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Check the appropriate box below if the Form 8-K filing is intended to simultaneously satisfy the filing obligation of the registrant under any of the following provisions (see General Instruction A.2. below):

· Written communications pursuant to Rule 425 under the Securities Act (17 CFR 230.425)

· Soliciting material pursuant to Rule 14a-12 under the Exchange Act (17 CFR 240.14a-12)

· Pre-commencement communications pursuant to Rule 14d-2(b) under the Exchange Act (17 CFR 240.14d-2(b))
[image: ]

· Pre-commencement communications pursuant to Rule 13e-4(c) under the Exchange Act (17 CFR 240.13e-4(c))


Securities registered pursuant to Section 12(b) of the Act:

	Title of each class
	
	Trading
	
	Name of each exchange
	

	
	
	Symbol(s)
	
	on which registered
	

	Common Stock, par value $0.001 per share
	
	CUE
	
	Nasdaq Capital Market
	



Indicate by check mark whether the registrant is an emerging growth company as defined in Rule 405 of the Securities Act of 1933 (§230.405 of this chapter) or Rule 12b-2 of the Securities Exchange Act of 1934 (§240.12b-2 of this chapter).

Emerging growth company ☐

If an emerging growth company, indicate by check mark if the registrant has elected not to use the extended transition period for complying with any new or revised financial accounting standards provided pursuant to Section 13(a) of the Exchange Act. ☐
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Item 7.01.	Regulation FD Disclosure

On November 24, 2025, Cue Biopharma, Inc. (the “Company”) made publicly available on its website an updated corporate presentation. A copy of the presentation is furnished as Exhibit 99.1 hereto and is incorporated herein by reference.

The information in Item 7.01 of this Form 8-K (including Exhibit 99.1) shall not be deemed “filed” for purposes of Section 18 of the Securities Exchange Act of 1934, as amended (the “Exchange Act”), or otherwise subject to the liabilities of that section, nor shall it be deemed incorporated by reference in any filing under the Securities Act of 1933, as amended, or the Exchange Act, except as expressly set forth by specific reference in such a filing.

Item 9.01.	Financial Statements and Exhibits.

(d) Exhibits:

	Exhibit
	
	
	Description
	
	

	No.
	
	
	
	
	

	99.1
	
	Corporate Presentation, dated November 24, 2025
	

	
	
	
	
	

	104
	
	Cover Page Interactive Data File (embedded within the Inline XBRL document)
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SIGNATURES

Pursuant to the requirements of the Securities Exchange Act of 1934, the Registrant has duly caused this report to be signed on its behalf by the undersigned hereunto duly authorized.


	
	Cue Biopharma, Inc.

	Date: November 24, 2025
	By:  /s/ Usman Azam

	
	
	

	
	Name: Usman Azam

	
	Title: President and Chief Executive Officer
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CUE-401 Induced FOXP3+ Suppressive iTregs From Naive
Murine CD4+ T Cells
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CUE-401: Durable Efficacy in Preclinical Model of
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CUE-401: Suppression of Inflammation in Diverse Models of
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NHP Data Indicates Significant Fold Increase in Tregs
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CUE-401: IND Enabling Studies are Ongoing
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CUE-401: Leading Disease Indication Options for Phase 2/ 3
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Additional Relevant Publications

Critical Role of TGF-f and IL-2 Receptor Signaling in Foxp3 Induction by an Inhibitor of DNA Methylation
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In cynomolgus monkey, a single subcutaneous NKTR-358 (0.025 mg/kg) administration led to significant Treg
mobilization, which was sustained in duration for >14 days, and was concomitant with markers of proliferation and
activity. This effect was far greater than an equivalent dose of IL-2 (0.005 mg/kg) delivered daily for five days. Minimal
DB activity was noted.
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