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BACKGROUND

* Myeloid-derived suppressor cells (MDSCs) represent a significant
immunosuppressive mechanism in various tumors. MDSCs are found

RESULTS

A total of 17 patients were enrolled in the study into dose groups of 45 mg/m? (n=3),

HF1K16 restore the immune system

90 mg/m? (n=5), 120 ¥ (n=4) and 160 mg/m* (n=4). The patients’ diagnoses and Longitudinal study during HFIK16 treatment
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patients with refractory solid tumors.

METHOD
The HFIK16 phase Ia clinical trial (NCT05388487) is being conducted
to study the tolerability and safety of HF1K16 in patients with refractory

* Areduction in the number of MDSCs was noted during the dosing regimen
* Longitudinal study showed HF1K16 reduce peripheral circulating MDSCs after 3 cycles of treatment.
* HFIKI16 has been demonstrated to facilitate the restoration of peripheral lymphocytes through a multi-dosing regimen
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solid tumors based on a "3+3" dose escalation scheme (45, 90, 120, 160
mg/m?). Eligible patients had prior confirmed advanced solid tumor and
failed standard treatment. HF1K16 infusions were administered in 21-day
cycles (q.0.d days 1-14) and repeated until EOT. Safety and tolerability
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“Window of Opportunity” IHC analysis HF1K16 demonstrated preliminary efficacy in
the treatment of advanced and recurrent

gliomas
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records, repeated dose PK parameters as well as exploratory PD analysis 1204 Overall survival
of PBMC samples are evaluated during the first cycle of treatment. 1004
Peripheral blood mononuclear cells were collected and analyzed with flow 04
cytometry to monitor the changes in myeloid cell phenotype and T cell cycle. 8 had received treatment for at least 3 cycles and 1 had achieved CR after 15 0
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After the completion of S-cycle treatment regimen of HF1K16, a

* In light of the promising preliminary efficacy results observed during recurrent grade-4 GBM patient proceeded with surgical intervention

the dose escalation phase, we proceeded to establish an expansion
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cohort in gliomas. Patient enrolled in this cohort would receive a fixed * The IHC analysis of the tumor revealed a paucity of MDSC within the Cancertype 0 mOS() mPFS(d)
dose of either 120 mg or 180 mg depending on the patient's condition. tumor mass, accompanied by a notable infiltration of T cells. 100 Ovein Comce ‘("'":t"“'" : ';I‘: ’:‘:
* The patient has been able to maintain a satisfactory quality of life for a 120 et . - =

period exceeding 9 months following surgical intervention, with no
additional radiotherapy, chemotherapy, or other pharmacological
agents, and no evidence of recurrence.

Observed preliminary efficacy of HFIK16 in glioma . i .
« Effectiveness of HF1K16 in solid tumors (left).

« HFIKI16 has the potential to be an effective treatment for brain
tumors (right).
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Conclusion
HF1K16 is well tolerated at the 45 mg/m? 90 mg/m? and 120

HFIK16 HFIKI16

(90mg/m?)

HF1K16 is well-tolerated in recurrent glioma patients

Table 4. The most treatment-related adverse events (AEs)
Treatment-related Adverse Events
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(n=5) mg/m’dose levels when given as monotherapy.

Event All grades Grade 3 Grade 4
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