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dbiom Overview

Pioneering

Scalable Platf &
Caidbieé Fiatiorms ; Qﬁ_)

for Next-Generation Cancer Therapy

ABN401 - VABAMETKIB B
EET

H|AAHZQH MET 0| 22 U4 24 28 5 (H5/4824) I EWEEET =22IITHERS

3= Uin| S0

r
Y

ABN 501 * CLDN3
MNH 8 claudin 3 EX2I S|
TCE E ADC S L3 REHTIE| HE Y| SHE
ABN 101 * ABN 202 * Interferon-beta by oo
-=—= 0o -
QIE{H 2-H|E} J]H EA|-AfO| 7121 23HE (ABN202) (KOSDAQ, 203400) =R U248 TY S

gtdlo|2{A (ABN101) X| 2 M<¥



dbiom Our Advanced Capabilities in Antibody Development

A HNE A

= Oip2 A 2fo[=52E J|te =, Ep2l &30 Of
X9 2t X 22 S FEH WE
= M JIE 718 A 37 Know-howZ &4 Z°d HE|Z(Epitope)E US| X Jt5¢

Mo 25 x| =X )2 — CLDN3, CLDN4, B7H3, CD3, DLL3, MET, EGFR, etc

3

28,

JIm

0y, 4dd s

mjo
Op

¥Ho= W}

Ol
2

MZT THElEo] QIE THIQIZ X1 HE| AU 2 BXN D5t s 2MOI HHE &X| M8 J|8H Ex 4 )
DO APILB, M s S
(US Patent 97579471B82) } s
CIISt S S0) M Wroto] oIS

o A4 % 2 S BH 3o Chot HEY S d
Humanized antibody, fragment engineering, Fc Engineering, - ~
Multi-specific antibody, ADCs, ACFP, etc. HIE0|HM AT 2Hd2 Z[4T}6lH

SHOFA|OF Jf|EtO] H|QIAF T OJAF JHELOy| 5t X2 Ol BEH0| oot S0|dS STHRtet
DY A Ad= HE




abiom Key Pipeline

MET-TKI

Vabametkib | ABN401

“Potential Best-In-Class
MET TKI"

Exceptional Safety Profile

CYTOKINE

ABN202

“Interferon-B-mutein
Platform”

ADCY BHHIE FHOlEHe
S gl Ve e

Beyond ADC

CLAUDIN-3

ABN501

“First-In-Class
Novel Antibody”

2rs T Ml
:

t
H

CLDN3 3

Promising Target for SCLC

INTERFERON-

ABN101

“Interferon-B-bio-better”

Prophylaxis for Viral Infection

abion



dbiom Key Pipeline

ABN 401 HHHIHZ 22 XA L/O ST &3
ABN 101, ABN 202, ABN 501 229 IIEL{¢ Hpfer Y =

=e ISR

Vabametkib
ABN401

. N
H| A M| ZH QL Vabame.tk.lb EGER+MET X EXt5tohe MET j|0| Lﬂgg_}xrw CHSH 228 QADAL J a ﬂ SSe n
Multiple o e TajE o QuED®
Targets GHA|-AO|E3[Q1 B8} Tl H (ZHE) = '6 z A:l' GENOPHARM y”L“'\.‘“{'\;
ABN202 [TROP2, EGFR, (Antibody-Cytokine Fusion Protein) o L;Eh‘ AP (S3R) = ‘*’%@iﬂi“’
MET, etc] o
x|
A= THOIZ2H! | GLP SAJAJR 0ff(2026!4 L AHEIR))
25%
A M| ZEH Claudin-3 NATIONAL
ABN501 CANCER
(SCLC) (CLDN3) INSTITUTE
1= B
0|Z%A| (CLDN3 x CD3) B
IIHOI
e ABN101 IFN-B AIO|E3}0I GLP SAIA[3 O (2026 Lij QUAFEIR!

BHIOIZAK|



Management
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CFA

Chief Finance
Officer
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Chief Executive Officer
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Science Advisory Board
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MD, Ph.D

Former RA Vice

Univ. Hospital President
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Univ. Texas
MD Anderson

RS "Lgl.-.\»b
‘ X

I mES \\3;‘«: I \’\!,’
y’ u| EI v
N \4
ﬁLq_L.
D&

Pharmaceutical
Strategy Institute

Lee &Ko



ABION A&

R&D Center A&

-

ABION St
ABN401 QA

—

olM =
1/24¢
IND 9! (&5,

A O[HYE

ABN401 O|= FDA & 1/2%
IND 52!

ABN401T U4 14 &
O] A

1 DM HE
ABN401 O]=2&Ql M

ABN401 QA
ABN401 QA

ABN401 Y& 14 EHL CSR

ABN401 QA 24 AT EQ IND FDA 49!
ABN202, ABN501 ®LE|0|E{ 'LE (AACR)
SHOMIO| L 2}0l AJH(ASCO IET)

ABN401 R2MEZ X|&X IND A7
ABN401 2A|Of H|2FAF LO HAIE X &
ABN202 0|2 JHgf SHERAF S 7

ABN501 0|]= ADC WAL LO HAIE HZ
ABN401, ABN202, ABN501

XZ dtH (AACR)

abion



dbio Global Presence

(" Cambridge Innovation Center (CIC)
Office Establishment ( <+ ABION )

Boston, US

S. Korea | Seoul Office

* Korea Health Industry Development

Institute(KHIDI) supported office for * HQ Office
selected biotech and biopharma % * Established in 2007
companies ABION * Company-affiliated
Research Institute
Level 14, One Broadway S. Korea | Pangyo Office
\_ Cambridge, MA 02142
p 9F, HanwhaBiz Metro Bldg, 242 Digital-ro,
7 . .. . . . Guro-gu, Seoul, South Korea 08394
/ * Domestic clinical trial coordination \_ g )
,’ * R&D Cluster (2026) 71
/ R
/' 4F, Global Biz Center bldg. D, 43 Changeop- | <& _ 4
?/ ro, Sujeong-gu, Seongnam-si, S o
’ Gyeonggi-do, South Korea 13449 S
~
/
’
72
4 )

ABTS LLC

* Global clinical trials

* Subsidiary division of ABION

Sydney, Austrailia

* Global clinical trials q
4543 Ruffner St. STE 140, San Diego, Subsidiary division of ABION il
CA 92111
\. J L7
/7
Level 8, 1 York Street, Sydney, L

\_ NSW 2000




VABAMETKIB - ABN401

MET $0|7t &= H[AMZEH2A(NSCLC) X|2E YTt
BEST IN CLASS %Al X| =X
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VABAMETKIB : THE NEW BEST ALTERNATIVE FOR CURING NSCLC

=28 Y % HAMZEHY Y A2

Global Lung Cancer Total
Therapeutics USD 83.8bn
Market Size oF 118=H
Adenocarcinoma DY
NSCLC Is a leading subtypes of NSCLC
Hf 2 A 2 Qf
USD 58.7bn Key targetable genetic mutations
oF 82X ¢
EGFR
ALK
NONY
KRAS

2025 2032 1) HIAMZEE LS Zo2 MA(RRNEE)O| UFULCH HAS I x .
Source: Global Market Insight (2023), Nova One Advisor (2024) H| S EXIO|H = 'L ghL ot abion
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VABAMETKIB : MET #0|7} 9= NSCLC X|E $/8 BEST IN CLASS %2

MET -ta.rget MET selectivity Off-ta.rg.et . . Dosing
activity selectivity frequency

Crizotinib

Capmatinib

Tepotinib

Vabametkib

> Vabametkib2 <
X 5| A




VABAMETKIB : Of

Vabametkib2 &

Other
Kinases

Chief Scientific Officer and co-

_,f
A

Y-

>99%
inhibition
> 90%
inhibition
> 90%
inhibition
> 80%

inhibition

50 ~ 80%
inhibition

? £ c-MET Med

220 2 c-MET MEd 2 I

Vabametkib Capmatinib Tepotinib
(10 um) (10 um) (10 uM)

99.23%

98.84% 98.89%

1 Kinase 19 Kinases
(AXL) (ALKs, AXLs, TrkAs..etc)

6 Kinases
(ALKs, AXLs, TrkAs,
PLT3..etc)

10 Kinases 20 Kinases
(c-MER, TrkA/Cs, AXLs, (c-MERs, ERBB2s, ALKSs,
ROS1sm etc) TrkA/B/Cs, etc)

0 Kinases

1 Kinases 3 Kinases
(DYRK1B) (TrkAs)

4 Kinases
(CLK1, DYRK1,
CLK4, AXL)

“High degree of selectivity of Vabametkib
for c-MET is consistent with its superior
safety profile relative to Capmatinib,
Tepotinib, and Savolitinib.”

> c-METOj| Cljet &2 ME/E2

Ph.D il
243t OHH Y Zmtet Y

founder of Riva Therapeutics

Vabametkib
Tepotinib
Capmatinib

>99% inhibition

>90% inhibition
>80% inhibition




m All-comers patients

m NSCLC with MET alteration

NSCLC with
MET Dysregulation

16 enrolled NO DLT,
NO >G3 TRAE

2 PR reported in

MET OVEREXPRESSION
NSCLC patients

800mg, QD

8 enrolled 2 PR reported in MET EXON 14 SKIPPING
NSCLC patients

A CIxtel: Cts A2 E A4

2]

) : NSCLC with MET ex14skipping

[Site: South Korea (14 sites) / Taiwan (6 sites) / USA (4 sites)]

Patient with:
NSCLC
MET Exon 14 Skipping by
tissue NGS/RNA ddPCR
no previous
MET-driven treatment
N=40

Stage 1 Over 4 of 15 response
> ORR 25% -> Stage 2 go (DRC)

Primary Endpoint
* ORR by BICR

Vabametkib
800mg Oral
Once Daily

Secondary Endpoint
* DoR, PFS, OS, Safety, PK

I Stage 2 Over 16 of 40 response

> ORR 40% -> Study success




cha @5t METOI 5|2 20| i I AMETQL 8%t
16/37 = 43% 7119 = 37% 9/18 = 50% BOR(best objective response rate)2 49% (18/37),

ORR(overall response rate)2 43% (16/37)
G 18/37 = 49% 8/19 = 42% 10/18 = 56%

A AIHo| THFHO w2t JEf= tht ORR 714 7|y
% 390 U mITTOIA H2): YLAZALN 0]F42 Q8] HALIYOH, 37HO| LHAD Qa4

. : : M M : M M M :* Oi“gOinfg M
B Partial Response e 0 . . . . i i i [ PartialResponse
Il Stable Disease Bl Stable Disease
Progressive Disease . : P?’ogre?sive Pisease

Best % Change from Baseline (%)

012345¢67 8 910111213141516171819202122232425
Months




VABAMETKIB : 3% 2f22t2] 0]&fttS H|1d

Vabametkib
(N=40)
ABN401-003

Treatment Emergent AE (TEAE)
TEAE, Gr 3 or higher*

TEAE, leading to IP discontinuation
SAE
Treatment Related AE (TRAE)
TRAE, Gr 3 or higher
TRAE, leading to IP discontinuation

Treatment related SAE

Edema (Gr 3 or higher)
Edema (any grade)

*4032 Xt & 355 0/ 735 Alglle BUgX| &

Capmatinib!
(n=364)
GEOMETRY mono-1

98%
67%
15% (17%")
51% (53%")
85.7%
37.6%
10.7%
13.2%

8.2%
42.9%

Tepotinib?
(n=152)
VISION

98%
54.6%
20%
48%
89%
28%
11%
15%

7%
63%

1. Wolf et al. NEJM 383:944-957,
2020

2. Paik et al. NEJM 383:931-943,
2020

T FDA Label

abion




o XL oA

. The first impression of course this is an effective drug clearly of all response rates (75%) in the first line situation. But what | from
JURGEN WOLF, the perspective of an oncologist who has treated really many patients with Capmatinib as well as with Tepotinib, this (Vabametkib)
MD, Ph.D is really remarkable is the toxicity profile.

University So, the low percentage of edema for me was the most impressive first signal

Hospital Of because remember this patient population is not an average population.

Cologne - = —
— XX 20N Z2HQ HSE R BEAE OiH| L4 Q7Hd C|OJE{of ZE

And then this ABION drug(Vabametkib) really is potentially superior as a treating physician, | feel comfortable offering as a frontline
XIUNING LE, treatment in the United States. Yeah, | share the enthusiasm with Dr. Wolf and the rest of the panel. | think the drug is very
MD, Ph.D promising, not only offering good potential efficacy, but also mitigate the high toxicity we've seen with existing approved agents. So,
MD I'm very happy to offer those as an opportunity for my patients in the frontline.
Anderson

Cancer — 85 w2 otYzt 5912 = OjH| 2 5328 HAX|E HS Jts

VABAMETKIB Tepotinib Capmatinib

TRAE, Grade>3 12.5%

Discontinuation rate 10%
SAE rate 5%
Overall ORR 43%

*Comparison with each phase 2 frials




VABAMETKIB : Ef11g|4& MWOo g £II6l= c-MET X}

Resistance mechanism
after Tagrisso® [2019]

1L Resistant
MET AMP
~40%

Unknown 5'17%

mutations

2L
~30% Resistant
On target

Mutations MET AMP
+0Oncogenic 5-50%

fusions

Ratio*

1L Resistant 17%
2L Resistant 50%

Resistance mechanism
after Tagrisso® [2022]

~40% 1L Resistant
Unknown MET AMP

mutations 1 5_29%

~30%

On target .
Mutaﬁ%ns 2L Resistant

+Oncogenic MET AMP
fusions 15-66%

Ratio

1L Resistant 29%**
2L Resistant 66% ***

* Alessandro Leonetti, Resistance mechanisms to osimertinib in EGFR-mutated non-small cell lung cancer (2019)
** Georgia Gomatou, Osimertinib Resistance: Molecular Mechanisms and Emerging Treatment Options (2022)
***C. Mehlman et al., Effectiveness of combination of osimertinib with another targeted therapy in advanced EGFR mutated non-small cell lung cancer harbouring other oncogenic drivers: The realworld COMPOSIT study (2022) abi&

c-MET &¢#0|= Tagrisso®(EGFR TKI) x12 & Wy 71X 5

r 2 HIES A

2019 research: EGFR x|2& gte stxjo|M X} X| & LjA &kXto
17%, 2x X2 LA &xto] 50%7F MET ZZ0| 9ofa) tAd

2022 research: 1xt X2 WA 8txto| @

23t X2 U X}l !jt MET ZZ0i olaf 24

Tagrisso® woj| wat ZJtehs FA



VABAMETKIB : 3M|CH EGFR TKI2}2| E& &

rE

Vabametkibz} Lazertinib g Qt9

* TagrissoOf CHst c-MET U 2t Qajf et=x%|

EGFR Ex19del + MET Amp

YHIM-1035

1000 -

YHIM-1035

-

(5]

=
1

8004

.W

-+ \/ehicle

= ABN401

-+ Lazertinib

0 . . . I FI\BN491 pluls Lazle-rtinit?

0 5 10 15 20 25 30 0 5 10 15 20 25 30
Days after treatment

600

4004

E
£
Q
£
=]
s
>
]
£
3
[

200 1

Change in body weight (%)

Days after treatment

YHIM-1035 (EGFR Ex19del + MET Amp) *%=p < 0,001

Group n Dose (mpk) ROA Schedule %TGl p-value
Vehicle 12 - p.o qd x 28 - -
Vabametkib 12 30 . qd x 28 92.6
Lazertinib 12 10 qd x 28 35.8

Vabametkib plus 30+ 10 qd x 28 106.2
Lazertinib

YHIM-1053

5000+

40004

3000+

20004

Tumor volume (mm?3)

1000+

EGFR Ex19del/T790M + MET Amp

YHIM-1053

120+

——i——— =3

-»- \/ehicle

-= ABN401

-+ Lazertinib

: : -+ ABN401 plus Lazertinib

Change in body weight (%)

0 5

Days after treatment

10 15 5 10 15 20
Days after treatment

YHIM-1053 (EGFR Ex19del/T790M + MET Amp) **=P < 0.05

Group
Vehicle
Vabametkib

Lazertinib

n Dose (mpk) ROA Schedule %TGl p-value
12 - . qd x 21 - -
12 30 . qd x 21 . n.s

12 10 qd x 21 n.s

Vabametkib plus qd x 21 . o

Lazertinib




VABAMETKIB : EGFRi + METi 18 o4 g0 o

J|1& EGFRI+METi g a% ¢4

INSIGHT 2
Tepotinib+Osimertinib
(NCT03940703)

GEOMETRY-E?
Capmatinib+Osimertinib (NCT04816214)

Efficacy
ORR(%)
Median PFS(months)
Safety
Any Grade TRAE(%) 81 High incidence

Grade>3 TRAE(%) 28 High incidence

17.2% 57%
(90.4% of dose reduction cases with Tepotinib) (All dose reduction cases with Capmatinib)

TRAEs leading dose adjustment

> MET TKIZ I8 &2 H|89| Gr3 > TRAE BaT} e 8% 24
> oBteY | e &5 X0
> GEOMETRY-E study & Z7|5& &

*Fat OPMAM ECI0|M S &R @ TWQ
abion

7) Tan. ASCO 2023, Abstr 9021, 2) Patil Tejas, et al. JTO Clinical and Research Reports 5.2 (2024)



VABAMETKIB : &2+

S5E o CH2- gkt MY HIO|20}3 £0
c-MET SUAZE 2 243 + _
EGFR 0| 52 Q¢ —— [Tissue]NGS = c-MET
¢-MET 719! L4 g . [Lazertinib] @ [vabametkib]
“J&)J Collaboration” NSCLC &} OXMX}ISE *3MH EGFR TKI
[TiSSUE]FlSH, IHC — 3 téfg
Part 1 Part 2 Part 3
Safety run-in, 3+3 Design Randomized Dose Optimization Randomized Controlled Trial

NDA enabling study
Vabametkib 800 mg +
Lazertinib

N=3 to 6 Vabametkib DL1

+ Lazertinib DL1
N=20

Vabametkib OD

Vabametkib 600 mg + + Lazertinib OD

Lazertinib
N=3 to 6

Vabametkib DL2 +
Lazertinib DL2 SOC Chemo
N=20

Vabametkib 400 mg +
Lazertinib

_ OD, Optimized Dose selected from Part 2
N=3 to 6 DL, Dose Level selected from Part 1 * Dose and No. of Pts will be

3+3 Design determined ablom

after the discussion with FDA




VABAMETKIB: PD1/VEGF inhibitor22] -2 9

Study Design

6 ~ 7 weeks after implantation

Drug : Osimertinib
Cell line (NSCLC EGFRm)
- HCC827 (Ex19 del) Drug treatment

- NCI-H1975 (L858T/T790M)
N ©@ N
(o'ﬁp 2-3 wks

)}  Selection of . .
= MET amplified After implantation

clones

EGFR TKI
Osimertinib

Single cell —
PBMC injection (4 days

8 ~ 12 weeks after Osimertinib treatment after inoculation)

~5 months (or 2-3 months)

Inquiry to CRO Regarding MET Alterations in
Osimertinib-Resistant Cell Lines (OR-pool : >
HCC827-0R, NCI-H1975-0R) — March 5

s sgod o My
. PD-1: Pembrolizumab 1. PBMC-humanized NOG, NCG, NOD/SCID, 1. NSCLC MZE=
. VEGF : Bevacizumab etc,, . EGFR W4 (Osimertinib resistant)
. PD-1/VEGF : Ivonescimab . PD-L1 % (Y0 U £~F0] 2AHI0] 25 & - Ivonescimab)
. EGFR: Osimertinib . VEGF %2 12{5}X| %43 (autocrinedtH tumord] IS & + AS
MET : VABAMETKIB . MET amplification £= WT 7}5 (Br J Cancer . 2019 Mar;120(5):527-536. doi:
10.1038/s41416-018-0315-3. Epub 2019 Feb 6.)




ABN 202

BEYOND ADC
ACFP ES1F

abion



ABN202 : QIE{H|E-H|E} ACFP EHE J|&

ABN202 Mechanism of Action
T £ A
Tumor targeting antibody -Gh=oF HAHHIS X2
(TROP2, CLDN3, EGFR, HER2) % 1.8 J|5 9X (ADCC, ADCP £)

LEAD PROGRAMS
 TROP2, EGFR, CLDN3, HER2, BsAbs (Bispecific Antibodies)

LEAD INDICATIONS

- ABN202(aTROP2) : TNBC, HR+ BC, NSCLC
| - 3Hx)|-2k2 HetX(ADC) Uiy
Interferon-beta — - HY X2 2 TKIs WA
mutein EXPECTED IND SUBMISSION
- 4Q 2026

ADC X8 Z20M 243t 55 &

abion



ABN202 : N3t

mjo

ADCet H|w: M 2E2|E & ADC Ud 35

Company

Trodelvy

Sacituzumab govitecan

¥J GILEAD

2835l= “BEYOND ADC” X| 2|

SKB264

Sacituzumab tirumotecan

¢ MERCK

Dato-DXd (DS-1602)

Datopotamab deruxtecan

O Daiichi-Sankyo

ABN202

Sacituzumab IFN-B mutein

abion

Clinical indication &Status

FDA approved
e TNBC, HR+ BC

Phase 2 (FDA BTD)
e TNBC, NSCLC

Phase 3 (FDA BTD)
e TNBC, NSCLC

Pre-clinical

Linker

Cleavable

Cleavable

Cleavable

Non-cleavable

Drug-antibody ratio

7.6:1(mean)

8:1

4:1

1:1

Antibody
Payload

MoA

Sacituzumab

SN-38

Sacituzumab

Tirumotecan

Topoisomerase | inhibitor

Datopotamab

Deruxtecan

Sacituzumab
IFN-B mutein

Type | IFN signaling

Payload potency (M)

~109

~109

~109

Boosting anti-tumor
immunity

A

A

A

*|nterferon-a &Hx|ggrck




(TNBC, Trop-2'ow)

= & : TEE:

g
s eimeticn - ==

- =
PADCEV TRODELVY®

o f———— SN-38
A
ABN202 I
IFN-B mutein lemn | e ] 'y
<4+——r T ] =k —
IFN-B = & - e 12 10 -8 6 -4 -2 0 2 4 . .
‘_b ST Log[concentration](nM) -4 -2

Log[concentration](nM)

Type | IFNs
(Bladder cancer, IFN-insensitive)

-]
o
1

Sacituzumab
Control-IFN-p mutein
Trodelvy

ABN202(aTROP2)

Direct
antitumor

(-2
o
1

Cell growth(%)
8

Cell growth(%)

[\
o

ENHERTU® -&- Trodelvy -4 Trodelvy + PBMC

Deruxtecan Calu_3
(NSCLC, Trop-2hi)

Direct antitumor
““f---i--o---o
Indirect
antitumor

Sacituzumab
Control-IFN-p mutein
Trodelvy

ABN202(aTROP2)

1010 10°
(nM)

Cell growth(%)

Payload Potency

Cell growth(%)

: - 6 4 - : - .
IFN'B mute|n% ADC PayloadSO" I:||6H I;:*% Log[concentration](nM) Log[concentration](nM)

Q.%J:(}" A—'E _;uizg t?)l-%l- :Q__,‘_I‘I- j|q-| - ABN202(aTROP2) -e- ABN202(aTROP2)+ PBMC




ABN202(aTROP2) : /N VITRO &S — ADC UM =Yl

ADC Uid 2 NEF0|M &

ADC W0 fadt MER X2 &4 Enhertu Ud MZ30jM J|& ADC tjH| 248t ¢ef 85 &Ql

Repeat 7~8 cycle

Post-ADC

2"" ADC LH A 0'|| I 1 . Media change —‘ - ; -
HCC1954 . .

Parental Sub-culture ‘ e ’ stz c.

1st ADC HCC1954 ™ chhertu 6-8 day , o HCC1954

-

5day treat recovery Enhertu-resistant

HCC1954
Resistant pool

Single cell dilution

* BCRP (ABCG2) : Drug pump protein

HCC1954

HCC1954 Parental Enhertu-resistant

-e- Enhertu (aHER2-DXd)
-~ Dato-DXd (aTROP2-DXd)

—— Trodelvy (aTROP2-SN38)
Padcev (aNectin4-MMAE)

- ABN202(aTROP2)

=]
o
1

1d-

Cell viability (%)
Cell viability (%)
B 2]
e <

N
o
1

o ADC-sensitive tumor o ADC-insensitive tumor

,0‘6‘ o




Antibody-wild type IFN-B Acidic pH-selective cytokine : Acidokine™ platform

Aggregate —4— wild-type IFNb(pH 7.4)
81.1%

A
I

= - wild-type IFNb(pH 6.0)

2.5-fold

— ABN202(pH 7.4)
- -. ABN202(pH 6.0)

'S

Absorbance unit

Monomer
18.9%

w
1

0

L) L4 T T  —
30 40 50 60 70 80 90
Retention time (min)

Antibody-IFN-B mutein

407 Monomer
92.3%

N
1

2)
Qe
(=2
£
=]
£
Ko
Q
F
(14
<
Z
r

Absorbance unit

Aggregate
7.7%

T T T T 1
50 60 70 80 90
Retention time (min)
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SCLC (Small-cell-lung cancer)
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.,
*
--------------------------------------------------------------------------------------------------------------------

SEER: surveillance, epidemiology, and end results; LS-SCLC: limited-
stage small cell lung cancer; ES-SCLC: extensive-stage small cell lung

cancer
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