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© 20l OfAF GOy YH= FHEHH| 20| U= o[y LE £
. OFAT J|ZHY bR 27t 20| ZE K= Mirati(+54.4%)2 ASCOO| EABHX| 94tS. Amgen2l AMGS10(KRAS)
ZP 2O LIQ T Miratio] MRTX8490| Tt A& 7|THZH0| Ot

ASCO X=~5t3| 7|7t It 2SS K|

Share market cap

Company price chg  chg ($m) Vantage analysis
lovance Biotherapeutics 56.70% 787 LN-145 X{gtA XtZ AL ORR 44%(7|ERL ORR 14%) X2 dtg
Mirati Therapeutics 54.40% 1,245 Amgen?| KRAS 38X G|O|& LHEZ St 7|0, MRTX849(KRAS G12CAH|H| 14)
Array Biopharma 28.90% 1,422 Miratiofl MRTX849(KRAS G12CHHIX|) 7|& +&
Hutchison China Meditech 21.80% 749
Epizyme 18.80% 196
Turning Point Therapeutics 15.80% 158 Repotrectinib(Ros 1) Ros1 Q44 H|AM| L Q 2 H
Seattle Genetics 8.50% 872 EV-201(Z nectin—4 conjugate)0| & A0|A| nectin-429| HHYES E0{F
Incyte 7.30% 1,195 Capmatinib(cMet+) 1Xt X|2X| ORR 68%
Exelixis 6.10% 353
Merck & Co 4.60% 9,088 Keynote-062 2|2t 1X} X|2X| Top line GIO|E YHE. I|ERCt OS 17.494€ vs &t
10 87H<
Pharmamar 3.90% 17
Amgen 2.90% 2,964 Amgen?| KRAS G12CAXIH| HIAMZH Y 1-40M PR 50% LE
Alligator Bioscience 2.60% 4
Pfizer 2.60% 5,996
Astellas Pharma 2.60% =719 EV-201 Seattle Genetics@t 35 HE

31 5/15~6/4YNK| FIt Hot
At&: Evaluate. 7|52 2| MXAE Fe|

IezuN
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Share Market cap
price chg chg ($m)

Sierra Oncology ~44.40% =5 SRA737(Chk 14X|X) A 2 X|=X| IO LE
ADU-S100(Sting agonist) 1bQt =HIE|A 9| spartalizumab(PD-1 KsiA) D¥ Y X I ZF0A

Company Vantage analysis

1 — ) —
Aduro Biotech 41.50% 109 Cf 5Ol HLS S LIEY(E 57%)
Mersana Therapeutics —-33.00% =94
Bellicum o _
Pharmaceuticals SOl ¥
Forty Seven -27.90% -138
Five Prime Therapeutics =27.50% =91
iso ARIH) ZXAL OFA EBFH|Y|F-TH2T oNH) 2HH
Clovis Oncology 17.60% 176 Clovis®| Rubraca(PARP AX|X|) ZAL Of FHIUHIZH- 37t Lynparza(PARP 2X|X) 38
GloJE i
Moderna Therapeutics -15.80% -1201 mRNA-4157 28818 25% & C[O|E &H
Gritstone Oncology -15.30% -60
Bergenbio -12.30% -18
Puma Biotechnology -10.10% -65
ImmunoGen -7.50% =24
Stemline Therapeutics -7.20% -46
Ziopharm Oncology -7.20% -53
Macrogenics —4.20°% 34 Margetuximab(HER2 &4|)0| YZ BfEiS EAUX| Q|14 S LT |0, SRS HEE YN 43 It
e P S 3ldigl| 2. Margetuximab+chemo2| mOS 18.97H¥ vs 17.274¥ Trastuzumab+chemo
Nektar Therapeutics -2.90% =171 EQY G0 LHO| £} 25 2 XtAAHH0| 5t

31 5/15~6/4YNK| FIt Hot
At&: Evaluate. 7|52 2| MXAE Fe|
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O© B YN CHe| Lt ST HE=7|2

T A ORR(confirmed) 54%., 7|& X X2 LIEHH= T790M+ SHHO| &4 2HXI0A| ORR 57% 7|15

=2

« JM| PES SAZ 9.5 8, T790M+ 9.77H LIEHH. =7t M0l 120mg &% Ol F0f St mPFS 12.37H€.

o

+ OFAERIA|YIFIl EfDE|4 80mg I/1ef ORR 61%, mPFS 8.67H& (AURA study)

O orxig 4

ot 0|4 hg 02 WXl 30%, 72 27%, WH| 20%, Al L4 19% &
%. F£0] 2 355 0|2t O|4ES 3%,
O &= 0= &Y Zdat INJ-372 E& TIolE 7|ty

. 119.4¢ BXF 2 AR 0|3 14 19.30 Y o
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ot ZoF 5= Q9 confirmed Response)

0mg Hmg 80mg 120mg 160mg 240mg 320mg Overall

Evaluable patients 3 nw 5 B U 5 W

ORR, n (%) 1(33) 15(%) 10(50) 17(68) 13(57) 12(50) 1(20) 69(>4)
DCR,n (%) 3(100) 25(93) 18(90) 24(%6) 16(70) 21(88) 3(60) 110(87)
7 iw_0ng_oing_ng g 20 g 0wl
Evaluable patients 7 % B 2 18 2 0 108

ORR,n (%) 1(50) 14(54) 10(56) 14(64) 12(67) 11(50) - 62(57)
DCR,n (%) 2(100) 24(92) 17(94) 21(95) 13(72) 19(86) -  96(89)
Evaluable patients 1 1 2 3 5 2 5 19

ORR, n (%) 0 1(1000 0 3(1000 1200 1(50) 1(20) 7(37)
DCR, n (%) 1(100) 1(100) 1(50) 3(l00) 3(60) 2(100) 3(60) 14(74)

XfR: ASCO, 7185 2| MAIHIE a
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ELEMEL_INJ-372(EGFR-cMet O|F EAl)

© INJ-372(EGFR x cMet) O|Z&HH|. H|AM ZH R CHA 14
+ QI2t3} 0|F FHZ EGFRI cMetE HXE. Met2 71 S5t L] SHHO|Z EtT2|A §0 T 15% SXI0 A Ay
* Cycle 1 13| FAL 2, 2313]. HHEH 1050mg/1400mg. DLT ZHE O
O dl2Zst 2218 Aol gig. #&& & Itsd
+ Grade 3 O] X|8 & A3t O|AMHES(TEAES)S 35% RHATE|QIM, OFS 73 O|AMES(AES)2 9% BHEHE!
x zl

=2 O
4 T((10%), II& S8t HAtg

-

- MAF T 22 X o ur Yzl 5
O O|EZ0|24Q 7t &2 [IUSH EGFR 0| H| AN ZH ALY S5 &I

* EGFR TKI LH4(T790M, C797S, C-MET)z} A& 20 AQIHO| Lstot 0 EGFR §0| E2HIZ(PR) 30% 7|E.
+ EGFR TKI7t SH851X| %2 & 20 AJ#10] SX[0)A| PR 30% 2J0)7} 8.
Cigt, ol2f EGER #10] PR 30%2 S0t HO|ME| it HR0|M SalufElst 352 Ity eforst

INJ-372 &Y H HE Crot EGFR $10| HI AN AT &5
8 EGFRmut* and 700~1400 mg
Lo N=108
10 32/108 (30%) patients with best response of PR across diverse EGFR mutations:
] Primary: Secondary:
- Bon21 18588 - Exon20T790M - TI90M - cMet amplification

- Bron19deletion - Exon18G719A - (975
%4 - Exon 20insertion \
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ELEMEL_INJ-372(EGFR-cMet O|F EAl)

EGER + cMET XX BtS=

St

EGFR-H0],

TKI £0] BE2 AHS(TKI resistant)

0| U=

At&: . ASCO, I1&

[= H| AT

S8 MR 2

o

Tarceva(Erlotinib) + ARQ197(tivatinib)

Iressa(Gefitinib) + AZD6094(savolitinib)

Iressa(Gefitinib) + INC280(capmatinib)

Iressa(Gefitinib) + EMD1214063(tepotinib)

Tagrisso(Osimertinib) + AZD6094(savolitinib)

Met MEH

No

No

Yes

Yes

Yes

X|ef/Hro|2

21}

ORR 6.7%(3/45)
3 responders: + Met IHC, +HGF

ORR 18% - (2/11) neither with MET amplifi
cation

ORR 29%
ORR 47% in highest MET GCN

ORR 33%

Prior 1st/2nd gen : ORR -52%
Prior 3rd gen: ORR 25%
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O HO|I'd FYY 2XoM 25HE AHY, g o FY vs IHE2EHE IV H|w
+ HM3018AS IIZ2IEH F7 28A 548 S7IAITIE JU P-gp BE XTHY

« IE2EMIV 80mgat QEMHE(1F 3% 205mg 2-2) H|th LAt

O =4 M1 AH|Xt Ol JHM
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*Progressive discase duc to new losion

X&: Athenex, 7|25 2| AX|MIE 2 PR 42.3%(11), SD 46.2%(12)
Xt2:Athenex, 71853 2IAMXIHEH
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ot0|2E Belvarafenib(pan—-RAF X8iX|, Z1-8)

O HHIZHH S, BRAF, KRAS, NRAS S¢10| Q1= Tt 14 Y
+ HYBT : 450mg otF 2% |8 HH

O SM=0M EL2 a1t i /
- QE 38Xt ORR(confirmed) 6.8%(4/57), PFS 7.8 —
. E

Vemurafenib , wr
31, NRAS SOIHI0] SMZ St BORR(Unconfirmed) 44.4%(4/9). PFS 24.9% 4 v @—‘5/\ /\

- Encorafenib
* NRAS SHHO0|= SAMZ S0 A 15~20% 7t EA. Seivienit
. BX2 . 450mg 353 o4 OI*o*tﬂg(ADR) LS 21.6% e
© #iH{BtH L + FE2)(MEK {HH) HE 1A H7

T WAV 7 sttion
- X|dlElo|l IEIZ!(Cotellic, ‘15E &9Q) ¢ 18'—=| UHE $61mn
28
E

+ B8 by S 2729, '20.128 B o

22F 3t A3 ; Best Target % change Or&Md H|O|E
A Melanoma CRC Others Tot & mgBID
B0, ‘ ~100 c i
£ N=57 (V=133 (VT4
£ L NiGrdes | Grade23 | AllGrades | (Grade23
E A 1 HTTTTT Any TEAES,n (%] ey 1 sE3) | nE3) | 0w
2 odllL.. TR LTI P [ we) | smy | e@y | s
§ I | I ||
E o «* & s X AE leading to drug Interrupted 807 | 0By | vy [ 91
550 V600E V600E KRAS r-60
E [ o ’. Egﬁ; AE leading to study drug discontinuation 13(94) 96.) 454 454
Ewo 5:':5:; * PR L4100
k Q61R

Xt&: ASCO, 71233 ¢ 2lAX|HH TEAE : X|2 & ghAlist O 48H2(Treatment emergent adverse event)

ADR : 2f2RdliE-S(Adverse Drug Reaction)
AE : °‘%J—f°| HEHES HiX[E 4= Qi= OlAEHS (Adverse event drug related)
;I oxa ’ XFEIASCO, IS ZA 2| AKIMES



ot0|2E Belvarafenib(pan—-RAF X8iX|, Z1-8)

Q= QOF

X|ef/Hro|2

BORR (unconfirmed), n (%)
ORR (confirmed), n (%)
DCR, n (%)
PFS

Median (weeks)

95% C.I. for median
DOR, n

Median (weeks)

95% C.l. for median

Dose-escalation study

NRASm
melanoma
(N=9)

4 (44.4)
1(11.1)

6 (66.7)

24.9
(4.8, 84.0)
2+
17.8
(3.3,37.3)

All pts
(N=67)
7 (10.5)
3(4.5)
34(50.6)

115
(7.1, 13.4)
7
24.0
(3.3,37.3)

NRASm
melanoma
(N=10)
2(20.0)
2(20.0)

6 (60.0)

83
(3.0,21.2)
2t
NA
(NA, NA)

BORR(%) = (Number of subjects with best overall response as CR or PR / Total number of subjects) * 100
ORR(%) = Number of subjects with confirmed best overall response as CR or PR / Total number of subjects) * 100

DCR(%) = (Number of subjects with best overall response as CR, PR or SD / Total number of subjects) * 100

PFS: progression—free survival
DOR: Duration of Response

Xt&: . ASCO, 7|85 MXIE 2|

I2zud

Dose-expansion study

BRAFm
melanoma
(N=6)
2(33.3)
1(16.7)
5(83.3)

25
(8.26, NC)
2
25
(NA, NA)

BRAFm
CRC
(N=6)
2(33.3)
1(16.7)
2(333)

7.5
(3.99, 24.06)
2
135
(10.8, 16.0)

All pts
(N=57)
7(11.9)
4(6.8)
21 (35.6)

7.8
(7.3,83)
4
15.7
(10.8, 16.0)



ot0|2E Belvarafenib(pan—-RAF X8iX|, Z1-8)

MARK pathway ZH K|SO EX Q9F

a

ddtetmd : HdIEo] & 8243,0008F 22 122 J|E0|H(16)

S| /X Wl El
Belvarafenib
7L, 14
M ot ™ dt 2 & (Confirmed
ORR) 6.8%Z XUOLY,
NRAS 0| SM=0|AM ORR
20~44%

SXg02 Q3 o
5.4%

NRAS #0| SMZ X

E2 O £H IEHY A
(NRAS © 0] = M Z 9
15~20% X}X])

MEKO|H HEOM SH X 2
s g g,

TE 4 2042 E8. ¥
14 ‘20128 &8 o™

XtZ: ASCO, Clinicaltrial.gov, 7|125% 2| MXIME H2|
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378, 14

Hl A M 2 o 2 0f PR
50%(5/10) 38X HIO|H &

=

=

M2st 2xg =0 g
LA

ST KRASG12C Holof CHet
X2X s

HHHUZ ANt F& 2
LIEFEH BF O, &2 &8 &

X|ef/Hro|2

LHIE|A
Mekinist+Tafinlar

NCl(op22adgarar)l
MATCH(Molecular Analysis for
Therapy Choice) 8+

£7% BRAF V600E K ol M
Ex i

BRAFE LhAor crpior =
2t g2 =X gl0M ORR
33%1t mPES 11708 A
FERTETEY
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ot0|2E Belvarafenib(pan—-RAF X8iX|, Z1-8)

MARK pathway2 FDA SME M3 X Z0I 82 55

O BRAF X3fit| SMZo =2 &I 2 A2 tHF2 340|M ORR 50% Ol4t, mPFS 512 Ol4t Hroks
Q sho|efEol gidlaty|y 140X ZH| ORR 6.8%, NRAS 10| SMZ ORR 20~44% 2%
&3 240|M HHIZIH e M85 015 3! NRAS H0| SMZo| utgg X|HE A US

(1, $mn)
°f=d H3S Et2t SN HEY ST HlD

2l 2| o,
Zelboraf(Vemurafenib) BRAF V600E/K SMZE  BRAF monomer AKX Roche $216 2011 g;&IMB_ MPFS 5378 vs 1.678. ORR 47.4% vs 5.
— 2| 2| o,
Tafinlar(Dabrafenib) ~ BRAF V600E/K SMZE  BRAF monomer HXK|  GSK - 2013 ?;EAK =h RES 5. A 27501 QIR 5225 v

Zelboraf(Vemurafenib)
+ Cotellic(cobimetinib)

BRAF monomer SX|X| CcoBRIM. mPFS 12.371€ vs 7.271&. ORR 70% vs 5

S M -
BRAF V600E/K SA4 + MEK 2HH| Roche 2015 0%

ob

BRAF V600E/K SAZ,

H|A IL
Tafinlar(Dabrafenib) + EFAF VE0OE HI& M| BRAF monomer X{|X|

. _Q_J _<‘_3_J (o) [e)
Mekinist(Trametinib) BRAF V600 Sl + MEK 18| Novartis ~ $1,155 2014 mPFS 9.37H2 vs 8.871&. ORR 66% vs 51%
oodo

M

Braftovi(Encorafenib)

COLUMBUS. mPFS 14.971€ vs 7.374&. ORR 64%
+ Mektovi(binimetinib)

~ BRAF monomer XX
< vs 41%

SA=E
BRAF V600E/K SA4 + MEK 21H[H| Array $93 2018

O O] Yo|E SC|E+0{EH0| SMZ ORR 58%, SC|& TH=E 45%, O{&0| TH= 19% (CheckMate—067)

* Zelboraf2| " 164 0= $216mn, Cotellic “18H O1= $61mn
At&E: . ASCO, 7|23 elMXIMY He

IezuN



L HIE| A _Tafinlar+Mekinist(BRAF V600 ®10| H1-2)

© Tafinlar+Mekinist §&

« Tafinlar(BRAF Xdl]) + Mekinist(MEK X&)
+ 143 591 XM E8F : H|AMEHQ SME 2HAMer

+ '18¢ OiE $1,155mn
© BRAF V600 E/K/R/D 0| A&

« HEEYH : Tafinlar(Dabrafenib) 150mg + Mekinist(Trametinib) 2 mg
o zE

+ 1X FQ X|E €4, ORR(confirmed) 33%, PFS 3t 11,4918, 0S &

- 2N Grade 1/27} I BHOW, M2 LAY PXE 9

BRAF+MEK AH|X| MSEH 95

X|ef/Hro|2

S5, Dabrafenib (ei) m

*Trametinib

-

Melanoma > 60% ~ 11 months Yes

z
NSCLC >60% (1line) ~10-11 months  Yes g

~30% (21 line) ~ 5.5 months 3

Anaplastic Thyroid ~ >60% Not reached Yes E )
Cancer 3
Colorectal Cancer 12% 3.5 months No §

z -50
Ovarian, cholangioca, 33% 11.4 months No

glioma, others

“New Leslons

[ Patients
(%)
11(33)
13(39)
4(12)
Noteval 5

X2 ASCO, IS5 2| MAMIE] FiF2E

X2:ASCO, 9| =2 EIHXI*JIH

B, L

-||1
_e
0
£
5
oin
2
rz
o

,»adCa




Ootx|

obHl_AMG510(KRAS HIX, )

© AMG 510, First-in—class KRASE12C ||

KRASGE!2C Ho|=
2 oF 13%, CHER 3%, 7|E =
G4l KRASE!2C 0]of CHe X=Xl el

O 1A =Q X|B, O|-x-|Jk-|/|_|-|)k-|

29 SEXf CHEH(HAMZZH QS 1
AMGS510t BHAE A2t 22 *% HOEX %42
Cohort 4 960mg 7X| T o

H|AMIZH 2 PR 50%(5/10)
14 20,88 £2 0IIF

HIAMEHON 5

g 8

% Change in from Baseline
in Longest Diameter

2

s & &

NSCLC: Best Tumor Response* (n=10)

5 out of 10 patients had PR
- 4are confirmed
- All 5are still on treatment

—
© © = [
,,,,,,,,,,,,,,,,,,,,,,,,,, al _ 2 b b
" 1
» " Y
R
:

Patients Receiving AMG 510

[
[
|

* Based onlocal radiograchicscans every 6 weeks using RESST L crtera

At&: ASCO, 7|1&

JlezuAN

alprogess o1 pricrtoweek and s noton thisgrzp

Purnedbose [ 180mg M 3omg [O720mg J %0mg |

dcorfirmes £ post cata ctoff
terge lesions atweek 18, sostdatacutoft

= 2 MK|HES

BYHEG o KL QXL KRASS| codon 12014 80%2| #0]
TH 1~3% KRASE!2C #0] 2hy

Lt DLT(ESHIZ=S

, PRs(confirmed) 40%(4/10)

XtE:ASCO, 7|18

X|ef/Hro|2

g3t Lo,

) YA $UAS

S
=
3
=
3
s
=
3
8
&
8
8
8

&
]
]
8
8

% Change from Baseline in Sum
of Longest Diameters
5

8

E

Patients Receiving AMG 510

* Based onlocalradiographic scans every 6 weeks using RESIST L. criterla
1.CRC patent progressed pror to week 6 andis not on this graph
4 appendix patient had clinicaly stable disease but is not shown on ths graph

PlannedDose [ 180mg M 36omg [ 720mg [ s60mg |

22 3| MKIHE]



X|ef/Hro|2

ofold|&Ho|2_ABLOOT(VEGF x DLLA4)

© ABLOOT, HO| Y lad A1t OfH| @5 L&
=

©D=I

. VEGFQ} DLLA49| O] X}EtO 2 VEGFQ| LhAde =

- 3TLX| OJAtO| 7| E SIBIX|2E W 18| BX} [HA

BAF CHH| QFRA 94

. S ABE Z DLT PG| UUS.

- X|2 2H3 O|AYIS(AES) TEYL, H,_I6E
1t

2 A o
« ABT-165& 7.5mg/kg Zut F0|A] QtFd 0|4

O 2s 22 E tH| 2= 0 2H|2t RAL

* DCR 59%, 22Yt2 PR 6%(1/17), QM SD 53%(9/17) &2l vs 2FWE 1at0lA PR 4%(2/46), SD 35%(16/46)
vs O 2H| 1aolA PR 11%(5/55), SD 55%(30/55). ABLOO12 1b/2at& stetk|g 22 2 PD-1 2H2t E8 A=

AR YH iRt 2= Waterfall plot
4 100
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S X2k YYBIO1(HGF Ef2Il 3Al)

A

= O oa o
o ZEEZAMEOIXHHGF)O| E0|MOE ATHY &S2 AH|SHD, YYBI010| HGF-cMET ASHEK|H| KHTts) 2tol A%t
OlF, HEE 9= 7N
O oM ¥Ntas
. ?_rxl_-l)kc;l olg (4'=:10|A|- HXIR HFHOLE!

(=] T o E|_|_|:|)
2 PR(confirmed) 2.5%(1/39), 9
H 178 5 13G0| LA
© YYBI012 0|2|wE2Ha HR0t0] X127t 0f24 @ HO|4 hAR! SHX} At 2 24 A/
b ErS Of| 2L, X[Z271 02 ML DHY SXHE A O 2 1H0AM 8H30| Ligte M2 3™H

=~

Ly EEsL T 2% 20mg/kg &9l
8 SD

43 5%(17/39)

LAE SH 4%t

POSTER BOARD
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032 © = HO|E]

Efficacy of YYB101 in Advanced Solid Tumors

Best Oversd Ao
W PO (Progressive Cisesss) W SO (Stel

Maximal change in tumor size (%)
§8883

$4883048

sonse
tie Disease) B PR (Pavel Response)
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O|=3H| Pasotuxizumab(BiTE, PSMA x CD3)

© Amgen/Bayer?| Pasotuxizumab(PSMA x CD3) 14}, 0|4 7‘|*1|7(‘|§>M
+ M M BEHAHMCRPO)E 027t EX) o

J 40, MK 2 B0 ¢l
- PSMAL F2IMQI0] 3frsd

2rH(94%) 0t 23H69%)

= o O|YES AEs 94%. JHy 2r a8z &
6 tOIEFIQIMEE 19%(n=3) LM

I
=

I
<!
-

3(
Lt ] JHsot orxAd Hol

- BITEZ Bof3tory|2 1%

SOl =S LIEHHS XX QlAf A2 ITAEO CHot 2HA =9e

TAE| ST BN

Z|CH ZZFOM A0 2t @5 LIEHH
i &‘ia“

DR N s ‘Uw
Enggl il
/

W Pasoloxumab 5 giday (n=3)
W Pasotocumab 10 pgiday (n=4)

A =TT T T T T
06 W1 10 18 2

7,4 8 4l 12 8 4
Patent Number
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O|%4H| LAG-3 x PD-LI

© F-star?| FS118 (& LAG 3 x & PD-L1), 0¥ 14
* PD-1/PD-L1 89 &I UHY 2 Y2 = 1 T &
© AZE 1~eNHX| REYD, BSE 7 SFL 18,128 AE QM U 52 JEIX| otds.
© MYUYOIM LAG3 TS| + PD_LT S5 S8 U] OSSN 3Y 37| 4271 H EUS

O o|SgH(0f Thet &jmOte| =2 2ty
- 030 SE(FS1181F 47 0|5 o
© FS1182 A 7H8 M U= 2. F-stare

O & = A
OH

M olAr AT}
15007 @ fsi18 surrogate mAb?

_ @ LAG-3 mAb + PD-L1 mAb
ME ® |AG-3/mock mAb’
EIOOO “ PD-L1 mAb

; @ LAG-3 mAbDb

= @ 1gG ctrl

=l

>

B

© 5001

£

=

-

IlS 20

Time (days)
10mg/kg each antibody
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) SSHL 2 10 S2(2F $1.13bn) MEXN MG W2 ("17.6)
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|MHALE HIHTX| $56mne| X2 FX[0f HS

28 'AMI106'(CHE Y, T )2t O O[H|AHI0|R ‘ABL501" E8H LAG3 x PD-L1 ER O|STHIE T THAHOIM JHE 5

ES118 2|1

2.PD-(L)1 +LAG-3

1. PD-(L)1 monotherapy 3, FS118 mAb?

monotherapies
Tumour/AP i
suppresses
Resistance
resistance
g a ¥
v " } ¢
Teell
1AG-3 expression 1AG-3 expression Sgrificant reduction
Increase Increa In LAG-3 expression
Upregulation of LAG-3 increases LAG-3 expression still increasing Differentiated MoA addressing
resistance following PD-1/L1 therapy following treatment with combination LAG-3-mediated acquired resistance

© 00 000

Partial response “Suboptimal” T cell activation “Optimal” T cell activation
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O|=4}H|_ PD-L1 x CTLA4
O Alphamab®| KN046 (2 PD-L1 x & CTLA4), RIdid 0t 14
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O dId&:
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c 238 ¢
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2r3HgHl CAR-T_ BCMA Ef3il
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© Nanjing Legend , CT103A(212tat BCMA ERI CAR T) [ /H X CHed E4+F . PK HIO|H
* BCMAQ| &&1t 1E910| CH-d =32l X0 20
o XIHT MIEE #8% 2MITH CAR #Z X[&X|
O it as
. XQ AEs: YAIXO|D 2| JHs. ORR 100% 212 . 12 5 40| $HAte 0]0] CAR-T XS ¥re Ht 9Ig.
O AIAHH
+ OfX X7| HIO|Eet= &, BCMA ERU X[ 20| AIist 2tXt IO 25 X|& Jhse &= AUCe 20| QHY
o U I E E5F BCMA CAR-T(CIEHdE4X) e 0|0, 2N =2 ©& GI0|EI} LIgtH= M 28X Chor AXMo) H
HX[X| 47| UM A&t JHEro| THesi Hel
- BCMAZ O|E3HH| JHe M= QUOM, QIO 2HAl =8, *19.28 Of=H|7} TeneoOneo| NB-383B(BCMA x CD3, 14

£ up front 9,0008+ E2{0] Q1=

TAE| ST BN

\ Bk EEE

Xtg: AFEL & HEA| ASCO, 7183 2K
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Response Assessment: Rapid and durable responses in patients treated with CT103A

l\l()6 CAR" cells/kg

014001 >

L — S ORR 100%
01-002 — (Overall Response Rate)
01-004 - >
3x108 CAR" cells/kg CR 64%
01005 =» (Complete Response)
01007 »
g 01009 - =1 VGPR 36%
g 6x106 CAR" cells/kg (Very Good Partial Response)
S 01010 =
a
01011 Hcr
01-012 VGPR Number in red are patients failed prior
2 PR ;
CAR-T therapy. (Data cutofT: 05/22/2019)
3x10° CAR™ cells’kg MR
01013 - WD
NA
01015 -
01016 - 4
0 50 100 150 200 250

Days after infusion
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HER3 ADC_ U3-1402 1%

© CtojoIm|AtzR 9] U3-1402, HER3-EfZ! ADC
* EGFR-TKI LA Qi F0|%d EGFR SXHO| HIAM ZLHQ A 14
O ot™’ gt &
. sEol TEAES(IIE T Edoh O|MEEE)E 1,26208 &2| JtsE.
* PR(EE Ht3) 25%(4/16) LHHOH, £0f gre e BXtoA 22| 37| F0iE.
O AAE
* HER3 E}2Yl 5t= M| 2 2UH O]+ MHX|A I} ISUTOA(ErbB3 XoHH]) 14 S22t it 0|0, part 10IAf PR 19 2y
+ U3-1402& BX3H 53S Zotot7| Qo ADC(EHI-E 2BHH)E Ar8sts 202 B¢,

- U3-14029f ISU1042] ZEXS 0|XZ0|24Q0t &2 ‘WAM/HO|'S ENOR SICH= & U3-1402< EtI2lA X4 Of
SOl & LHAO] M7= HIAM|IZIH 22X} THAE ISU-104E X271 03 FE2 Uy

HER3 251 10| EGFR TKI LH4H SRIOIA S K| 25 Waterfall plot
H-Score: 1 H-Score: 181 H-Score: 202 H-Score: 248 " 2
- =1
— : - o
1 Ll y ‘\’-\L’&‘ 5 L
) AT
e, ‘u\," ,b'- i A/
AT Wamghg 0
MW Hismghg &
DR ) .
', 1‘ fm Wit v W 6.4my/ig ‘g o
Reofimed % 40 PR
§ DFCI 306 DFCI 161 : DFCI 259 4 DFCI 284 atal 8 &
response
0% 104
i ‘ . "
§s P R
5 -100
T TTITI T T T T PR acthating mutaions | 456 st a5 56e [P R ) e ) DR PR oot
oo bon Do i NN NENE T 13 ™ TN T T
Osimertinib resistant Erlotinib resistant Erlotinib resistant Osimertinib resistant e T 13 1

(Ex19del/BRAF V6OOE)  (LBSBR/MET polysomy)  (L8S8R/T790M negative) (Ex19del/T790M)
Amplifications® | NN NENE Eq  co4 | HER 3

196 control_*U3-1402 HE Yot ek for ation watss [ Canomc ataion ot et
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O ZOL-32| mRNA-4157, X 27tstt DY 14 &= U I EZ2C HE
* MRNA-41572 A SIS 20707HK| LS olsH= AlM o X2 WAOZ JHQI gt X|ZH|Y
+ 32} 50-50 22 0|2 Hig S
oM Y as
* MRNA-4157 ©= 353 0|49 8Xt2 YrAL|X| UUS. 253 SXH2 31%(4/13). DLTs ZHEE[X| AL,
* MRNA-4157+7|EZLt €8, 352 0|4 £XE8 17%(4/23) LAl
o 1HO| A SHXIoJ Al 2 28, PR 25%(5/20), SD 30%(6/20).
O GO &E dts
. WE TAEO| ZIS| YL QDL 22|04 B4 YAOLL mRNA-41579] HH220] OIAEO|X] 94Xt ASCO ZIZHH BELY
It -16% otet

B2 K4 BHO X0 A SiXt W2 E0iI7 o

Prior

Cheekpoint
(R Responses In patients recelving combination Total (N=20)
00240008  NSCLC X .
o400 s > Best Overall Response
00140011 HNSCC ° o (n)
00340013 NSCLC x k<] m— e
prorei o § | —o— O Complete Response (CR) 1
00340020 Melanome x o e
00540021 NSCLC X £ |
Tt b k|5 — Partia Response (PR 5
moion e x | D | waeatn
P A — Stable Disease (S0) b
00540000 Bladder . ] o ——
oo weaic | ——— Progressive Disease °0) 8
00340040 Bladder X Fe] Yt
00140042 NSCLC X € | ——
00540043 NSCLC X @ | Wendwn
00140044 NSCLC X | O —
00140045 Bladder X _ D
oo o X ——

PemboRinin 0 3 6 9 12 f5 18 21 2% 27 % 3 % 9 42 45 48 5t

Time on Study (Weeks)
WO00mg W O13mg M 0¥mg W 1mg (30 MRANAOn Pevmmom
kCcR O OPo [ Death
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IDOXSHN|_epacadostatet 7| EZC} 244
CTPSBS|

© QIMIO|E(Incyte), Epacadostat(IDO UK, 21t I EZCH HE UXMK 8=
* O|OF9I=AELEE IDO1E AH|SHL B O|M|2HE S HAAK|AEHOA HAXZ MEHZ HHY S

o

- 3 PD-1 SO HXXSB0|A ORR 0~18% 24

O OtXA gl B

o
* 299 Xt A}, best ORR 3%(1/29), DCR(CR+PR+SD) 48%
. SXYMEI|Z SYFMPFS) 8%, LA IR 12 53,
© *I*f’é.*
Xlch 18.48 OIFIEAELEQ} F|ERCE HE HHEIHs/HOIY SHF thy 3**01|A1 PFSQF OS S28tX| 2310 Al
ShHt Q2. O|H 85 XS5 MO Z HE X|ZH| ORR 3% QIAXOl £=X| OtL|A
SXIoH MZ=D| 2t T|O|E HE E0F B s
S - :
J ! Best Objective Status RECIST v1.1 irRECIST
: H’I N(% N
3 L Complete Response (CR) 0 0
‘ =S Partial Response (PR) 1(3%) 1(3%)
31 s Stable disease (SD) 13 (45%) 13 (45%)
i Ty Progression of disease (PD) 15 (52%) 15 (52%)
. | Death/No assessment 0 0
2 ! ‘ ; Disease Control Rate (DCR) 14 (48%) 14 (48%)
- B e 5 Best ORR 1(3%) 1(3%)
Figure 2. Progression Free
Survival
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© 4iEf(Nektar), NKTR-214(IL-6)2t
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BEMPEG(NKTR-214) &
PD-L1 SE2= HHYE

=0 o
S oF e

X|ef/Hro1L

0j|X PD-LT S4

E-Ye] 2=X
So=

oMY A as
s 47| EME A ORR 53%(20/38), CR 34%(13/38)
« XO|A QZAMI|MZA(MUC) ORR 48%, CR 19%
+ OtHM E0| AFY UAS. LHEE(95%) 2218 1,2 55
O ¥H US
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MF2HSHY Imprime PGGLRt 7| EZCt

O Biothera, Imprime PGG2t 7| EZL} HE FO|Hd ME5SHLUA(MTNBC) CHA 24
* Imprime PGG(Dectin 2|4lE] 0{OL|AE)= o
oedd e as
o HYTIOHH HEQHOZ mTNBC ORRO| HHHIA|Q 5%, EIMEZ 6%, I|ERCt 5% CHH| IMPRIME 1S OF 3H] &2
16%(7/44) B QT BBH(CR) 2.3%(1/44). FH| M= Z2tgF 1371

- ¥5-B5E £XBoR 42 PRSI U,

O© AIAHE

El

X
1o

rk

[=]
nn

- TNBC HS502 8 Q4 HLAK= HUUAO| 5t0|2217+7|EST 2y 1b/2MS X3 ZO2 Imprime HIOIEIS &
O e BS2 WE B 4 9Jo%| ZaY

+ X0l TNBC JHE Xl 5 X2 AACROIN =5 22 AN =2 HIME= -ipatasertib-IH22|&d HEL2 = 1bd ORR 73%
7| =t HE US.

I PHR O K| CHEDE B BT FH| MZ Glo|E]
g § 1.0 ;
Bavencio® | Tecentriq® | Keytruda® IMPRIME 1 .
Clinical Measure % (N=58) | %(N=94) | % (N=170) % (N=44") R
Overall Response Rate (ORR) 5.2 6.4 5.3 15.9 08 N N
Stable Disease (SD) 26.0 13.0 18 38.6 3 ]
Progressive Disease (PD) 65.0 64.0 60.6 40.9 2 l : ) )
4 on o ./ months
Disease Control Rate (DCR) g S;;ng\’lal Survival 3
- CR+PR+SD any time 31.2 19.4 23.3 54.5 «n 04 71.5% er2
- CR+PR+SD > 24 weeks NR 10.0 76 250 : 1 Yoar-, . =
Survival :
64.2%
T - -~
Median Overall Survival (mos) 9.2 73 9.0 13.7 0.2-| Median Follow-Up 12.7 months
Overall Survival Rate (%) reported median follow-up.
: Keynote-086 = 9.6 months
6 month A 600 69,7 Ll Dotted lines = 95% confidence interval
-9 month ~50.0** 44.0 50.0 715 0D
- 12 month 371 370 398 64.2 0 100 200 300 400 500 600 700 800
OS Censor Days
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@)
O OtdA Tl =

O X-Q-O

+ Best ORR 34.4%. mPFS 3.8

, mOS 111
S5 014 AEs 69%, 212t AEs= 47%

[EI2) /IS 2|EH e Xo|A
PD-L1), Cotellic(MEK XsHX), Z+Z2|EH4d(cytotoxic) EE

EC =

X|ef/Hro|2

HESERLYUMTNBC) Uiy 2d

a
Y I XEXNZE 28 &

| ALSO M RXBO2 O3t of

O AlAHE
- EIMEZS AEgMQuier X2H2 A0 Yo X|Xo| ol
JHEE Ottt T 20f 4.87HE ChH| =2 LIEHE,

2y
. 24705592490t 52 458

dro
OI:I
A0f, TNBC S| L M= EIMES| HE Q

*I’é*% L0 flo E|MIESIDt BF S 2 ute| LiYet E8 QS A=

SIOH|('19.38). Ot=2fitit Hg QHO= 4

l #9] HIO|E{E F0f HO{oF A UAS AO = HY

2= 4oy
Best Overall Response Atezo(:-‘ St;l;n; Pac  Atezo + Cobi + nab-Pac

(n=31)
Objective response rate (95%

Ci).n (%) 34.4(18.6,53.2) 29.0 (14.2, 48.0)

Complete response, % 2(6) 0

Partial response, % 9 (28) 9(29)

Stable disease, % 11 (34) 16 (52)

Progressive disease, % 10 (31) 3(10)

Not done, % 0 3(10)
Duration of Response (n=11) (n=9)
?ggf,‘/‘fgl‘)’”[fgms"f response 58 (44, NE) 11.0 (7.3, NE)
Range 1.9-14.9* 1.8"-11.6"

At&: ASCO, 7|23 elAXMdH
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Atezo + Cobi + Pac  Atezo + Cobi + nab-Pac

(n=32) (n=31)
Median PFS (95% Cl), months 3.8(3.0,74) 7.0(3.7,12.8)
Median OS (95% CI), months 11.0 (9.5, NE) NE (10.2, NE)

Atezo + cobi + Pac Atezo + cobi + nab-Pac

PD-L1- PD-L1+ PD-L1- PD-L1+
n=9 n=16 n=11 n=15
Median PFS, mo 37 9.0 56 70
(95% CI) (1.9,5.6) (1.9,9.0) (2.1, NE) (3.7,9.1)
Median OS, 11.0 105 NE NE
months (95% CI) (5.5, NE) (9.5, NE) (9.4, NE) (10.2, NE)

* PD-L1 IC+, = 1% of tumor area containing PD-L1 stained IC; PD-L1 IC-, < 1% of tumor area containing
PD-L1 stained IC.
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