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Table 2. Antitumor activity of GB268 by tumor type.

Response, | HR+/HER2- breast cancer NSCLC TNBC 0var|an cancer Colorectal cancer HCC
) (N=21) [N 13) (N=12) = (N=13) (N=10)
0 0

ORR, n (%) 4(19.0) (15.4) 1(8.3) 2(33.3) 1(100)

PR,N(%) 4(19.0) 2(154) 1(8.3) 2(33.3) 1(100)
SD,n(%) 13 (61.9) 7 (53.8) 5 (41.7) 1(16.7) 0 8 (61.5) 5 (50.0)
PD,n{%) 4 (19.0) 4(30.8) 6 (50.0) 3(50.0) 0 5 (38.5) 5 (50.0)

DCR,n(%) 17 (81.0) 9 (69.2) & (50.0) 3 (50.0) 1(100) 8 (61.5) 5 (50.0)
ADC, antibody—drug conjugate;, CPS, combined positive score; DCR, disease control rate; HR+, hormone receptor—positive, ORR, objective response rafe, PD, progressive disease; PR,
partial response; SD, slable disease; HCC, hepatocellular carcinoma; NSCLC, non-small cell lung cancer; RCC, renal cell carcinoma, TNBC, friple-negative breast cancer.
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Figure 2a. Antitumor activity of single-agent GB268 in HR+/HER2- breast cancer.
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Figure 2b. Antitumor activity of single-agent GB268 in non-small cell lung cancer.
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Figure 2c. Antitumor activity of single-agent GB268 in ovarian cancer.
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Dose escalation .
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(Accelerated titration & 3+3) Dose expansion primgry endpoints:
- Safety, dose-limiting toxicity

(40 mg/kg (n=3- Secondary endpoints:
m#mﬂ Selected 30 mg/kg (n=30) - Pharmacokinetics
m n=J- dose - Efficacy: ORR, DCR

™ N3 cohorts - PD-1/CTLA-4 receptor occupancy
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mg % n="1- Accelerated - Serum free VEGF levels
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IV administration every 3 weeks until disease  During dose escalation, selected dose cohorts confirmed as
progression, unacceptable toxicity, or safe by the Safety Review Committee and showing

withdrawal of informed consent. Based on pharmacodynamic signals or antitumor activity may proceed to
accumulated safety, efficacy, and PK/PD dose expansion.

data, further explore other dosin

frequencies, such as 20 mg/kg Q2W.

Figure 1. Study design. Dose escalation and dose expansion cohorts.
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Table 1. Patient demographics and baseline characteristics (N = 107).

Overall Overall
(N =107) (N =107)

Median age, years (range) 57 (29-74) Previous immunotherapy, n (%) 27 (25.2)

Male. n (%) 38 (35.5) (F:);Oe;wous anti-angiogenic therapy, n 43 (40.2)

ECOG PS 0, n (%) 49 (45.8) Tumor type, n (%)

ECOG PS 1, n (%) 58 (54.2) Breast cancer 39 (36.4)

Asian, n (%) 107 (100) Non-small cell lung cancer 14 (13.1)

Previous lines of therapy, n (%) Colorectal cancer 14 (13.1)
1line 34 (31.8) Hepatocellular carcinoma 12 (11.2)
2-3 lines 48 (44.9) Ovarian cancer 6 (5.6)
> 3 lines 19 (17.7) Others 22 (20.6)

Data cutoff: 15 September 2026, median treatment duration, 69 days, (range, 19—278); median follow-up,
75 days (range, 19-278).
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Grade 23
Aspartate aminotransferase increased 30.8% 1.9%
lanine aminotransferase increased 1.9%

Hypoalbuminaemia

Anaemia 0.9%
Pyrexia
Platelet count decreased 1.9%
White blood cell count decreased 0.9%
Hyponatraemia 1.9%
Rash 0.9%
Hypothyroidism 11.2%
Hypercholesterolaemia 11.2%
Lymphocyte count decreased 10.3% 0.9%
0 10 20 30

Patients with TRAE (%)
N Any grade N Grade =3

Figure 3. Any-grade treatment-related adverse events reported in 210% of patients (N = 107).
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Figure 4. Pharmacokinetics and pharmacodynamics of GB268.
(A) Serum concentration—time profile; (B) PD-1/CTLA-4 receptor occupancy on peripheral blood T cells.
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