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to bind to cytotoxic T-lymphocyte-associated protein 4 (CTLA-4) and programmed cell death * Median treatment exposure was 2.2 months (range, 0.7-9.2) in cohort A and 2.9 months (range, edasu hab e Disease at Baseline and ostbaseline Assessment in Cohort A (A, B % A Initial PR assessment Hyponatremia 20% L
protein 1 (PD-1), demonstrated manageable safety and preliminary signs of clinical activity in a 1.3-12.0) in cohort B and Cohort B (C, D) £ A §8222’:§2$§£R g creased appetite 17.1% L12%
. . . . - 17.1% I 14.6%
phase 1 study (NCT03761017/CP-MGD019-01)>% * Atotal of 39/42 (92.8%) participants discontinued treatment (A) PROC (Cohort A) S ® PD assessment Cytokine release syndrome — 14.6% 14.6%
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ECOG performance Status’ n (%) 2PD includes only objective PD. PD or death immediately after 2 consecutive missed scheduled tumor assessments or after initiation of alternative anticancer treatment are not counted as an event.
Figu re 1 Trial Design 0 13 (54 2) 12 (70 6) Weeks since treatment initiation CCGC, clear cell gynecologic cancer; Cl, confidence interval; PD, progressive disease; PFS, progression-free survival; PROC, platinum-resistant ovarian cancer. PROC (Cohort A) CCGC (COhOI’t B)
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* ECOG Performance Status of Stage 1 Stage 2 Tumor metastasis, n (%) .‘..; a 30 alanine aminotransferase increased (29.3%); and aspartate aminotransferase increased, pyrexia, . .
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Measurable disease per Cohort A, PROC OSSN Cohort A, PROC Liver 4(16.7) 6(35.3) &2 -10— — Grade >3 TRAEs occurred in 20 of 41 (48.8%) participants PROC (Cohort A) CCGC (Cohort B)
RECIST V1.1 Lorigerlimab Lorigerimab Primary 5% 30 | CIITCTT ORI S S R R - . _ S : ”
- 6 mg/kg IV, Q3W 3 mg/kg IV, Q3W ! Lung 3(12.5) 4(23.5) X PR, (%) 4(25.0) — Fatal TRAE (septic shock) occurred in 1 of 41 (2.4%) participants in cohort A (Table 2) s O — —ns "
* PARP inhibitor allowed but (n=21) (n=19) endpoint: oth 23 (95.8 14(82.4 3 —50 — so.n(%) 3(18.8) £ 50 —
not required? ORR¢ er (95.8) (82.4) a —70 - wenta Slos) * TRAEs led to lorigerlimab discontinuation in 10 of 41 (24.4%) participants (Table 2) S 40 .
i i i -, -, 0;1 irme , n/N (% % . [ .3-52. . . . . . ;E; 30 Y ° o o
PROC (cohort A) Prior lines of therapy, median (range) 2(1-3) 1(1-3) 90 —| iR (Chephest sa ol b0 55K Cll 71 (458) 16.6-10) » Safety monitoring and management guidance and close surveillance were implemented to support £ 2 / - / %.
. HGSO.C' epitheligl ovarian, Key secondary Number of prior lines, n (%) CPsscore] 8 | NA | NA | 8 | 2 | o | NA] 10 | o | o | 25 |05 ] o5 ] 3 | o | 3 the early identification and mitigation of potential risks 10 ”5/9 / e/. & .
fallopian, or peritoneal endpoints: 1 4 (16.7) 9(52.9) MSlstatus| MSS | NA | NA |Other’| NA | NA |Other?|Other’| MSS | MSI-H| MSS [Other®| MSS | MSS | NA | MSS 0 D D PR PR D D "D )
can?er ‘ ‘ Safety, DCR,e 2 9 (375) 6 (353) BOR| PD PD SD PD PD SD SD NE PD PD PD PD PR PR PR PR Table 2. Summary Of Adverse Events in COhortS A’ B’ and Overa" CiD1 C1D8 CiD1 C1D8 CiD1 C1D8 CiD1 C1D8
* Platinum-resistant disease H;SZ resmlnlnseS; If >8 responses DOR, PFS 3 11 (45.8) 2(11.8) Confirmed BOR @PR @sp @ rPD
stop enrollmen : ) ) 5 5 ) ) ] ) : . ) )
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* 1-3 prior lines of systemic warrant e Prior therapy, n (%) vents, n (%) n=24 n=17 N=41 Significance: ns, P> 0.05; *, P.< 0.05; **, P < 0.01; ***, P < 0.001. ' ’
0 o continuation G Exploratory 200 N BOR, best overallll respon’se; C, cycle;’CCéC, clear ’ceII éynecologic cancer; D, day; ns, nonsignificant; ICOS, inducible costimulator; PD, progressive disease; PR, partial response; PROC,
therapy (Includlng endpoints: P|atinum-containing regimen 24 (100) 17 (100) 180- TEAE 24 (100) 17 (100) 41 (100) platinum-resistant ovarian cancer; SD, stable disease.
‘Lf):s:l‘i’ztﬂ‘s:::yaizd 05, PK, Taxane 24 (100) 17 (100) 1601 ® First new lesion TEAE grade >3° 16 (66.7) 11(64.7) 27 (65.9)
D i el . 1404 ) TRAEP 23 (95.8) 17 (100) 40 (97.6)
q q q immunogenicity, Bevacizumab 19 (79.2 9(52.9 c P Treatment ongoing
mirvetuximab soravtansine) biomarkers 79:2) (529) s 120+ TRAE grade 23%° 12 (50.0) 8 (47.1) 20 (48.8) CONCLUSIONS
CCGC (cohort B and C) PARP inhibitor 16 (66.7) 3(17.6) 32 100 Serious TEAE 15 (62.5) 8 (47.1) 23 (56.1)
21 prior systemic regimen® CCGC (cohort B) PD-L1 expression, n (%) ‘g:'; § 801 Serious TRAEP< 12 (50.0) 6 (35.3) 18 (43.9) * As of the September 1, 2026 data cutoff, lorigerlimab demonstrated encouraging preliminary
«  Prior immune checkpoint Lorigerlimab 6 mg/kg IV, Q3W (n=20) CPS <1 3(12.5) 6(35.3) sS 28: Sericlws TRIID\E grade 232F 10 241-)7) 5(29.4) 15 236-;5) clinical activity in participants with CCGC, achieving a confirmed ORR of 25.0% and a DCR of
inhibitors allowed for clear £ E Fatal TRAE 1(4.2 0 1(2.4 43.8%
CPS 21 18 (75.0 8(47.1 o 204 P )
cell endometrial and clear (75.0) (47.1) $ S : B TRAES of special interestb 14 (58.3) 9(52.9) 23 (56.1) . T B rlimat . el Y
T T Unknown 3(12.5) 3(17.6) 5 Cytokine release syndrome 3(12.5) 3(17.6) 6 (14.6) e safety profile of lorigerlimab was manageable and consistent with dual PD-1/ F
Exclusion criteria (all cohorts) MSI, n (%) G —207 Infusion-related reaction 3(12.5) 3(17.6) 6 (14.6) blockade; higher rates of grade >3 serious TRAEs were observed in the more heavily
’ X —40 *3'\0_.3__5‘1\0 Immune-mediated hepatotoxicity 3(12.5) 1(5.9) 4(9.8) pretreated PROC cohort
*  Primary platinum-refractory CCGC (cohort C) MSS 17 (70.8) 7(41.2) —601 o - Immune-mediated cardiac toxicity 1(4.2) 0 1(2.4) . " ; - . .
disease® Lorigerlimab 3 mg/kg IV, Q3W (n=20) MSI-H 0 1(5.9) -80+ —= S e T et i 9(37.5) 6(35.3) 15 (36.6) Peripheral blood immunophenotyping data demonstrated T-cell activation, consistent with
-100tY————"—7—7—7—"——7—— 7777777717 Capillary leak syndrome 0 0 0 the mechanism of action of lorigerlimab, in both PROC and CCGC cohorts, and
Unknown 7 (29.2) 5(29.4) 0 3 6 9 12 15 18 21 24 27 30 33 36 39 42 45 48 51 54 57 60 63 66 69 . - S—
Others o 4(23.5) Weeks since treatment initiation TRAEs leading to dose interruption 10 (41.7) 11 (64.7) 21(51.2) across BOR groups
N ) ) , , ) i I ) . er . ; f P ionb . . . . .. .
e e e on b e AR A i 5 e, s o i et s ke it e hrp. TRAEs leading to drug discontinuation 71292) 3(176) 10(24.4) * Further evaluation of lorigerlimab in participants with CCGC may be warranted

Primary platinum-refractory disease was defined as disease that did not respond to (ie, complete response or partial response) or had progressed within 3 months of the last dose of first-line
platinum-containing chemotherapy. 9By investigator, per RECIST v1.1. ©DCR was defined as participants with a CR, PR, or SD for >3 months.

BRCA, breast cancer gene; CCGC, clear cell gynecologic cancer; CR, complete response; DCR, disease control rate; DOR, duration of response; HGSOC, high-grade serous ovarian cancer; IV,
intravenous; ORR, objective response rate; OS, overall survival; PARP, poly (ADP-ribose) polymerase; PF, platinum-free interval; PFS, progression-free survival; PK, pharmacokinetics; PR, partial
response; PROC, platinum-resistant ovarian cancer; Q3W, every 3 weeks; RECIST, Response Evaluation Criteria in Solid Tumors; SD, stable disease.

aBased on National Cancer Institute Common Terminology Criteria for Adverse Events (NCI-CTCAE) v5.0. bIncluded events with causality assessments of 'Possibly', 'Probably,' or 'Definitely’
related to lorigerlimab. The only serious TRAE occurring in more than 1 participant was pyrexia (n=2) in cohort A. dIncluding, but not limited to, diarrhea, colitis, pneumonitis, dermatologic
toxicity, hematologic toxicity, nephritis, hypophysitis, hypothyroidism, hyperthyroidism, and neurotoxicity.

CCGC, clear cell gynecologic cancer; PROC, platinum-resistant ovarian cancer; TEAE, treatment-emergent adverse event; TRAE, treatment-related adverse event.

2MSS/MSI-L. ®Low probability of MSI-H.

BOR, best overall response; CCGC, clear cell gynecologic cancer; Cl, confidence interval; CPS, combined positive score; DCR, disease control rate; MSI-H, microsatellite instability-high; MSI-L,
microsatellite instability-low; MSS, microsatellite stable; NA, not available; NE, not evaluable; ORR, objective response rate; PD, progressive disease; PR, partial response; PROC, platinum-resistant
ovarian cancer; SD, stable disease.

20ther includes low probability of MSI-H and MSS/MSI-L.
CCGC, clear cell gynecologic cancer; CPS, combined positive score; ECOG, Eastern Cooperative Oncology Group; MSI, microsatellite instability; MSS, microsatellite stable; MSI-H, microsatellite
instability-high; MSI-L, microsatellite instability-low; PD-L1, programmed death-ligand 1; PROC, platinum-resistant ovarian cancer.

— Enrollment is ongoing in cohort C evaluating lorigerlimab 3 mg/kg Q3W in participants
with CCGC
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