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AACR 202601 &7tote =W 7|82 CTPL M0 Verismo/HLBO[.H|0]M, CTMS Al
MO LX=2A, LBPO MM0 22-0|2t RoHFR/QATE(ELMES), 12|11 PO Al
H0i| SHO[efS, 2A0HI0ILEAA, XSHAML|, Of0[H|EH0|L, LSH=RE, S0t~
E|, AEIRE, HEZ2ANCf, 2IHHZRHA, IIZA00[H0[R, 2|7HAHI02, HSE,
H-gHI0|L0] |~ X|Ot0[0|.H01M, B2 S22 HefH.

H 2 3L 7|1 AACR 2026 LE LI

M

7Y

i sy 719I=

foi

CTMS UX|IA CT030  RZ-001, ZHHIEA(HCC), atezo/bev HE, Phib/2a

LBPO Verismo (HLBO|=H|0 ) LB138 EGFRKIR-CAR T, W2AZZ(GBM), NKME MSF

LBPO H2L0| LB336 VRN110755, XtMICH HIZRZ%E EGFR TKI, NSCLC

LBPO 20| LB365 VRN101099, MEHE HER2 AKX, +-EX| 2alf &4

LBPO JBJ(FBIUE/QATE) LB474  OfO|BEIR-2{0[XIE|H vs RAIHEIH, 2L PFS
PO SH0ofE 441 HM101207, SOS1-pankRAS, KRAS 2HIA| LM 3=, Kits A2
PO SH01E 345  pb3 mRNA analog, TP53 H0| &, Bt LY 3=
PO SH01E 15649  BH3120, PD-L1x4-1BB 0|EE0[&HA|, CD3 QI701H HE
PO SH0ofE 4302 STING mRNA, 2|ZtE H|2EY, 0|5 7 1-(HG+EIT AHE)
PO SI0E 5756 BH4601, PD-L1xB7H3 OI=E0| ADC, TopoTi(XYD-295)
PO S0 5782  EP300 MEHX Z5HA|, ML/MD 7|8t 7, BHERIAL B+
PO SH0[QE 5882  HM100714, HER2 MEHX MEXHCys805 &), 0|
PO SH0[ofE 7055  HM97662, EZH1/2 01 AHK|, SMARCA4 ZE T2 DNA A AIHX|
PO Q0|HI0| Q2 RIA 4334 AR170, PD-1xVEGFxIL-2v AISE0| HIAO|EF|O!
PO Q0[HIO|RZEIA 4332 AR166, PD-1xLAG-3xIL-2v AFE0, ICl Lid =2
PO 2I0|HI0|RZEIA 4338 44| IL-2v 2{0|E2{2|, OIZS0[H| ZIX3}, cis—acting
PO K= 4442 GENA-120, ITGB4 BX ADC, HAIEZ! hE/FA42Y
PO Kls=HATL 4443 GENA-104, CNTN4 HX ADC, HEBE+EE NESA
PO K= HZ L 5635  [TGB4XTROP2 O|EE0| ADC, 2EE £ MeHN
PO 0f0[H|&H0|2 1724 NEOK001(ABL206), B7-H3xROR1 0|ZE0| ADC, PDX 81% TGl
PO 0f0[H|&H0|2 1726 NEOKO002(ABL209), EGFRxMUC1 OI=E0| ADC, 367l PDX 75% EI=
PO QEH2HE 1710 ORM-1153, CD123 BX DAC, GSPT1 23f, AML/TP53 H0|
PO QEH2EHE 1824  ORM-1153, ZtMth DAC, MED 0.1mg/kg, S X|@X|4
PO SO AE] 4567  PARP7 KK, HEZE+SALX 015 7|1H, &PD-1 HE CR
PO SOLOfAE] 4564  PARP7 0= 7|™, ISG &, J=20tE E2fL, HIO|Q0H
PO HIAEIRE 6555  Nelmastobart, BTN1AT XFt AAZZIEl HE A|LHX], NSCLC
PO OIAEIRE 7722 Nelmastobart, BTN1A1 HIO|Q0MH, 5§ OIS =, ChERY
PO ME2|2HSf 4438 CTPH-03, TROP2 O|EH0|2E ADC(AD2C), MMAE 7|¢t
PO MEZ| 2Kt 1698  CTPH-08, FRa 0|ZH|0|2E ADC(AD2C), low IHC+ HAQf
PO LIAYH2EEEIA 248 UI2IH, TNKS/PARP 0| 2A[A|, SCLC, Wnt/Hippo Xl
PO 2IYHRREA 3048 USRI, FARt GnP HE, TGI 79%, 87 |2tH| 7173
PO T}Z2A0H0[HI0|R 5868  ZAZE|H(PHI-101), FLT3i+HHRA| AlHX], AML
PO T2 A00[HIO|Q 2850  PHI-501, pan-RAF, cold—hot £ M2 IFN/JAK-STAT 245}
PO 2|7}2H10|Q 1689  LCB14-2524/2516, BCMA ADC, ConjuAll, H2IEIR} ChH| 2
PO HI= 1633 zCART, ZE|d 7|8t AQIME CAR-T, LIS HA, 1Y
PO AbgHio| 0 I|A 1815 SBE303, Nectin-4 ADC, OHPAS &7, 40mg/kg LS}, 2026 FIH
PO Verismo (HLBO|.=H|0|A) 5193  SynKIR-310, CD19 KIR-CAR, B-NHL, 100% AZ, FIH &=
PO X|0f0]0| |0 M 7758  GI-102, CDSO/IL-2v3, PK/PD 2@, 1882k Mat 2
PO =g 4566 CKD-9001, PARP1 MEHX] XK, HRD, BBB £, A=Y |

Atz AACR 2026, DJHOAIBHE 2| MRIME
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3. Human PoC @& =, HLBO|H|O|M, &X|?

PoC CIO|H ZHE7I 7|Y7tX|Q] HEHEHUZ 7IY5kAL O|f AACROIAN Z|Z=Q| AUMAIH
HI0|E(Human PoC)E YHok= Verismo(HLBO|=H|0]M)2f X[ 2AN FZSHCE.
Verismo/HLBO|-H|0|M

Verismo Therapeutics= CTPL(Clinical Trials Plenary) MM0A KIR-CAR S22
HiA&ZI(Mesothelin) X CAR-T X|Z2A| SynKIR™-1102] 1Tt thaf Fx A O
O|EIE ZHSICH &2 HI0|EE STAR-101 MAIF(NCT05568680)2 XNazk =

1~3(Z 9¥)2 UYC= 5lH, MN3SE2 HAY, SLF, HEY S AR Y T

H

OIC, QFHY HEMolo| iolnt £7| QEY(AY HISE) AL0| Sy 2 HOIEC)

i S | O

SIX 483tE CAR-T XI=EH|(ZI2(0f, Ol

7tE] IEA, QK| S)= 5 HY AS
(mono—chain) T2XZ RENSI QUCt scFv(Et J

t
H QA ZOQl) — CD28 E= 4-1BB(ESS
| S

A= E0Q) — CD3Z (&3t =meNo] SHtel Z2IHE|= AMelo| 2z AZE 0] 7
ZOME S ZE Rt 2ASH| ASHHO0| XEXC EEI tonic signalingO|
SHAGHH, Ol TMIE E%l(exhaustion)Q| ==l 240102 XRSICY

Verismo2| SynKIR™ E3E2 0|2t #AMCE 0|t 01F Ak&(dual-chain) HAIE
7802 SiCh QUM NKMIZS| 243t A2l KIR(Killer Immunoglobulin-like
Receptor)dt ORiE] CHE4E DAP12E Xrgst O] AA0A =, S QA E0elnt Me
2 C0el0l E28ez ZaE F el Z2HEO|E Melez LgEit o A0 &
MSHOFZE & H|Q10| 28 - AHEZ M, DAP129] ITAM ZRE|IZE 6l ZAP70/Syk 7|Lt0t
N B22| 5t MSMYO| JHAIEICE gz, 20| 25k HEjoiAE & A210] TA
22 MHE QX6t22, CD28 = 4-1BB 2SAE= =HQl0f 7|0|a_+ 59 H|o|=X
tonic signaling0| XXMOZ XIHEC} 0| Eoff 2 QS 7|N EM3t FASHE 0 T
MO 27| ©XI0| M=, 7|5 X|&A(persistence) 2 SIEQY &M0| &t7| QK| =
Ol O|70| 7|CHEIC.

09 miol-

HAEE BN CAR-T X&He 7t C=of AMARNIN R0[5 HUE E=E6HK| £
ACE. ot F2| IYA%E HAYME Y OME(TME), MigHEel B L ZE,
S 01y, THE X&d 25 S SXQl 0| &X45t7| HZ0|tt SynKIR™e| 2+
OIEXN ME QT AXE 0248t A0 tonic signalinglil 2Jgt EEQ6H 7| &35}t
X7| TS HASRCEMN, THIES| J|SH ME 7|¢t2 A%oil 1 DIMEHE LHo|
M HO XEH01 EY €828 fAE 7t58E MEsit. 2 H0|B= 0] 7Hd0] AX|
AMUIN HSEE £E9 AHZA, 18 CAR-T X29| M2{CtY] HMet 7Hs4S 7t
& 2 QU= 390 0|ZEIL 2 5
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AUX[TfA

UX|YUAE CTMS(Clinical Trials Minisymposium) MI&0IAH RNA X|2tEA(Trans—
splicing Ribozyme) SHE 7|8t 5 QEXIX|ZH| RZ-001+ate/bevall ZHAIZEH(HCC)
CHAL QIAF 1b/2aAHNCT06695026) S7HATIE HHBICE &8 HCC BEX|Z9! OfFH|IS

RIEYHIEARY R iy QS RS HSE)0| s BN oI

L
~
===
0

NA X=X 20t £F 2E2/EIQ! ASO, siRNA, mRNAE 25 HX RNAS| &
2 H(knockdown)StALt 2l HHES Udi(overexpression)Al7 = Y 7[S0]

= HF1 AL 22|t O2fet B2 HA RNAS MASHEAM SAM X228 FHA
=0

=
IS 7IsS HE A &0

LX|YUAS RNA Reted EME2 71 RNA =AMt Z2XHO=2 MOt
Tetrahymena {2 Group | QIEZ 7|8t9] trans—splicing ribozymeS EZot= 0] AH0f
M, ribozyme2 OfH|.cHIO A HIHE Soff S L MFE F & HAS SHEH0I B3
Sol5CE A HE AN ribozyme2  UMIZEOIAM  E0|XoZ G
hTERT(human telomerase reverse transcriptase) MRNAS QIAl- MEtsl0] BIZH2tA| &
G2 M. O|=M LML Fot ZA! 7|HO| RIHED. & #HM HAUA ribozymes
HotE hTERT mRNA At2[0f] 3" 2202 Ef 7% KFAQMAF HSV-TK(Herpes Simplex
Virus Thymidine Kinase)Z trans-splicing 222 Eaf| X|&h- Qi 0|$ HE S0{g]
= D207 WZIZ2H(Valganciclovir, GCV)7F HSV-TKO Qlal &4 MZEN SX=2
HSE|H, DNA =X Als S22 Solf YMIE AIES RIS

2 hTERT mRNAZL 2Rikl= MIE, & LAHIZHAMZ HSV-TKT} EreiEti= FHOlo.
o [e)

4% FIMEOME trans-splicing 2 AL JHAIZX| pfoBz, XARM
_|

o|jolBEN, BZHEA MA MR NEAROIS= 018 &
A

S ZEZHHCC)Q| $i8l 1X} BEX|ZQ! OFEIZE2 T R+HHIAIR
#2 HUE BESE(ORR)0| f 27~30% &0 IX|H, HELS
10| 25| M[SHEO0ICt RZ-0012) HE M2 F 7IX| 422 7|Z X2 SHHE =&t
7isME MIBSICH MM, hTERT EX RNA X[2HS £8 ZIZXQI UM AIZEO0| HY
UHQ SEL o FIHHQI MIE LA(cytoreduction) 2E HE 4 UCH EMW,
HSV-TK/GCV 7|Z0] Qg UMz AFE D0 S 20| WEE 0] HARS MIZEAL
H(immunogenic cell death)0] FE&11, 0|Z0] HAYAK S HSES MSA7 = AlY
X2 225t 4 Qtt MHZ UX|-YUAE RZ-0010] HINZO Y Lf 2eS ZXist

= |05 E0st Hf QU

f(IMbrave150) &
IO Cet X|=

S |-|-0|| |IEI

oo

ESH hTERT= TA AE2| 80% Old0iIA Lolkl= HS(pan-cancer) EX017| U=
O, ZMZAUM A Rad0] =0l 3R Y X=H9 H8E =H0| 12He=2
80[5Ith. = HI0JEl= RNA X|gha4 7I1=0] A 2y 2E0A AHdn R2dsS SAl
Of YEok= E=2| AMZZM, RNA Rewriting0|2t= Al ZE2|E[Q| X=X EfFHS Tt

=
=)
3 4 9= 593t 0ET 2 4 T,

©
0Z >

g
>
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4. AACR 2026 =U 7|1 =& He|
Embargo =L 7| Abstarct
3. = 71Y AL =5 EOIE
71 A Hs YA ojo|=2tQl ER =5 EPOIE (@3
Initial results of a first in human dose—escalation study of KIR-
Verismo Apr 20, 2026 _ CAR in patients with advanced mesothelin—expressing solid
(HLBOIH{014) CTPL CT104 10:45 AM SynKIR-110 Mesothelin oS
RISHA DIAEIZI 854 1310+ SHR} CHAF KIR-CAR % OIF| E04
2 3 oo 7| dut
A phase 1b/2a, open-label, multicenter, randomized, dose
escalation study evaluating the safety, tolerability and efficacy of
RZ-001 in combination with valganciclovir (VGCV) and
UR|=TA CTMS CT030 Api:g)g, 5&26 RZ-001 EEQS;ZZTQ;A atezglizumab/bevacizumab in subjects with hepatocellular
carcinoma
ZEMIZZQE SHXL LA RZ-00114 A IS2H|2(VGCY) &
OfHIZS2|=T/HIHIA IR EEQ ‘?_h_“ Liote & R88S Hotch=
H1b/2a% S, T |&, A%, 8% 5 A+
Natural killer cell-based signaling in EGFR-targeted KIR-CAR T
Verismo LBPO LB138 Apr 20, 2026 KIR-CAR T EGFR overcomes CD3-based CAR T functional deficits to eliminate
(HLBO|=H]|0}44) 9:00 AM (EGFR BX) (I2MHEZ)  resistant glioblastomas in vivo
EGFR BN KIR-CAR T9| KIAGHMIE 7|8t ASHE0| CD3 7|8t
CARTY| 7|5X SHAE 2310 LY wEMEESS A LHoIA HA
VRN110755: A next-generation non—covalent EGFR tyrosine
H2L0| LBPO LB336 Apzr.gg),s&% VRN110755 (HlJ_EGyfi ) kinase inhibitor for EGFR-mutated NSCLC
' cmEs VRN110755: EGFR 10| HIAM|ZEQf CHA RtMICH HIZRZS
EGFR Ef0|2A 7|LIOFA| AKX
Aor 21, 2026 l\/lechgnistic and_ egrly clinigal characterization of VRN1.0.1 099, a
H2L0| LBPO LB365 5 OO’PM VRN101099 HER2 selective HER2 inhibitor with receptor degradation activity
VRN1010999] 7|8 ¥ &7| 4 £ 2M: 28X 2ol g4 71
MEHX HER2 XA
Impact of first-line (1L) amivantamab-lazertinib vs osimertinib on
TLOHEA LBPO LBA74 Apr22,2026  Amivantamab EGFRxMET  second-line (2L) progression—free survival (PFS)
(REIysl/Q AE) 9:00 AM + Lazertinib +EGFR TKI 1t X|2 OIO|EEI-2tHIZElY vs QA|IHEIHO0] 2K} X|=2
SXIBHMZT|ZHPFS)0l O|X|= &t
Xt2: AACR 2026, OI2H0IMISH 2| MRIMIE]
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Hlet/dio|
Poster Only =Ll 7| Abstract
H 4. SOYE ZAH
71 BloE/5 73|
TAH HS 5756
arEou| Apr 21, 2026
2:00 PM
%2 EHo|=(@2) Preclinical evaluation of BH4601, a novel tetravalent PD-L1 and B7H3 bis.peciﬁc antibody-drug conjugate (ADC) with Topo1 inhibitor for the
treatment of solid tumors
X2 EIE 22) BH46019] TA T} T15Rt X|RE St Topoli ZE 47t PD-L1-B7H3 0[550] ADC
oo =2fol BH4601
EH PD-L1 x B7-H3
Bispecific antibody targeting PD-L1 and B7-H3 conjugated with topoisomerase | inhibitor (XYD-295). Excellent target binding, internalization,
A2 LJE (PB) | and potent PD-1/PD-L1 blockade. Effective tumor control in multiple in vivo models with significant T—cell activation. Well-tolerated at
efficacious dose levels.
12 yg @9) PD-L11} B7-H3E SA| BEXol= Olgéo@ﬂlo;il TOP1 ?JHIJ;HI(XY;D—Z%) e —?—’FEJ;EE. 28, LHiH;ih 2245t PD-1/PD-L1 Rt O M|
L 2RO RIS THIE &l 2K S X R ST0IM St Lok,
IAE HS 5782
arEou| Apr 21, 2026
2:00 PM
X2 ENIEYER) Machine learning and structure—guided discovery of EP300-selective, orally bioavailable degraders for cancer therapy
=5 EOIE (38 Hilzfd & Fx 7|8 A Sot o X|28 EP300 MEA A+ 26K €2
mro|metel EP300 degrader
EF EP300 (CBP-selective TPD)
Selective EP300 degradation over CBP. Structure—guided design informed by MD simulations. ML model using DepMap CRISPR scores and
A2 LHE (FB) | RNA expression profiles. High antitumor efficacy with lower toxicity than EP300/CBP dual inhibitor in xenograft models, consistent with
synthetic lethality. Oral bioavailability achieved.
22 (2 (2 [CBP M8l EP300 H4=4% 230, MD AIS2{01d 712t & = 2. DepMap CRISPR -2k RNA 2t S22 28 ML 28, 001 220
EP300/CBP 0I5 ML 22 5402 =2 8 &5, 4+ 4H0I8 24,
TAE HE 7055
arEou| Apr 22, 2026
9:00 AM
_ o | Synergistic effects of HM97662 as an EZH1/2 dual inhibitor combined with DNA-damaging agents on malignant lung cancers harboring
=Z E0IEER) -
SMARCA4-deficiency
=5 EOIE (38 SMARCA4 ZY b HA0IIA EZH1T/2 015 HXIK HMI76622F DNA &8RO AlLX| Eit
oo| =20l HM97662
EFA EZH1/2
HM97662, novel EZH1/2 dual inhibitor, suppressed wild-type EZH1 and wild-type/GOF mutant EZH2 at nanomolar concentrations. Robust
A2 LJE (@) | antitumor efficacy in SMARCA4-deficient cancer models (DMS114, SBC-5). Synergized with TOP1i and DNA-damaging agents. Phase 1
clinical trial currently undenway.
12 Yg @9) HM97662= L= S0l OpYS EZHT E—J;OPS”%NI?@!% EOI_ EZH2E Hsk= Al EZH;1 /2 0| A, ?MARCAA Zy e
2E(DMS114, SBC-5)0fIM ZHst SEY §5. TOPTi 2 DNA &AMK|QE ALK, SXH H14 Qo TidY =.
BAH HS 345
SrEoIA| Apr 19, 2026
2:00 PM
== EOIEED Therapeutic restoration of pb3 via engineered synthetic mRNA analogs in p53 mutant cancer
=5 EOIE (38 pb3 HO| LI B mRNA RAMIE &6t pb32| X|2X ¢
mHo|Zetol p53 mRNA analog
EFA TP53 (MRNA therapy)
%2 g (@2) Engineered p53 a@lgg vyith superior tetrameri_zation vs wild-type. Customiz_ed UTRS, refine@ ORF, proprietary 5.' capping technology. Mgrked
tumor growth inhibition in ovarian xenograft without adverse effects. Superior efficacy vs wild-type p53 mRNA in taxane-resistant cell lines.
%2 U2 (@9) ORMiS ChH| R45F AlEtH2H S29| B pb3 RA. SE™ UTR, FAIE (zRF, SN 5 g 7 Ié.;'r_ff%* O|Z0[A0IM 22k G0 TiXfe B
A OIR|. EFA LIA MIELZS0IA ORAE p53 mRNA CHH| 245t 55
Xt AACR 2026, OIZH0IMIZSH 2| MRIMIE]
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Hlet/dio|
71Y SH|A4E/S 25|
HAE HS 1549
SrEOI| Apr 20, 2026
9:00 AM
£2 EHo|@e Non-clinical characteristics of BH3120, a clinical stage bispecific antibody targeting PD-L1 and 4-1BB, in combination with CD3 T cell
engagers
25 E0|E (32) PD-L12t 4-1BB HX AT 0I5E0/84H| BH31202) CD3 THIZ QIH(0X HE H|A EX
mjo|zatel BH3120
EHA PD-L1x4-1BB
12 42 (@2) BH31 ZO induces 4—1 BB co—stimulgtign irj PD-L1 —pcl)si.tive TME—IocaIizgd rln.alnner. Combin.ation with CD3 Tcell gngqgers enhanced T cell
activation and specific tumor cell lysis in vitro. Synergistic tumor growth inhibition across animal models without significant safety concerns.
22 2 @2 BH31202 PD-L1 &g TMEO Eii_}ﬁl ‘éf&!oi fH BB &A= S CD3 THIZE QIHO|X HE Al Al L) THIE 2Hdst o S0[% SUAMIZ
ol 23t Tt S5 ZH0M O 22 S10] AIHXIE S GF A,
TAE HE 5882
SrEoI| Apr 21, 2026
2:00 PM
22 EHo|=(@2) Structure— and bioinformatics—driven development of a selective, orally bioavailable HER2 small molecule inhibitor (HM100714) for cancer
therapy
=5 EOIE (38 & XRE 25t MEN A7 HER2 AMEA AXIKI(HM100714)2] T1&/A8Es} 7|8 iy
oo =2fol HM100714
ERA HER2 (Cys805 covalent)
Covalently targets HER2 Cys805, selectively inhibits HER2 while minimizing EGFR toxicities. MD simulations confirmed HER2-specific
Z5 U8 (82 residue interactions. ML model prioritized indications. Significant antitumor efficacy in NCI-N87 and HER2 exon20ins Ba/F3 xenograft
models. Efficacy in brain/leptomeningeal metastasis models.
12 Yg @9) HER2 Cys8050i| %%EE*_EI—*., EGFR =4 iliﬂsfﬁﬁ HER2 MEHX oK. MD AI%_HI?I*JO& HER2 £0] Z17| ’3;75_‘*%’ SRLML 2=
2= & NCI-N87 L HER?2 exon20ins Ba/F3 0|Z0[A0A L2005t §5. |/H4-0F0| ZHOME &5.
TAE HE 4302
srEoI| Apr 21, 2026
9:00 AM
%2 EHo|=(@2) Next—-generation STING mRNA therapy with reduced toxicity and dual action against cancer by boosting immunity and inducing tumor cell
death
ZE EOIE 33 T Ust 2 ZUME A R Ol A82= =45 2 AMItH STING mRNA X|=A|
ojo|=2fel STING mRNA analog
ERA STING pathway (ligand-independent)
Ligand-independent STING mRNA analog. Robust IFN-5 secretion. Selectively suppressed cancer cell proliferation while preserving PBMC
Z5 U8 (82 viability (dual MoA). IV or IM administration inhibited tumor growth in multiple syngeneic models. Modified platform to reduce liver
accumulation and toxicity.
22 g (@) | 2CE HIGREY STING mRNA R, Z2(et IFN-5 24| SHE 54 M ofx| PBMC 4= BE(O0fS 71, IV/IM 01 Al i SZ01Y
DM L I AN 7t 25 2 =4 dAS flor S M.
HAE HS 441
SrEOI| Apr 19, 2026
2:00 PM
ZE EOIEER) Breaking the KRAS inhibitor induced resistance—wall: Targeting KRAS-SOS1 to disarm hypoxic survival
ZE EOIE 33 KRAS MM R Y B S5 XMita MES P3I617| 2/8t KRAS-SOST HA=}
0| Z2fol HM101207
ERA S0S1-panKRAS
SOS1 expression elevated Y3-fold in sotorasib/adagrasib-resistant clones. HM101207 (SOS1-panKRAS modulator) showed strong synergy
Z5 U8 (82 with KRAS G12C, RAS(ON), MAPK pathway inhibitors. Restored tumor regression after relapse under monotherapy. RNA-seq showed
inhibition of hallmark hypoxia genes. Suppresses both MAPK and hypoxic pathways. GLP tox studies ongoing for IND.
AEZIA|E/OIHI2IAE. LA S20M SOST &3 3t 04 Al HM101207(SOS1-panKRAS ZEA|)0| KRAS G12C, RAS(ON), MAPK
ZE U8 &) | IAHMt 2ot ALK HEQE MY S0 B ElE 35, RNA-seqOlA] MAAZT st QEAL AAX| 221 MAPKR} AitA Z2 SA| AH|. IND
MZES ¢I8t GLP 54 A7 oY &.
Xt2: AACR 2026, OI2H0IMISH 2| MRIMIE]
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1 PD-1XVEGFXIL-2v tSE

= A

AR170, a novel PD-1xVEGFxIL-2v tri-specific immunocytokine to redefine next generation cancer immunotherapy
HSE0| HIMO|EZIO!

ARI70. APAICH 319f DICAR 2 APHOBl Al
AR170

A5 EOIE @2

PD-1 x VEGF x IL-2v

IO [Zefol

=

Background: Bispecific antibodies that simultaneously target PD-1 and VEGF have shown promise in extending the efficacy of PD-1

inhibition alone, yet despite improved treatment response and prolonged progression—free survival, overall survival advantage over anti—-PD—1
monotherapy is so far limited. Interleukin-2 (IL-2) combination can markedly potentiate the efficacy of PD-1xVEGF bispecific antibodies, but

challenges remain due to systemic toxicity. To overcome this limitation, AR170 was designed as a novel tri-specific immunocytokine that
simultaneously engages PD-1, VEGF, and the IL-2 receptor by incorporating an optimized cis—acting IL-2 variant (IL-2v) and complete Fc—

=
olo

g
A

ol

silencing. Methods: VEGF-induced AR170 dimerization was assessed by SE-HPLC. Enhanced PD-1 binding after dimerization was
confirmed using bio-layer interferometry (BLI) and flow cytometry. Blockade of PD-1/PD-L1 and VEGF/VEGFR interactions was validated
using a luciferase reporter assay. Functional assays were conducted to measure T cell activation, proliferation, cytotoxicity, and cytokine
secretion by flow cytometry or ELISA. Fc-silencing was confirmed by ADCC, ADCP, and CDC assays. Antitumor efficacy was evaluated in
both hPBMC-engrafted and hPD-1/hPD-L1/hVEGF triple knocked-in mouse models. Safety and pharmacokinetic studies were carried out
in hIL=2R knock-in mice and cynomolgus monkeys. Results: AR170 undergoes VEGF-induced dimerization that synergizes blockade activity
of both PD-1 and VEGF. AR170 delivers PD—1-dependent cis—acting IL-2v signaling. In addition, Fc-silencing technology effectively
minimizes Fc-mediated effector function. AR170 under VEGF-enriched exhaustion conditions induced robust proliferation and activation of
CD8+ T cells compared to either PD-1 inhibitor or PD-1xVEGF bispecific antibody in vitro. AR170 elicited rapid and durable antitumor
responses superior to either PD-1 inhibitor or PD-1xVEGF bispecific antibody in VEGF-expressing tumor-bearing (=300 mm®) humanized
mouse models, while depletion of CD8+ T cells eliminated antitumor efficacy. Immune cell profiling showed elevated proportion of
TCF1*PD-1+CD8" T cells following AR170 treatment. AR170 demonstrated favorable safety and pharmacokinetic profiles in both mice and
cynomolgus monkeys. Conclusions: AR170 is a next—generation cancer immunotherapy that uses a novel IL-2v fusion approach to surpass

iyl

the efficacy limitations of PD-1xVEGF bispecific antibodies.
A Fo-

£2 U8 (32
L3t SAT} BYES QTHCL VEGF

tiZ: PD-12t VEGFE A0 BXSt= OISS0IA7t PD-1 HS | thH| &5 7HME BROU, MAMEY|ZH O™ OFE| HISHOICY. IL-2
HE2 PD-1XVEGF OIZE0IH|2 258 20| dotet &= Ol Ml =4 ZX|7t HOtUCH AR1702 ZMEHE cis-&E IL-2vet
AUBAS ZEI5I0 PD-1, VEGF, IL-2 £EXE SAI0| 2ot AES0| HAA|ET IO 2 HAERACE Zok AR1702 VEGF R OEHEE
| AHXIE EQIC) VEGF 8 1 ZA0A PD-1 XK S£= PD-1xVEGF O|5S0[3A| CiH| CD8+ TAIZES|
(=300 mm?) QIZts} OIRA REOA A5t XEAQI a5 BtgS 2RICt TCF1+PD-
Q=3I AZ: AR1702 IL-2v 88 Moz PD-

=P S[e)
oS3 TRIYUS ¢
S

Ht5{ =0
(3| =9

Solf PD-124 VEGF At 242
=2 O

o
2t HAX|ZA|0|E.

oo

PN

2USO[OIN S5 ORI 2

1°CD8" TMIZ HIZ0| 7132, DteAQL ¢ =
IxVEGF O|SS0|eH9| 25 SIS HHAME XM
4332

Apr 21, 2026

HAH BS
9:00 AM

inhibitor resistance

£5 BOIE(EE

AR166, a first-in—class PD-1xLAG-3xIL-2v tri-specific immunocytokine delivering Cis—acting IL-2v to overcome immune checkpoint
222 95} Cis—EE |L-2vE MY5t= £X PD-1xLAG-3xIL-2v ASE0| HIAA|EFQ

=AM L
AR166

[

AR166, Y

X2 E0|S (29)
PD-1 x LAG-3 x IL-2v

E|

tA

Io|mafel
Immunocytokines fusing anti-PD-1 antibody with interleukin-2 (IL-2) have demonstrated therapeutic potential in overcoming resistance to

PD-()1 inhibitors. However, clinical response rates were varied, highlighting the need for improved efficacy, particularly in tumors with
primary resistance to PD-1 blockade expressing high levels of LAG-3. Here, we present AR166, a novel tri-specific immunocytokine
engineered with novel Fc—silencing, delivering dual PD-1 and LAG-3 blockade while inducing PD-1-targeted CD8+ T cell activation via an

ol
]

optimized IL-2 variant (IL-2v). AR166 effectively inhibited PD~1/PD-L1 and LAG-3/MHC Il pathways while IL-2v showed cis-activity only
when anchored to PD-1 and/or LAG-3. AR166 showed remarkable tumor growth inhibition compared to anti-PD-1 and PD-1xIL-2v
competitors in humanized mouse models that recapitulate anti-PD1 resistance with high LAG-3 expression. PD-1+TCF1+CD8+ stem-like T
cells rapidly expanded. AR166 elicited durable tumor regression in a tumor rechallenge model, suggesting tumor—specific immune memory.
AR166 achieved favorable safety and pharmacokinetic profiles in both mice and cynomolgus monkeys.

O Xz EHS EACLL Ao BEES2 TIRIC AR1662 Fc-

PN =]
o =

—_

PD-1 &xe} IL-25 S5t HIMOIEZIRI0] PD-(L)1 AXIA| Lt
AUBIAI0| HBE AMFS0| BISAO|EIQI0R, PD-12t LAG-3 OfF XIEH} 231 IL-2v8 St PD-1 BA CD8+ THIE 24312 SA
@2Z9) | Mt 5t ZF 45 ANSE EUCE PD-1+TCF1+CD8+ E7 QA THIZL7} HEE|
FEEIL 7|AE AL, DtRAt HS0[0M =gt oyt ofFat

og

LAG-3 T3 8IPD-1 UK OR713} DA DO 31K
T, 5 HEH DO KSH0! 5 52 20 59 S0X ¢
DRSS,

En S~

Jor
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BAH HS 4338
arEou| Apr 21, 2026
9:00 AM
=2 EOIEED Systematic discovery of attenuated |L-2 variants optimized for bispecific antibodies enabling targeted IL-2 delivery to PD-1+T cells
ZE ENIE &2) PD-1+ THIE0| BX |L-2 MES 7KS5P] Sh= OIZS0IRH0N ZRSHE 24 IL-2 o[RS MAN Y=
mro|metel IL-2v Library
EHA IL-2RB/7 (PD-1 cis-acting)
Targeted delivery of an IL-2v via fusion to an anti-PD-1 antibody has emerged as a promising strategy. We screened IL-2 variants with
varying degrees of IL-2RB/7 binding for fusion with anti-PD~-1-based bispecific antibodies. IL-2 variants showed markedly reduced binding
%2 g (@2) and pSTATS activ_ity_. The degree of binding aﬁgngation determ_ined whether variant_s should be developed intg non-a, a-biased, or a—
masked IL-2v. Optimized IL-2v-fused tri-specific immunocytokines showed dramatically attenuated IL-2R which was restored only upon
binding to PD-1, demonstrating cis—acting PD-1-dependency. In vivo, selective PD-1-dependent IL-2v signaling translated into significant
tumor growth inhibition with minimal toxicity.
2IPD-1 &0l IL-2vE 8&5l0] BN MYok= M=0| RUSICE TSt IL-2RB/r ' BEE 717! IL-2 HOIME 232|510 &PD-1 7|8
12 42 @9) (?I%‘;%O@ﬂloil FERICE IL-2 HHOolxl= @E*ﬂ;i pSTATS %“SOI;%H@I_%M_?HE, -%.*ﬁl HEO| 2} non-a, a—biases:{, a-masked IL-2v2 EF3ILC}.
Z|XSIE HEE0| HIAMO|ETIRIE PD-1 27 A2 IL-2R 40| 385= cis-&& PD-1 2&gS HAACE AA| LHoIA MEIX PD-1 & IL-
2v ASHLO| HiA S5O Qoist S0 M OIS YA
Xt2: AACR 2026, OI2H0IMIZSH 2| MRIMIE]
B 6. XASWHOL| EAE X5
71Y X|SHAmL|
HAH ¥ 4442
SrEoIA| Apr 21, 2026
9:00 AM
ZE EOIEER) Targeting ITGB4 with a topoisomerase | ADC: Preclinical antitumor activity in colorectal and head and neck cancers
=22 EOIE 2 EDO|AMILAN | ADCE [TGB4 HX3l ChEY) 5l SARA0IAM2| Ml a5t &y
ojo|Z2fol GENA-120
EFA ITGB4
ITGB4 identified via GNOCLE™ platform. GENA-120 composed of humanized anti~ITGB4 antibody, cleavable hydrophilic linker (LinkerE),
ZE Y2 (BR) | exatecan payload. Potent activity in COLO205, LS174T, FaDu xenograft models. Well tolerated up to 140 mg/kg. Bystander activity and
immunogenic cell death confirmed.
12 g @9) GNOCLE™ ZHECZ [TGB4 U=. GENA—120_8;?_|.7_*§} SHTGB4 A, HEHH E_%*—é! %'5'1(|:inkerE), QUALE|ZE H1IOI;E 7. COLO205,
LS174T, FaDu Z20IIA 225t 24, 140 mg/kg/7iK| LHQkY S, Skt St HARM MIZEAL S0l
HAH ¥ 4443
arEou| Apr 21, 2026
9:00 AM
22 EOIEGED Preclinical development of GENA-104 ADC, an exatecan—based novel antibody-drug conjugate targeting CNTN4, for solid tumors
ZE EOIE (22) IR ChA CNTNA BA AAE|ZH 718E & ADC GENA-1049] M 7
ojo|=2fol GENA-104 ADC
EpA CNTN4
CNTN4 is a novel immune checkpoint suppressing T cell activity. GENA-104 ADC: anti—-CNTN4 antibody with reduced effector function,
ZE WE (FR) | Linker E, exatecan at high DAR. Multiple MoA: direct cytotoxicity, bystander, ICD, and checkpoint blockade-mediated T cell killing. Robust
efficacy in HT1080 and HEPG2 xenografts. High CNTN4 expression in 11/23 PDX tissues, notably 4/5 sarcoma models.
CNTN4E THZ 248 ANote Al HAE. GENA-104 ADC: §117| 7|5 Z4 SCNTNA &, Linker E, =2 DARS| AMEZE CHE 7|1H:
ZE UHE (BB | XY MESY, WKL, HAM MIAL 22 KT THIZE A6H. HT1080, HEPG2 Z&I0IA ZEst §5. 237§ PDX & 117H0iIM =2 CNTNA &,
£35| 83 4/5.
TAE HE 5635
SrEoIA| Apr 21, 2026
2:00 PM
XE E0IEQE Rational design of a bispecific ADC targeting ITGB4 and TROP2 for co—expressing solid tumors
ZE EDIE 3R) T=9S 130t AL [TGBAQE TROP2 BA 0]XE0| ADCO| 82X A7
ojo|Z2fol ITGB4XTROP2 bsADC
EFA ITGB4 x TROP2
ITGB4 and TROP2 frequently co—expressed in multiple cancers with minimal overlap in normal tissues. Bispecific ADC showed enhanced
=E g (8 internalization in double—positive cancer cells vs monospecific, without increased uptake in normal cells. Superior in vitro cytotoxicity in
double—positive lines vs monospecific ADCs, maintaining safer profile in normal cells.
22 Ug @2) [TGB42t TROP27t Ch== 0N BItHS| SSLUH, B4 2R0IM 55 2|4, 0I550] /-\DC7_ F 0I5 L LMIZLOIA THAUZ0| ChH| FAE LiRHSY,
e MM B7t 8. 01F YA MIZZF0|A] HUS0| ADC CHH| 28t MESA, HA MIEOA O OFY,
Xt AACR 2026, OIZH0IMIZSH 2| MRIMIE]
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H 7. 0f|O[H|¥H0|R EAE Abstract
71y 0jlojH[2H}0|2
AR HS 1724
SrEolL| Apr 20, 2026
9:00 AM
ZE EOIEER) NEOKOO01 (ABL206): A first in class B7-H3xROR1 bispecific ADC demonstrated enhanced efficacy and promising tolerability
Z=E EO|E (28 NEOKO001 (ABL206): %|= B7-H3xROR1 0|550| ADC7t SME S5t Ut LIS 25
ojo|=2fol NEOKO001 (ABL206)
EHA B7-H3 x ROR1
NEOKOO1 is a heterodimeric 2+2 bispecific ADC with DAR 4, conjugated with SYNtecan E™ (exatecan). In vivo, tumor growth inhibition in
=E UE @3 81% and regression in 54% of PDX models across SCLC, HNSCC, ovarian, NSCLC, prostate, TNBC and sarcoma. Greater efficacy vs
monospecific ADCs (P<0.01-0.001). NHP HNSTD of 60 mg/kg. Will enter clinic in early 2026.
12 g @) NEOKO01:2 DAR 49| O[0[2tA]| 2+2 0SS0 ADCE SYNtecan EM(AMEIZHO| FESI0f Uk 377 POX 2 5 81%0M 5 4 oK,
54%0M ElE. HUE0| ADC CHH| 248t §5(P<0.01-0.001). NHP HNSTD 60 mg/kg. 20263 = Q14 XIQ! o,
AR HS 1726
arEou| Apr 20, 2026
9:00 AM
%2 EHo|=(@2) NEOK002 (ABL209): Redesigning an EGFRxMUC1 bispecific TOI?1 i ADC with promising anti-tumor activity and enhanced therapeutic
window
X2 E|E (Z8) NEOKO002 (ABL209): Qs SHEQF &1l SHALE| X|2AMS 71X EGFRXMUCT 0|=E0| TOP1i ADC2| XHAIA|
ajo|=2fol NEOK002 (ABL209)
EH EGFR x MUC1
NEOKO02 is a 1+1 bispecific ADC with DAR 4, conjugated with SYNtecan E™. Reduced EGFR affinity to minimize EGFR toxicity; targets
Z2 U2 (¥2) |SEA domain of membrane-bound MUC1. Complete regressions at 1.5 mg/kg in CFPAC-1 pancreatic model. Tumor growth inhibition in all
36 PDX models; regressions in 75%. Strong efficacy in 6 of 9 KRAS-mutant models. NHP HNSTD 40 mg/kg.
NEOK002= DAR 42| 1+1 0|550| ADCZ SYNtecan E™ Egt EGFR ZISt=E W50 EGFR S48 Z|A8k51! 9g MUC1| SEA
=E U8 FB) |ZHRlg BN, CFPAC-T FIER ZE0A 1.5 mg/kg HEIFHZE 243 EIX. 3671 PDX 22 MA0IA S ME A, 75%0i|A EIE. KRAS HO|
28 97 & 67H0lIM L5t &5, 2150] HNSTD 40 mg/kg.
At&: AACR 2026, O[2HOIAE A 2l MXIMIE
I 8. 2EH|2IFE EAE Abstract
71Y REH2HFE
ZAE HS 1710
SrEOI| Apr 20, 2026
9:00 AM
22 E0IS@2) ORM-1153: A novel CD123-targeting degrader antibody Conjuga’Fe with prgprietary GSPT1 degrading payload for the treatment of acute
myeloid leukemia
=5 OIS (38 ORM-1153: AML X|2& et SAF GSPT1 &aff H0|2E= CD123 HA DAC
0| Z2fol ORM-1153
EMd CD123 (GSPT1 degrader)
ORM-1153 is a CD123 targeting DAC with proprietary GSPT1 degrading payload SMol006 via B—-glucuronide release linker. Robust in vitro
Z2 U2 (F2) | activity in CD123+ AML cells, comparable to GO and ~3-log greater than venetoclax. TP53 null status did not affect MoA. Lower cytotoxicity
than Mylotarg in healthy hematopoietic progenitors. In vivo superior activity than standard of care.
12 g @9) ORM-11532 =AM GSPT1 &3t Ho|2= SMoIOOG%;B—%—?——?ELFOIE ERE ﬁ@? CD123 X DAC. CI?123+ AI\/I_L MIZ0]|A G(zEfj?rM,
HIHIES 242 O] ~3-log Z3. TP53 ZHO| 7[F0| et 3. Mylotarg HiH| Fd ZEMTME =4 3. WA W HEX|= OH| 243 24,
HAH ¥ 1824
arEou| Apr 20, 2026
9:00 AM
ZE EOIEQR ORM-1153: A Next-Generation CD123-Targeting Degrader Antibody Conjugate (DAC)
A2 EOIE (22) ORM-1153: XM CD123 BX 2354 SHH| HEA(DAC)
mo|Zafol ORM-1153
EFA CD123 (GSPT1 degrader)
ORM-1153 MED of 0.1 mg/kg in disseminated AML model. Efficacy superior to SoC and competitor anti-CD123/TOP1i ADC. Longer
plasma half-life and minimal free payload. Favorable safety in repeat-dose monkey studies. Hepatic biomarkers within normal range.
Transient, reversible thrombocytopenia.
S 9|2 2A R2] Ho|2E. #50]
o 244

Z5 UE (32)
IS AML 220jA MED 0.1 mg/kg. BZX|Z ¥ Z% SICD123/TOP1i ADC CHH| 245t 5.
SIS0 Y23t QY. 2F BIOI20MH Y 99l UAK 719

2 g =2
At=: AACR 2026, Oj2oMISH 2| MX|ME]
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71Y SO0 AE]|
AR HS 4567
SrEolL| Apr 21, 2026
9:00 AM
A novel PARP7 inhibitor exhibits dual antitumor activity through immune activation and tumor—intrinsic growth inhibition

22 EOIS@S
43 offlel 013 S5 BA3 BY

A= ENIE &2) Lt PARP7 SRIMIZE HY 2hdaie ZoF LM &% <
om0l Compounfj 1
(PARP7i)
Ef PARP7
Potent PARP7 enzymatic inhibition. Robust ISG expression induction. Immune activation under TME-mimicking conditions. Strong

monotherapy in syngeneic models; CR when combined with anti-PD-1 or chemo. Chromatin-associated trapping mechanism for intrinsic

1= o
effects. Comparable or superior to RBN2397.
22 42 @) et PARP7 84 2R Z=et ISG el Rk TME FAH _’F__?JOHA‘I T 24st SE0IA Dol 2t ':d%lﬁt.ﬂ: SIPD-1/S1H| #E A| CR.
20 Szt EUOZ LK &3t 4 BIHE RBN2397 THH| FAl/245t 2.
AR HS 4564
A
Dual mechanisms of PARP7 inhibition driving potent antitumor activity

Jot AEY BdS LS0k= PARP7 2K 0|5 7|1

Tfo|zZafol PARP7 inhibitor series
EH PARP7 (dual MoA)
Dual mechanism: Type | IFN pathway activation + tumor-intrinsic effects. ISG responders showed elevated innate immune signaling and

reduced genome stability. Chromatin—associated PARP7 trapping causes nuclear accumulation and DNA damage. Intracellular PARP7

expression essential for cytotoxicity. Key factors may serve as biomarkers for patient selection.
S o5, s O dA £, J=01H A PARP7 E2iH0|

22 g @z | O 71 AT N 22 #5398 LG 531 19G BISNIES (o o
25 U8 &= s {1} DNA A4 Q41 HIE Ll PARP7 10| MESA0 T4 3k QIXp} 2%t M2 Hj0|20} ks,

Atz AACR 2026, DJHOAIBHE 2| MXIME

T 10. §IAE|FE EAE Abstract

71Y HAEIRE
TAH HE 6555
o] Apr 21, 2026
2:00 PM

BTN1A1 blockade with Nelmastobart potentiates cisplatin—induced tumor suppression in NSCLC

) |Nelmastobart0i 2|5t BTNTAT XIEt0] NSCLCOIM AIASZIE R B AHIE Lst

A5 BOIS(EE

%2 EJ0|E (22

ol =2l Nelmastobart
EI BTN1A1
Nelmastobart + cisplatin induced strongest PBMC-mediated cytotoxic effect in Ab49 3D spheroid models. No additive or synergistic

developmental toxicity in zebrafish combination group. BTN1A1 inhibition significantly enhances cisplatin—driven immune-mediated

25 U2 (832

cytotoxicity while maintaining a strong safety margin.
AB49 3D AHZ0(E ZHOIA Nelmastobart + AIAZ2IE HE0| 71 ZZHct PBMC /i ME=H R, MESITAOIN HE Al F7H/AIHK|
5t OFFSY QK.

25 U8 =2) giet =M ol2 BTNTAT QA7 A|ASSHE S HA IP7f MESME Q9|01 LalolHA Us
1T =d 8= A =t 7 HY =d= & S=lotHA Yot R
TAH HS 7722
srmol| Apr 22, 2026
9:00 AM
ZE EI0IE(®R) [Biomarkers of nelmastobart efficacy: BTNTA1 expression and tumor microenvironment dynamics in colorectal cancer
%Z EJ0|E (FB) [Nelmastobart 52| HIO|20: CHERI0Al BTN1AT &t Z O|M[2HY %5t
ol =2l Nelmastobart
=] BTN1A1 (Biomarker)
High BTN'1A1 expression associated with lower intratumoral CD8* T-cell infiltration. Composite biomarker incorporating exhausted CD8*

T-cell abundance/spatial distribution with tumor-intrinsic DNA damage repair activity provides superior predictive value for Nelmastobart

response than BTN1A1 expression alone. Supports multidimensional biomarker strategy.

=2 BIN1AT 2340 Y L CDB+ THIZ B A4t 2. 27 CD8+ THIZ SR:/3t =

22 U8 @2 o Onst IR CH
25 U8 52) |ujojooppit BINIAT HISHICT Nelmastobart ¥1S 01501 -8t 711, CIRte! H10|201 72t A

HoL 59 DNA 24 =7 242 Selet =3

Ai&: AACR 2026, DIZHOIASH 2l MRIIE]
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22 EOIEGQER) A novel synergistic dual-payload TROP2 ADC (CTPH-03) delivering enhanced safety by increased MTD
ZE EOIE (H2) MTD 22 Soif QES Zafet tit AJEX| 0I5 HO|2E= TROP2 ADC (CTPH-03)
ojo|Zafel CTPH-03 (AD2C)
ERA TROP2 (dual-payload)
Dual-payload antibody drug conjugates (ADCs) have gained increasing attention due to their potential to overcome limitations of single=
payload ADCs. Our dual-payload approach is differentiated by aiming to identify two distinct payloads that could provide synergistic anti—

tumor activities while minimizing overlapping unwanted side effects. Through extensive combination screening campaigns, we have
discovered payload pairs that synergize each other by ZIP score experiments. We have developed a novel TROP2-targeting dual-payload

22 LJg (@B) | ADC (AD2C) by using MMAE-based dual-payload combination. The presentation highlights advantages of the synergistic dual-payload
TROP2 ADC over known single—payload ADCs or other dual-payload ADC formats by demonstrating, (1) in vitro cytotoxicity for cancer cells
having different TROP2 expression levels (2) in vivo efficacy in various CDX models (3) in vivo ADC stability in rats and monkeys by PK
studies, and (4) preliminary toxicity studies in mice and monkeys. We are currently in preparation of PDX efficacy studies and IND-enabling
AUXN SBS gds

toxicology studies.

=z = QIO ME2|R9| 0|5 HO|IEE F2EH2

g Soll AUX| Ho|2E 288 LML MMAE 7|8t 05 HO0|I2E
MIZZOIA Q] AlRdet L MIZ=, (2) ChSH CDX 22 MA| LY

a8 &y
A AlS
| PDX &5 917 2 IND 7Hs S4 o1 8|

i =
oT =2

0|5 HO0|2E ADC= T 0|2 ADCO| A
HNFoIHM 55 282 zAsloh= WS SHE APESELD. ZIP
ZE U (2D | X9 At TROP2 BE AD2CE WML SHE= (1) TS TROP2 W £& &
g5, (3) =/A=0| PK 7[Ht ADC P94, (4) OiRA/A=0| ofH] 54 ¢S Saff 01™s SEI
30ICt.
BAH HS 1698
SrEoIA| Apr 20, 2026
9:00 AM
%2 EHo|@e A novel synergistic dual-payload FRa ADC (CTPH-08) that can potentially offer benefits for low IHC+ ovarian cancer patients by improving
MTD and MED
ZE EOIE EFB)| MID ¥ MED 7§8g Sdlf FRa Xe&(low IHC+) HAR 2IXI0IA O|&E HESE 4 U= At AlLX| 01F HO|2E FRa ADC (CTPH-08)
ojo|=2fel CTPH-08 (AD2C)
ERA FRa (dual-payload)
Dual-payload ADC platforms can offer opportunities to counter tumor heterogeneity, or to reduce the likelihood of resistance. We have
pursued novel dual-payload ADC formats that can provide synergistic activity as well as minimal overlapping toxicity. Although FRa
represents a clinically validated antigen as highlighted by the approval of Elahere, clinical benefit is yet to remain limited due to dose—-limiting
Z2 Y2 (FR) | toxicities and suboptimal response durability. We have generated dual-payload FRa ADC (AD2C) designed to enhance anti-tumor activity
without exacerbating systemic toxicity. This presentation covers in vitro cytotoxicity for cancer cells with different levels of FRa expression, in
vivo anti-tumor activities in FRa—positive CDX models, in vivo stability via PK assessment in rats, and preliminary safety evaluation in mice.
We are currently advancing toward PDX efficacy studies and GLP toxicology studies for Ph1 IND filing.
OlZ HO|2= ADC S22 Y 012y Uidd WY 7t5d 44 71312 MBI FRa= Elahere 2122 ZEE S20|LE SAS=ut
22 2 (29) 25Tt HE XEH0=2 A4 01FH0| MEHOIC. Tl S8S A7 K| YTM AZY 242 Jeol=E A 0I5 H0|Z= FRa AD2CE
- T HLBHCE CISH FRa S aF LMIZO| A W MIESA, FRe 24 CDX 22 MA| L) &5 &4, 2= PK 7|9t QP OFRA ofd] oRids
st oM £ BME T2 PDX &5 ¢ 2 GLP 54 A5 TG0 A[14 IND MiE %I S0|Ct.
Kt AACR 2026, OIZH0IMIZSH 2| MRIMIE]
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Nesuparib (JPI-547), a dual tankyrase/PARP inhibitor, exhibits potent antitumor activity in small-cell lung cancer models by modulating Wnt
and Hippo signaling pathways
IHES So AMIEHQ DA 25 SEY FHE HY

£5 BOIE(EE

0|3 &7 |2fH|/PARP RIA| I (JPI-547)0 Wit & Hippo 4IS A=
Nesuparib (JPI-547)
Tankyrase 1/2 + PARP 1/2 (dual)

ZE EOIE 32

mo|Zafol
SCLC accounts for 13-15% of lung cancers with median survival for extensive-stage below 10 months. Nesuparib is a potent, orally active
dual inhibitor of TNKS1/2 and PARP1/2. In vitro, nesuparib showed strongest potency (IC50 = 2.4 nM), ~133-fold more potent than olaparib
and ~25-fold more potent than irinotecan. In vivo, at 50 mg/kg nesuparib achieved TGl of 65.4%, exceeding olaparib (36.0%) and irinotecan

10 mg/kg (42.9%). Combination with irinotecan produced significant synergistic effect with enhanced and sustained tumor regression,
superior to olaparib + irinotecan combination. Mechanistic analyses revealed suppression of Wnt and Hippo signaling pathways.

TIah = MZ=71710] 10742 O|2H0|Ch WO TNKS1/22 PARP1/29] A+ &4 015 AAIXO]Ct.

ZERACE MR LY 50 mg/kgOilM TGI 65.4%2 S2HIH(36.0%),

0|2|'EI7H42.9%)S ZIICE 02| |7t HE Al 25t AKX Euot XX Y E5S B0, S2HIR+0|2| 7t HEHCE 243404 71X

SCLCE Htel 13-15%E AIX|otH
Al L IC50 2.4 M2 2 22 ChH| ~1338H, 02| :=&7} CHH| ~258)
= sloICt,

SM0M Wit & Hippo AMEZAZ X

ZE UE BB
AR HS 3048
arEou| Apr 20, 2026
2:00 PM
ZE EIEER) Nesuparib enhances anti-tumor efficacy with gemcitabine and nab—paclitaxel in BRCA wild type pancreatic cancer xenograft model
=5 EOIE (38 4=IH2J0] BRCA OFd3 I 01Z0[A DHOA MAIERI/HIS2 S| $EY 558 43t
mHo|Zetol Nesuparib (JPI-547)
ERA Tankyrase 1/2 + PARP 1/2 (dual)
Pancreatic ductal adenocarcinoma is one of the most aggressive cancers with limited treatment options. GnP is first-line treatment but
median OS remains less than a year. In BRCA wild-type Mia Paca-2 cells, Nesuparib + GnP decreased viability by more than 70% compared
to GnP alone. In Mia Paca-2 xenograft, GnP achieved 31% TGl while Nesuparib + GnP elicited 79% TGI. c-Myc and MYBL2 upregulations by

7 |2HA| ARt H2AE|0f

70% Ofet ZAAIZICE 0|04 BEOIA GnP TGl 31% vs His=IH&E+GnP TGl 79%. GnPOi| 2|3t c-Myc,
XXO EH

Ug (&2
GnP were restrained by Nesuparib combination. CyclinD1, —~Catenin, and RAD51 were decreased. These molecular modulations are

associated with tankyrase inhibition, suggesting Nesuparib + GnP as a novel therapeutic option for pancreatic cancer.
40| MISFHOICE GnP 1AL X229 S OS7t 14 DIZH0|C. BRCA OFMS Mia Paca—2 MIZL0iIA

L= o

ol
]

AyzuAe 71y SAH & S o= Xz
H4=IE+GnP7t GnP H= CHH| MZ=g
0] LI HEO= AX|=|ACE. CyclinD1, f-Catenin, RADS1E 24, 0[2{5t &4t
Y M22 Xz SH0| E & USS ANBIC

ZE U8 =33 MYBL2 Alsixx

H<=IHE+GnP7t 3l

Ki&: AACR 2026, DIZHOIASH 2l MRIIIE]
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22 EOIS(@S Proteomic analysis and efficacy evaluation reveal strong synergistic anti-leukemic activity of lasmotinib combined with menin inhibitors for
= =Z\Oom, AML
ZE EOIE 3B D29 24 U &5 HII0IM 2tAREIZat i XK EEQ Z=st AUXIE ey 20| AMLOIA 2folE
| m2fol Lasmotinib (PHI-101)
EFA FLT3 (+ menin inhibitor combo)
We evaluated lasmotinib (PHI-101), a clinical-stage FLT3 inhibitor, together with menin inhibitors in AML cells harboring FLT3-ITD and
KMT2A-r. Lasmotinib potently suppressed growth with IC50 from 0.5 nM to 3 nM. Among five menin inhibitors, bleximenib induced strong
22 g @2) cytotoxicity with IC50 from 3 nM to 23 nM. SynergyFinder analysis demonstrated strong synergism with high synergy scores ()20) even at
e o drug concentrations. Global proteomics revealed combination substantially reduced MEIS1, FLT3 and c-Myc. Immunoblotting confirmed
complete suppression of p-FLT3, p-STAT5, p—AKT, and p~ERK. Annexin V/PI showed profoundly increased apoptosis. In vivo, combined
treatment resulted in markedly synergistic anti-tumor effects.
FLT3-ITD % KMT2A-r& 7= AML MIZOA Q&TA FLT3 XA 2tAZEIHPHI-10T)dt M- SMKE H71E3ICH 2tAZE[H 1C50 0.5-3 nM.
12 U2 (22) 5l i 2RIF| = SA|H 0] IC50 3-23 nM. SynergyFinderdiA MsZOIME &2 AIHX| E2(020). Z2HQUIAONA HE0| MEIST, FLT3,
TS —Myc2 SiK5| 24, HASR0M p-FLT3, p-STATS, p-AKT, p-ERK 2FF 24Xl 2101 Annexin V/PIOIA| SX{aH MEAIE S7t. A% LHOIAE
BRE ALK S5 8118 2oL,
TAH HS 2850
arEou| Apr 20, 2026
2:00 PM
22 EOIEGED PHI-501, a novel pan—RAF inhibitor, enhances immunotherapy efficacy by converting cold tumors into hot tumors
ZE EOIE 3B At pan-RAF 2AH[K| PHI-5010] d4 ZYS BM UL HekslH HAX|E §52 23t
0| Z2tol PHI-501
EA pan-RAF (+ DDR1, immunomodulation)
PHI-501 treatment in SK-MEL-3 (BRAFVG00E) melanoma cells: GSEA revealed enrichment of type | interferon response and tissue—
specific immune response. Downregulated MAPK regulators (DUSP6, SPRY4, ETV4, ETV5) while upregulating ISGs (IFIT1, IFIT2, IFIT3, IRF1).
ZE UE @B gPCR showed STAT2 ~12-fold, IFNA1 ~9-fold, IRF1 ~7-fold upregulation. IFN-7 co-treatment synergistically enhanced MHC class |
expression y7-fold. Extracellular HMGB1 increased, with elevated IRF1 and NLRP3 protein. PHI-501 activates type | IFN and JAK/STAT
cascades, suggesting potential to enhance ICB responsiveness in combination with immunotherapy.
SK-MEL-3(BRAFV600E) SME MIZEOA PHI-501 X2|: GSEAMIA 13 QIEHZ YtS 2 £Z| E01Y MY 8k 5= 101 MAPK
22 g (29) ZHOIXHDUSPE, SPRY4, ETV4, ETV5) of&k=A, ISG(IFIT1, IFIT2, IFIT3, IRF1) &AM, gPCROIA] STAT2 ~128H, IFNAT ~OtH, IRF1 ~7HH Ak,
=T le IFN-7 3= X&| Al MHC class | 2431 74 0|4 A|HXIA S71. ME2| HMGB1 574, IRF1/NLRP3 HHEE A% PHI-5010] 18 IFN 2!
JAK/STAT ZEE 243l510] HAR|E HE Al ICB B34 23} 718 AR
Xt AACR 2026, OIZH0IAIZS3 2| MRIMIE]
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22 EojS(QS Next generation ConjuAll BCMA antibody—drug conjugates (ADCs) LCB14—2524 and LCB14-2516 show increased efficacy in preclinical
models of multiple myeloma
%2 EOIE (F2) XMICH ConjuAll BCMA ADC LCB14-2524 2! LCB14-25160| CiY S4F MUY DEHOIM S4E 552 2Y
mojmafol LCB14-2524
LCB14-2516
EFA BCMA
LCB14-2524 and LCB14-2516 are ADCs targeting BCMA. LCB14-2524 is an ADCC enhanced IgG1 anti-BCMA ADC utilizing the second
12 42 (@) generatior] B-glucuronide (LBG) ConjuAll platform I?nk_er delivering a hgmogenous DAR of 2 l\/I_l\/IAF payloads. LCB14-2516 is ar] Fg silgn_ced
lgG1 anti-BCMA ADC delivering PBD DNA cross linking payload. In vivo, both were more active than the belantamab mafodotin biosimilar
across OPM2, MM.1S and NCI-H929 CDX models. Both are progressing through IND enabling studies.
LCB14-25242} LCB14-25162 BCMA HZX ADCO|Ct. LCB14-2524= ADCC &} IgG122 2M|tf LBG ConjuAll E7E S5t DAR 22| MMAF
ZE UHE 3B H0|2EE MBI, LCB14-25162 Fc AIUEAE IgG122 PBD HO|ZEE HESIC A& LHOIA OPM2, MM.1S, NCI-H929 20|
AU O =E HIO|QA| 2 E0} 451 284S EUCH IND 7ks G+t Tl S0|c},
Xt2: AACR 2026, OI2H0MISH 2| MRIMIE]
H 15. YF= TAH Abstract
71d WIE
RAE S 1633
SrEOI| Apr 20, 2026
9:00 AM
ZE EIOIE(®R)| A universal and switchable CAR T cell therapy platform (zCART) targeting tumor antigens and the immunosuppressive microenvironment
ZE EOIE 3B Z St MoK D|MIEHEE HXot= HE AIME CART M X|= E34E (2CART)
mro|metel ZCART platform
EHA Multi-target (cotinine-based switchable CAR-T)
The major hurdles in the treatment of solid tumors with CAR T cell therapies are antigen heterogeneity and the immunosuppressive tumor
microenvironment. We developed a universal and switchable CAR T cell therapy platform (zCART) that utilizes cotinine, a pharmacologically
inert hapten, as a molecular bridge between anti—cotinine CAR T cells and tumor cells via cotinine—conjugated affibodies. We generated two
12 42 (@2) aﬁipody switches targeting distinct turhgr—assogiated antiglensAand one afﬁbody switgh targletingla.n immune—onco!ogy molecule. In vitro
studies demonstrated that all three cotinine—conjugated affibodies, when combined with anti—cotinine CAR T cells, induced potent, dose—
dependent cytotoxicity against target—expressing tumor cells. The combination of distinct affibody switches resulted in enhanced anti—tumor
activity. By decoupling antigen recognition from CAR T cell activation, the zCART platform offers a safe, versatile, and next-generation
approach to overcoming tumor antigen variability and the immunosuppressive microenvironment.
U CART X2 2 HH2 a3 012t BN S OIMHZ0|C) AN 2 HIZQl BiHIRl TEIHS YTEIH CAR TR}
UM AJO[9] EX} EEIX|Z EE06k= HE AQXME CAR T SSHE(ZCART)S JHUSICE. M2 CI2 S &2 SHIS HEok= 2719| OfLjHIC
ZE UE (3B | 29X HESY BXE HXGH= 1712 OFIHIC| AQIXIS AT Al&2 oA 371 ZEIH gt OfIHiC] 25 STE|H CAR THIZR 28!
Al B3t 8 &N ME=HE RE3MCh M2 T2 OHIHIC AQ(X|Q AR YBY s STAIZIC &a 2 CART 4315 22I510]
B o LA HAR| DIM[EtdS SEo6k= QNI X9 XIMICH FEHE MSSHC
Xi2: AACR 2026, OI2H0IMIZSH 2| MRIMIE]
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71Y AgH}0| 0[] A
BAH HS 1815
HIEQIA Apr 20, 2026 9:00 AM
%2 EHo|=(@2) Nonclinical characterization of SBE303: A nectin—4 targeted antibody drug Conj_ugate (ADC) with novel topoisomerase 1 inhibitor shows a
favorable safety margin
=5 EO|IE (38 SBE3039] H|e E4 241 Aot TOPT HMM|Z7E ZetEl Nectin-4 X ADCYt Y55t QSIS HY
0| Z2fol SBE303
EH Nectin—4
SBE303 is a novel Nectin—4 targeting ADC combining a highly specific anti-Nectin—4 antibody with a potent novel topoisomerase | inhibitor
22 42 (@) via proprietary beta—glucuronide—based cleavable linker, OHPAS™. SBE303_ trea’Frr_wer?t resqlted ir? markgd tumor grovvth irjhibi_tior} In
cynomolgus monkeys, well tolerated at 40 mg/kg/dose. No severe systemic toxicity including skin toxicity. These nonclinical findings
support advancement into clinical development. A first-in—human study is expected to initiate in 2026.
SBE303= 11501y &Nectin-4 X0 A+t TOP1 HHHME =AY -=2FF2H0|E H7 OHPAS™E Feter ADCOIC. Rlet 3 &%
OpY 5. TR SN T8 4B T S4 ¢S, TIE 59 Nectin-4 ADC [f| =2 Lo} 81t 52

KIS EXLC}. HS0|0A 40 mg/kgZHK| LM &
& Ol 20269 FIH S5 7HA| O,

Atz AACR 2026, DIHOAIBHE 2JMRIME

T 17. Hi2[AD TAE Abstract
1Y Verismo(HLBO|-H|0] )
BAH HS 5193

HIOIA Apr 21, 2026 9:00 AM

22 oSS Novel SynKIR-310 outperforms CD3-based second—gengration CD28 or 41 BB.CQ—Stirnulated CAR T in B—cell non—Hodgkin lymphoma
xenograft mice and shows early clinical signal

%2 EOIE (F2)| SynKIR-3100| BMIIE H|SX|Z! FTZE 0|F0[A| OFRA0N CD3 7|8 2M|CH CD28 E= 41BB 35A= CAR TS s7I610 =7 YAt ASE He

ojo|=2fel SynKIR-310

EHA CD19
Over half of B-NHL patients (pts) receiving FDA-approved CD19-targeting chimeric antigen receptor (CAR) T experience progressive
disease within 1 year1, demonstrating need for more durable therapies. Unlike CD3-based single—chain CAR, killer immunoglobulin-like

receptor (KIR)-based CAR have a multi-chain design derived from natural killer (NK) cells2 with separated antigen binding and activation
signals, and reduced tonic signaling and off-target activity3. SynKIR-310 is an autologous T cell therapy targeting CD19 with canine—derived
single chain variable fragment (scFv), DS191. We previously compared SynKIR-310 to single—chain FMC63-41BBZ (tisagenlecleucel analog)
for anti-tumor functionality in NALM6 B-cell leukemia—engrafted NOD-SCID-IL2Ryc-/- (NSG) mice. SynKIR-310 showed faster tumor
regression and increased tumor control with reduced systemic cytokines and comparable T cell persistence4. Here we evaluated SynKIR-
310 in B-NHL Raji cell Burkitt lymphoma xenograft NSG mice compared with FMC63-41BBZ and single—chain FMC63-CD28Z
(axicabtagene ciloleucel analog). Mice were IV injected with Raji tumors and then IV injected with T cells. Tumor progression was monitored
by bioluminescent imaging. In this Raji model, SynKIR-310 and FMC63-41BBZ showed comparable anti-tumor efficacy and increased
overall survival, while FMC63-CD28Z had no impact over negative control animals despite similar T cell persistence across groups. SynKIR-
310 and FMC63-41BBZ produced similar levels of cytokines in vivo, while FMC63-CD28Z produced significantly more cytokines at both
early and late timepoints, despite worse tumor control. At the early timepoint, FMC63-CD28Z produced 11-fold more IL-2 than SynKIR-310
and FMC63-41BBZ, while IFN7 and TNFa were comparable across groups. At the late timepoint, FMC63-CD28Z produced 11-fold more
IFNy and 9-fold more TNFa, compared to SynKIR-310 and FMC63-41BBZ. SynKIR-310 achieves significantly improved tumor control
compared to FMC63-CD28¢Z in a Raji B-NHL mouse model, with reduced cytokine production. We have previously shown SynKIR-310 has
superior anti—tumor efficacy over FMC63-41BBZ in a leukemia NALM6 model, here FMC63-41BBZ and SynKIR-310 had comparable anti—
tumor efficacy against B-NHL Raji, though SynKIR-310 was the only group with 100% survival. These data support a potentially increased
benefit-risk profile of SynKIR-310 compared with conventional CD3-based CAR T and merits further investigation in patients with B-NHL.
We are enrolling pts in a Phase 1 first=in human multi-site U.S.~based clinical trial for relapsed/refractory B-NHL, including pts with or
without prior exposure to CAR T (NCT06544265). Early clinical pt data will be presented.
FDA 291 CD19 HX CAR T= E0{812 B-NHL 2tKfe] HHt 0[40] 113 0JLjo| &l FishS 255101 O A&l |20 LWRSICt CD3 7[4t
o Zeh gyst AMSTE BE0 i, 7R ASME 2 B 9
Sh= At7F THIEE X|=A|OIC. Raji B-NHL 0[Z0[4] 2HOM SynKIR-3102+

ErAIs CARSE 2] KIR 71t CARE NKHIE R2f LSS 42 710
£ TS BYOLL FMCE3-CD28ZE FAS! THE XISA0IE 7011 B4 UEZ Ot &2}
HIL=2 118K, IFNy 11HH,

f. SynKIR-3102 7§ 724 scFv DS1912 CD19
0|2 AHAISHL]

50| g8
.
= OL A

FMCG3-41BBZ= RAlSH &5 a5t
ARt FMCB3-CD28Z= B AHO0| YOX|HME 27| ¥ F7] AF 2F0IM X5| O E2 AMO|ETK

| IS
-

f. 0|2{8t HIO|El= 7|1Z= CD3 7|gt CAR T L] SynKIR-3102] SHAtEl Q9l4-2i&iM

=82 D
D2MUZ KRG, M/ESA B-NHL th A4 FIH C7[2 0IF QUAIE0IN 218 27 SOICHNCTO8544265). 27| 244 Bt HlOJED}

TNFa 9tH). SynKIR-3102t0| 100%
UEE oF0IC

A= 0o ASH 2IMRIE
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71
AR HS 7758
%‘EOEIAl Apl’ 22, 2026
9:00 AM
Prediction of pharmacokinetics and pharmacodynamics profile for a fixed dosing and body weight-based dosing of GI-102 based on

cell-level pharmacodynamics—mediated drug disposition model in patients with advanced or metastatic solid tumors

Y 82 A HS 7[H 8 PK/PD Z2MHU 0|

TIA/Z0 e 0y 2AXolM MIZ 47 PDMDD 2 7|8t GI-1022] 11

GI-102

CD80 / IL-2RB (CTLA-4 blockade)

GI-102 (CD80/IL2v3) directs IL-2 variant to immune cells and blocks CTLA-4 via CD80. Cell-level PDMDD model constructed from

Phase 1/2 FIH study (KEYNOTE-G08) data. At 0.24-0.45 mg/kg, NK cells predicted to exceed 1000 cell/uL at receptor occupancy ¢
50%. Fixed-dose 10, 20, 30 mg showed comparable immune cell proliferation to weight-based doses of 0.12, 0.24, 0.35 mg/kg.

A% Uig @2)

GI-102(CD80/IL2v3)= IL-2 HOIHIE HAMZO| MEET CD0S S5l CTLA-42 XIt H|1/24F FIH SHKEYNOTE-G08) HI0|HZ A%
#7 PDMDD 2@ & 0.24-0.45 mg/kgOlM NKMIE 2| HRE 50% O|2H0|lAl 1000 cells/ul =2t 1™E2f 10, 20, 30 mg0| ths

HS 718 S RARE HIMIE B4

Atz AACR 2026, DJHOAIBHE 2|MEIME

H 19. 322 X AH Abstract
71y 322
AR HS 4566
ol Apr 21, 2026
9:00 AM
Discovery and characterization of CKD-9001, a novel PARP1-selective inhibitor and DNA trapper with enhanced efficacy and an improved

%5 EIOIS(ERD) . L
toxicity profile in HRD cancers
EE ENIE &2) HRD oA BrabEl &5t JhME =4 D200l PARPT MEN AR|K| CKD-9001 &= ¥ E4 &4
mo|=afol CKD-9001
EIA PARP1 (selective)
PARP1-selective inhibitor and potent DNA trapper. IC50 <10 nM in HRR-deficient/BRCA2-knockout lines. Remarkable antitumor efficacy

25 U2 (832

at low doses in HRD models. Markedly reduced hematologic toxicity vs pan-PARP inhibitors (olaparib, saruparib). Capable of penetrating

the BBB.
22 42 @9) PARP1 AMEHZX] SIRKHO|XH 2245t DNA E2il. HRR ZE/BRCA2 =02 MIZZ0A IC50 <10 nM. HRD ZH0IM MEHC= Efact E
=5 Hle e &s. HPARP AHIFI(S2HIHE, ARIIE) O] S =4 #X5| 24 BBB &1t 7is.
A&z AACR 2026, O[2HOIMSH 2|MXME
Compliance Notice
- AR X2 2R HX) TAKEA] CHAIRCI TIsl0] EHSt OfHRA7} GiSS SfQIBHLICh
- PAE 2 X=E HMBRI0H AR HiZSH AFAO] elELICt
- 2 N2E 2t d2|AEE RZEEA SR ZAIRM Y010 ZEEAEE 2 A2IE ER0ot K| 5LICH
- 2 A=2s 20| BESH U20|Lt 7HIGI0| O AE| |40 HatslH BIHERISS SRIBHILICE
2 IMNBAREE DA 2IMXME AZE 4 Qe AR ¥ HE2RH A2 J0|Lf, APV D HEH0|Lt 2X8S HAE 4= QIOO2 SRR MO FEt
S S= MEHO|LE EXAIZ(0fl CHSE 215 ZHS SHAI7| HIFLICH T2t 2 ZARMKEE OEst 0= D740 SHEAL Zntol| Chet HX ATl
2= QlELICH
T HAKH -

SuxiEE MRS 4 ol

2 ZAZARIRY KETHAHS YA UCD2 S| 52t gi0] PE SR U BE

[
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