mDBURE SR ZG ), T 3
HIS BRI RIAYT , (Rl E PSMA 1 CD3, fEllf
RIS, APVO414 o Hi I T 40 5 A
MHEBUEARE I RIMER . X EERFR A S IR AE
2016 43 ERAEMTFEHM2: (American association
for cancer research, AACR) 4E4 |-k 300 4E5L
FH, RANSEEG T, APVO414 TEAR I B M AR5
Eb s BV 458 w8 1) T N3G R A5 e A i A 1)
YEF o /NREEEAHT SR 4 d, ATLLE
iR R A K APVO414 B F 2019 4E
8 AT 1 MR (NCT02262910), 45
WIRFFELL ORI TR R 45 2h

HA AR 2 B P R E . LS TETRYT IR
VoS il A Rl L N R 1 i R
FE RO 14 DA LA, 15%-33% 5
FH o R AR, o TR K, H AT
T BT R AIEIT T B R IR IR TR, Sk
S G H AL ZFG T TR EIT I, Ba
R B 36 T A B 1 T
34 HEBME

45 M L s o2 W 8 R LR R R, fE
5 [ B PR RN L PRI RE R P S HE A O 0, A
T AR R S RS AR, A AR T
itigi R SRR T K2 2000945 W i e - 1E Bk
WshT e 2 GRS, X TR AT IR 0 e B 4%
HpREEE, IRYTHE EH AT B SR BE |
RS RIS STRRE Jr, (REE RS RS R

% : 010-64807509

BHE TG SR RAE R 22, 5 AEEfFRERE
6%-8%Z: A4 %, NI, I BG4S H I
B

MGDO007 J& MacroGenics 2\ &) B & ) —Fh B
T gpA33xCD3 AR SRR, LIBEE I A33
(Glycoprotein A33, gpA33) FHYEAN AR,
53k CD3 ) T kB i LR 25 4, e
WU RN B gpA33 BHYEMZE B RE 40 . gpA33
TE 95% M I & T AL RS M 25 E e b Ak, R4
T S BE AT H LA T S s 5 O, A sh s
FH, MGD007 /5 T T 4fu Xt # ik gpA33 A4
L 9 A L R ) L ) A o B A A T I
PRATEHAT 5T R0, MGDO007 o] L) 45 JH & 2 4
GG T R 2 2% MGDO007 H i E AT
I I K5 (NCT02248805).

OMP-305B83 2 OncoMed I %& HY— Rl ¥ [ig
DLL4 (Delta-like ligand 4) #l VEGF [ RS 54k
FifA, DLL4 1 Notch-DLL4 Jivigg T 4 Jfa {5 5 B%
HOREEEH, mE W EERKEHEF (Vascular
endothelial growth factor, VEGF) J&{¢ ik M4 4=
B A K H T, OMP-305B83 AJ LA i if &
A, Bl EA BB RN . T A IR
(NCT02298387) # M, OMP-305B83 1] ‘4 41 [f],
BERIME I, fEZ R 2R (DR EE 12 f], &5
W B 11 ) L R FURRSE . BRI . T ROE AT
PB4 4 ) rP S8R H 0 B e g 6 4 0.
2019 4 7 H, FDA £ #F OMP-305B83 L i
HEINIE, FfFRE T OMP-305B83 Ay 1T i K S2 56
Wit, ZFFRIEAERRERS T

HBAREE HIE T ARIT . U7 B AR
BT R, (R R o3 R 1 4 485 s 1) A A
BIT IR R R BEIR YT, IR XA T ORI RURR
SPEPURZI TS, SRR TS B Y
BT REEENEM.

35 BE
B R RAA I B A 2E B, W E
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R 5 R A R ABE TR ] G T RR S AR I 45
KO MF TR, R A 5N
BRI AR IETE B TAE R AL . 2019 4F [ K diE
Hul R AT A E BRSO EE Bon, B RN EE
TR g i 2R Ao T e R JC
AR, I EH RIS 2%, K
BEIZE T, H AU BRRSE &5 E A
A2, PEMEEETRELEMN 1.7 4
(P<0.001)"®), HiZ KA, BIMMIEIAYT . STk
B R I2IT IR A DL [ R

YRR P PESET-Z 4k 1 (Programmed cell
death protein 1, PD1). #iffe/F AT Hfk 1
(Programmed cell death 1 ligand 1, PDL1). 4ijifi#s
T WREANAHSEHTE 4 (Cytotoxic T lymphocyte-
associated antigen-4, CTLA-4) HHi7E 41 IR 1Y
SPEIRIT A — i Z H, (HER e 2 997 A B
HXEA A3 g e BB YT a8 . AKL104 27 A=)
WL EBR EE A3 A RIS CTLA-4/PD1
BURE S PR . 2019 AR AE R IR T T &
(Society for immunotherapy of cancer, SITC) 42>
DA TRIMTT A AKL104 1A 86 138 57) 521l R 3l 56
(NCT03261011) Hr, 21 fvi Al AT ROEANL B E 1Y
DCR 4 47.6%, ORR # 28.6%'**, 2020 4£ AACR
2N ) AK 104 (7 TG RS (NCT03852251)
H, AKL04 BRI BRI T R AE 94.7%,
Ho 1 BB F IR 58 R0, o B R 4 24
if s 42 &, 13 fil s E iAo E
202044 H 2 H ,ORR 1A% 57.9%,DCR & 94.7%.
SLaZE R R, AKL104 3BT, 3 YL BN
Rk ESRN 95%, L4tkE PD1. CTLA-4
HH RS RTEYERR, RERESHITE
A AK104 HAIAYT LK AKL04 BEAIRYT I I IR
R, HRH B,

B AR WS 2, SR ARIET
ik, IEAERREE R TR CE R R, BURE R
PEBUARZS Y245 B Ry T SRt e, s

http://journals.im.ac.cn/cjbcn

B ROk T A B (BRI T R R A L
L SIZ WAT R 18 107 v A Ao g e 1 (]

3.6 FEBtIE

B IO g o — s LA I PR R GENRE P
PO () 0 R AR I DR R G MR vh R T, RS
SRR SRR FFE T F RS T, 30 4
ok, B I KA T — B AR Y . A R
WBITHE, WRMKEEMN 5 EAEGFRN
81.9%"A, [HJR AR, e A S0 5 G
FH R 5 e G2 W 00 e PR, R B e 3 e f 9 1)
WITIr, DO B E IR A

B7H3 (B7 homolog 3) t#x CD276, wikik
T LM e, © RE R AT U SRR B R R
Ma 2094 1 T4 BTH3 (19 BITE, (R 4MS280 30,
B7H3-BIiTE fER W] LI S BN T 4H R0 e
A0, ELATLEAES: IFN-y A1 TNF-o f97= 4090 i
bh, TS PISK/IAKUSTAT3 {5 5%, B7H3
AT DAAE S 55 I A8 A0 i ) A2 ZE RN FE RS o ik gl S
B B7H3 W RE R BS Mda a7 i B0 5. iz IR
55— O B, BTH3-BITE AJ LA S0kt
T A ) BB e A, FLSERS AR A T 4iie
A IO bR S Y CD69, ks FLL N,
B7H3-BIiTE A LABKIS T 4051 FL R 0 i s 4n
L, FLFEm 25 ik R A A GER . /D BURE:
FHIUC B7H3-BITE A LAA % #1 i B T it
RNk ST RIS AT /N UM A0 28 K OFEK T HoA AE Rt
], HAEGZIURIEL F IR B, BN
5 IO g (3 7 B AT S s

B 45 B D Je V3 7 A I 0 T R A A8 Sy B g Y
BT, AR I G 2y R AR S I U EAN TR
ZRARIIBT A O g R T, U S

PRTE I WL 6 7 A 3 BT 1 5 ) R 9

3.7 EEFTEMHBEE
W R R — R RAE R SR, HhE S
SWEREA L 10%, Har 90% A4 B RIEEA
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SkEETE AR MBI A T AR
TG RERAE , A5 HAZ AR w W) AR &4
G ELIRE Y AR R T A L DR L M AR S
ELEEE AR, ARG AR 4 2 R 53 B A4
T, HAAAG T AEAEES SWEDE, IHIK
2 70%-85%/ B 4 )78 77 G Ik VR o AR A 4
Wk B9 BYR YT S I G 1 T AR SR AT I s ey
WRGYT I, BRI T ik R e R A S
il . CAR-T DL R BRSSP IASE FBE

CD20-BIiTE 7Lk B i 7 A dsl o A7 5 A
v i A 5, H AT EISME A 24> CD20-BITE 4t
FIRIRIE B B, FF7F B A0l 45 & ik eV g v
I T BT HIRYT AR o 2018 4355 [ MR 2
4> (American society of hematology, ASH) &
i T REGN1979 77697 B 2 Ll 2 A 4 bk B9 v
(9 1 Wil KR % (NCT02290951) %™, %24
Yl Regeneron fff & , [FiF#E[a] CD20 1 CD3 it
o 10 B4 KX IR M R A A i R R
ORR 2y 100%, H'h 80%ik 3| T 5¢ 2% . %2}
YIF — R I R TG RIS, IFakEe i 1757
IR

RG6026 J& %' [LHf & i —Ff CD20-TCB, 5
fi CD20 XUFF SPEBUIAAH L HLB 58 ) CD20 SEFI
77, WX BEAFARITRCR o 78 T A5 I
JRiAE: (NCT03075696) H, It 87 il EHH:% T
600 ug = 25 mg RG6026 4 247 & AT, fHGdk
FEAT AR 79 B uEMI MR R 8 i, AREEERY
S RERIZ ORR iy 46%, SE4ZRf#% (Complete
response, CR) & 29%, 7E@ifl&E4 (10-25 mg
255 B, ORR iy 55%, CR & 37%, %M
RG6062 A7 AUCRAFFE R BEACHIPE . B> S280
b, RIS 0 e 1 A
BT 20 MRS S HLPe s G AR, v AR T
RG6026 F #7811 I HL A 1.

AR ECL 6 2 T VR 2R s B Ry DL 1 g 2
—, TR AWk e S Kb i 4 R 4y, &

% : 010-64807509

XiF A AT 4 I BB 1 R S P B 24 4 1E A &
R, FEIREE AT 4 ik EVRIA YT AU IE R
Wk T RN R AT S, (EAR IR DURE S PR 4
AR FE A7 A bk EU IR i K B 2 IR YT RS o
38 ZAMEHEE

Z Rk R e — OB R M, HRTC
BRI, ERRINTET B 4R s, 2k
VEE BRI ROPET R, O EAE IR 5 4R,
FORALIEE 2%, SRR PR, = 2 A R0
A AR 2 RV B T T R A BV PR
2015 4F, FFXF 2 kM BRI T ) CD38 i )
SLAMF7 i sk B st ik 22t 3 Wil K56 2
B s e e, Wit FHFI697 & & e
MEVATE I 22 e e B B B, R e 7 Oy T Y
ZEREVEVE I o BRNTIX P RP BT R IE H 4 h thof
FikBY BRI T eI RS, R A
FHABFE S BRI .

EM801 J& EngMab fiff & 1) —Ff B 41 it il 24 dt
Jii (B cell maturation antigen, BCMA) #[a] i
TCB,BCMA 2 iEg SR K 732 M K 5 17 iy
— PSR R 1, ETE 2 M R R
2t rh A B S R Rk, (A IR SR A D
ERWHL P AL, AN 2 LB 68 16
JPHR N . SEEG I, EMS01 BT LI CD3 BHTE
T 20 B R A A A S I, I AM A BT LR
CDA4 [ CD8 B T 4 M i) 387 L 3 hm IFN-y
WKL B 2L 9w, H AT EM80L 477k ik
TR RTIAIFSE , X I A S 6t 7 AR o 4%

JNJ-7957 % Johnson & Johnson jifft F T/\ ]
Janssen (¥ [1] BCMA Fil CD3 [y XUREFPEHTIA,
FF 5 R AEEIR R0 2 R M E BERIR YT o I R
BRI, INJ-7957 15 4 #kZ Rk B BE0R 4 i
R, 48 ZEBHMIMEREA, 5 2R &M B A1 i
TR A SR TR T . B T 4 R el Ak
Fe2x i INJ-7957 pyHiliEaTs e, PDL/PDLL {55
R K, INJ-7957 fY T S50 1 i R
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I (NCT04108195) HHETIELESAT, TEANEHE i
KA

Amgen 2 F] AMG420 f&# i) BCMA 1 BiTE
MRS HEPUAR, R AR, 42 618 kM
IMEIR T 22 Pk B R AR B 25 B e i
7 BIRAEARNRFM, 4 FI35ET, 3 HI5ERK 10
25, LR, 2 BIFEIRYT . Herb 2 BT
JEHT AE . B A RS T A DG R B Y
2 il Z kMM E RS, ORR J 31%, &K
fif 52 77 i 400 pg/d, FEAAKRNE N 2K 70%, AR
A VEAE 2SS A BT H AT AMGA420 9 T
IIf KI5 (NCT03836053) FEAEHEFTH .

2 RN B B e T E TR R SR, £
FlOBURE S BRI AT IR R DE S, ARG 1
TRRMA R AIGIT, Wbl 2 &k BEIE BT
39 AMm%

1 I 975 A2 — 7 I Y R B ) R TR, E AL
TR AERITF AR ATE PO a4 & o 17 10
3R 2Vt PR RIS M R, S e T3
AR, AAREBRIRT, EREEECRER
FET TR 1 A B T A i A 1-3 4 A2 4 10,
U 1 L A A B S AR BIL R R A T 43 B
A AR TR, BN WL S0Pk (A s A
ACPEREANMG I . SRR A e . 2
PR A0 B I A

AMG330 & Amgen /A wl B & ) — Fifr $E i)
CD33 Y T 4N & i WUAF S PR, (RINSLEG:
TR LABGE T 4, {FH&5 CD69. CD25,
B4 1 IFN-y, TNF-a A B IL-2 %, CD33
& — I A B T Y 5 OB R 1, FERT 90%I &
A S 200 6L 1 I L R A i P 2R H T,
FEXF CD33 Wiy AR Z R, (4G e
Uik, PUR-25YEAIRYT, T A0 EE R ) ) BURE
SPEPUARZERY, VRS, AMG330 HIETT
ERER TN T 40 M AR B AT i) S e BB /N B 2R

http://journals.im.ac.cn/cjbcn

T A (E E /0 0 M B A B B 40 s 2 18
CD33, RE( 1 CD33 #[a)yRy7 A — & I Mg Fh
PE. AMG330 1 T #im K% (NCT02520427)
IEfEUEAT, HBREME AMG330 758 K AT
LVPERE R M I RS Ik 25 25 HE N 32 A
A AR A2, 0 R 52 55 /s Ak
PriE e XIS AR 2 S k1T, AT
i A

2014 4, 5[ FDA #tyE T Amgen A ®IHF %
i CD19 ¥R ¥ BIiTE blinatumomab T & &1/
A A 20T b B A0 B IR AOTR YT, 2015 4F, K
WALEZZS Bl TG IRIRE: (NCT01466179)
W, 189 A& RPEMEAHE A MR R A2 T 54
JARA, BT 4 R RS Rk 2067, BHE
ZiX#F B2 T blinatumomab 597, CR J 40%,
2% B E LT 3 A R F 4, 5 4FE H Bl 1 B
FW, 252 blinatumomab 577 BT LAf# R TA 5
MRD (21 bk 5 20 Mg P i ops &2 & A 2 )
) PR SE R, SERAELE, LA
ik 36.5 4~ 719,

MURE S B A 25 9 76 52 % Mk IR M 1 I e
HIA YT PR UL, B X IS A ) 2 AR
BRI SIS R, U SR B A BRI
HEBMIAYT, RE O R EEZ R, ERKA
e i

4 RELHRZ

KRR S HUASE BA A R PR 45 A r
SR, TSN U, A
TR R S . @ 1960 4F Nisonoff 25y v 4
H AU SRR IO BE & LUK, WU SRS IA 25 )
IEF R BN F RS, (HERTE kA BT
HIRURE S PEBUIR 25 A58, KR8 ad Tl
IR R BB sk RS B B (3% 1) 1T 3R
SPEHUATE IR S R AFE B RS 7, B
W AR TP EE MR IR YT
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Table 1 Bispecific antibodies and their clinical information mentioned above

Name Company Target

Format

Adaptation

. References
disease

Clinical Phase

JNJ-61186372 Johnson & Johnson/ EGFR/c-Met

IgG1 diabody NSCLC

1 (NCT02609776) [43]

Genmab
p95HER2-TCB — p95HER2/CD3 CrossMab-Fab BC — [53]
ZW25 Zymeworks HER2 ECD2/4 Fab-scFv-Fc  BC, HER2" solid 1T (NCT04224272) [54]
tumors
BAY2010112 Amgen/Bayer PSMA/CD3 BIiTE PRAD I (NCT01723475) [59]
APV0414 Aptevo Therapeutics PSMA/CD3E  scFv-IgG PRAD I (NCT02262910) [61]
MGDO007 MacroGenics gpA33/CD3 DART COADREAD I (NCT02248805) [65]
OMP-305B83 OncoMed DLL4/VeGF DVD-Ig solid tumors I (NCT02298387) [66]
AK104 Akesobio CTLA4/PD1  CrossMab-Fab STAD IT (NCT03852251) [69]
REGN1979 Regeneron CD20/CD3 BIiTE NHL I (NCT02290951) [80]
RG6026 Roche CD20/CD3 NHL I (NCT03075696) [81]
EM801 EngMab BCMA/CD3  TCB MM - [85]
JNJ-7957 Johnson & Johnson/ BCMA/CD3  duobody MM [ (NCT04108195) [86]
Genmab
AMG420 Amgen BCMA/CD3 BIiTE MM I (NCT03836053) [87]
AMG330 Amgen CD33/CD3 BiTE AML I (NCT02520427) [92]
blinatumomab Amgen CD19/CD3 BiTE ALL III (NCT03476239) [93]

iR 7 B A N AR B o 2 —
B 4 42 IR R85 A0 AL L R AT A B AR A 2R 1 )
168, AR B A AGBOR B, LA AR fR
GERRIRY T OISR R ARG, B RE
FERE R AP o IR e T Ik R LAR
BB IR Ok, Bk R RS A B
RE 3 A Bk R 0B, H v OO S Ik B A 245
Je— I T BRI SR R IR T 25

KURFSEPEBTAAR LTS bk, 7emRG T
D3RR BRI SR S MU TE IR 6
J7 ) — A E B R A SR AR, [
iR YR NGRS B GRS Y 0RO e Ry I i) o)
FAAEBANNL . AR SRR AT PLEA T X
ni {5 5 [ IS BELIBTY , A 0T L e e i 24 4 7 A
XX##E&TMZIKﬁ%Fy g5ty e mRTA s 1

AR FEE . Fo A IR RO A, AR I
PRE AT VB P58 I BTIARSE M, R X in gy ™
ENCR E T

F BRSSP T A 22 iR 2R 857 P Y

% : 010-64807509

IO FH AR T ek R BT AF 5 = A E Al PROTSE B B, 1H
PIEAEVFZ B, ARt b A alifbid
FEAZAR . I REEALINXE . AT A7 A — i Y iR S 4L
1] A EE R VE PS5 o B AR XURE S PE BT I B I 5247
AT R EBTEL, BEE B R RS BT RA
FRAR RURE S PETUARTE IR i 7 ST A AR R Y &
JEZSIA], DIRAE IR KA
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