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Item 7.01. Regulation FD Disclosure
On May 29, 2026, Monopar Therapeutics Inc. (“Monopar”) presented results from a Phase 2 study (NCT04422431) evaluating the effect of ALXN1840
(tiomolibdate choline) on liver pathology and clinical symptoms in patients with Wilson disease at the European Association for the Study of the Liver (“EASL”)

International Liver Congress 2026.

The presentation is furnished as Exhibit 99.1 to this report and incorporated herein by reference.




Item 9.01 Financial Statements and Exhibits.
(d) Exhibits.

Exhibit

No. Description

99.1 Presentation dated May 29, 2026.
104 Cover Page Interactive Data File - the cover page XBRL tags are embedded within the Inline XBRL document.



https://content.equisolve.net/monopartx/sec/0001437749-26-018896/for_pdf/ex_969880.htm

SIGNATURE

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.

Monopar Therapeutics Inc.
Date: May 29, 2026 By: /s/ Quan Vu
Name: Quan Vu
Title: Chief Financial Officer
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ALXN1840 (tiomolibdate choline) stabilizes liver disease and

improves neurological symptoms as well as quality of life in
treatment-experienced Wilson disease patients

Valentina Medici MD, FAASLD | UC Davis Medical Center, Sacramento, CA, USA

Aftab Ala, Karl Heinz Weiss, Edward J. Gane, Zoe Marifio, Chandler Robinson, Andrew Cittadine, Declan Tuffy,
Marina Berenguer, Gecrge Boon Bee Goh, Thomas Sandahl, Fred Askari

Exhibit 99.1




Wilson Disease (WD)

+ Wilson disease is a rare autosomal recessive
disorder of impaired copper (Cu) transport

~1 in 30,000 @

« Cu accumulates in the liver and brain, causing Estimated prevalence workdwids

organ damage
-'25%

Of patients with reurclogic WD

+ |Inadequately treated or untreated, Cu accumulation
leads to neuropsychiatric manifestations, T
hepatic failure, and ultimately death therapy

« Standard of care therapies (D-penicillamine,
trientine, and zinc) carry safety risks such as
paradoxical neurological worsening'




Tiomolibdate Choline (TMC; ALXN1840)

CU-BINDING AFFINITY (Kp) OF WD THERAPIES TMC-CU-ALBUMIN FORMS A TRIPARTITE COMPLEX
ALXN1840 (TMC) Trientine D-penicillamine -
23x10™ 1.7x 10" 24x 107 n ) b r -,
: ¢ Albumin " Albumin
Tightar Cu binding
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Tiomolibdate choline (TMC, Tiomolibdate choline is an albumin tripartite
ALXN1840) demonstrates superior Cu

AR L I SAI complex (ATC) activator, binding Cu and
binding affinity' and specificity compared to albumin to form a stable tripartite complex —
currently approved chelators mobilizing and sequestering hepatic Cu?
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TMC Protects the Liver by Binding and Neutralizing Hepatic Cu

Differentiated from SoC, TMC's binding affinity is strong enough to inhibit reactivity of free Cu and remove Cu from metallothionein! —
directly protecting the liver

Excess reactive TMC directly binds Cu, Catabolism of Cu—-MT TMC prevents reactive Cu
:Iree C::‘ EAUGES F“"“'"’Lr"_” _’l'"FJ redox releases reactive Cu® release by both binding
issue toxici reactivity?

ty y Cu and removing it from
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48-week Liver Biopsy Study Methods

Open-label, multicenter, pathologist-blinded trial of TMC monotherapy in treatment-experienced (= 1 year) patients with WD

SCREENING PRIMARY TREATMENT PERIOD OPTIONAL EXTENSION PERIOD
< 4 weeks 48 weeks 48 weeks
Eligibility TMC 15-30 mg/day TMC 15-30 mg/day
Baseline liver biopsy: Follow-up liver biopsy:
Week 0 Week 48
(pre-treatment) (post-treatment)
LIVER BIOPSY ENDPOINTS OTHER ENDPOINTS
Biopsy endpoints assessed by pathologist blinded to treatment status Neurologic
{Unified Wilson Disease Rating Scale)
Hepatic Cu concentration Primary Endpoint Global
Fibrosis (NASH CRN Fibrosis Stage, NAS fotal score) (s bea{ 'ﬁmpres‘mms e
Quality of Life
Steatosis (NAS steatosis grade, hepatoceliular ballooning) (EuroQol-5D-5L)
Safety

Inflammation (lobular inflammation, portal inflammation) (adverse events, physical exam)
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Literature Shows Stable/Increased SoC Hepatic Cu Change

Serial liver biopsy studies of SoC show stable/increased hepatic Cu over years on treatment

Ao | # of years between biopsies Zine
wod T C_JAt diognosis, before treatment
1200 2500 &85 After 5—10 years of penicillomine
5 1000 o - W After 11-18 years of penicillamine
= 4 L
Pl I T _L £ 2p00]  Increased hepatic Cu after > 5 yrs of trealment
o | T EFET 12| 66 aF;- 2 el a a ad l
204 -+ -—r -—r -—r — =
4 bosa 1 2 L i 3 > ! =00
bhujry seyreie =~
B j: 1 Penicillamine % ooo | 5. s
1200 # of years belwesn biopsies 2 [ [ 3 3
5] f o 500+ i :
3 E | il | :
| ) - N :
. 5 | 2208 | = 16 ; 2 4] e
| LR - - L 2 3 % 3 6 7
o ) ] PATIENT NO.

hiopa weqmmon

Adapted from Medici V etal J Ciin Gasteenterol 2006 Nov-Dec,4D{ 10)936-41 Adapted from Scheinberg IH et al. Lancet. 1907 Jul 11;2(8350)93
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Study Enrolled a Heavily Pre-treated Population

CUMULATIVE DURATION OF PRIOR WD TREATMENT PATIENT ENROLLMENT
Mecsan, I
158y EnTOIIEd-WIr Baseline
EBiopsy
]
n=23
E - Cheflator £ zinc
E 4 Zinc monatherapy ' ' ) I T
= Study discontinuations
‘E 2 Adverse event n=3
= Subject withdrawal n=1
- | Physician withdrawal n=1
I:Il & 11 15 21 26 ¥ 36 4 46
Years of priof WO treatment Week 48 Biopsy
Obtained
Prior WD treatment n  Median(yrs)  Min (yrs) Max {yrs) n =24
Chelator & zinc 26 13.9 12 419
Zinc manotherapy 87 3.4 19.8 Numbars above are for the fulf analysis sel (n=29)

31 anvolied but 2 had no basakne kver biopsy
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Baseline Demographics and Characteristics

Enrolled
patients @ 10
n=29 3 q
, -
raphics = 6
4 4
Male sex, n (%) 19 (65.5%) £ 2
=3
=
i i 0
Age in years, median (IQR) 35.0(17.0) s s Ly = S
i . Stage
Clinical characteristics
Years of prior WD treatment, madian (IQR) 13.8(10.9) NAS TOTAL SCORE
# =20
Medical history of cirrhosis, n (%) 12 (41.4%) B =
Abnormal liver ultrasound, n (%) 8 (27 6%) E
UWDRS Part lll score, median (IQR) 4.0 (9.0) % 1
2 E— -
MELD score, median (1QR) 7.0(2.0) 4 5 ] 7 8
Score (0-8)
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TMC Also Shows No Significant Change in Hepatic Cu

No statistically significant difference in hepatic Cu concentration after 48 weeks of treatment, consistent with
expected results in heavily pre-treated patients

OBSERVED CHANGE FROM BASELINE IN HEPATIC CU CONCENTRATION (palg)

1000
200
0

Baseline Week 48
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Hepatic copper (pgfg)
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TMC Treatment Leads to Hepatic Stabilization and Improvement

By Week 48, most patients demonstrated stabilization or improvement in:

Fibrosis | Inflammation | Steatosis
I NAFLD Actieily Score 1
1004% ! 25124
2124
1824
BD% 18124
17124 17724
16024
Et . Improved or
stabilized
40%
20%
0%
MASH CRM Toml Hepatocyte Lobular Partal Hepatocellular  Sweatosis
Fibresis score soare NBCcrosis inflammation inflammation  ballaoning grade
Impreved/stabilized N a 5 5 s 5 "
L e delprmps O 67%  T1%  96% 7%  T1%  75%  88%
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Baseline Week 48

-2.92
{n=26, p=0.002)




Feast cor

Global Clinical Disease Burden Significantly Improved at Week 48

CLINICAL GLOBAL IMPROVEMENT FROM BASELINE

Mean score (pts)
X
]
i}

-0.92
-1 (n=25, p=0.001)

*

Week 48
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Patient-reported Quality of Life Significantly Improved at Week 48 '

EUROQOL-5D UK HEALTH INDEX CHANGE FROM BASELINE

012

.E- *

g =

£

T .08

'E +0.06

S {(n=25, p=0.005)
> 0.04

c

1]

=

(%]

c

2 *p < 0.05 vs baseline
A i S TP ) '

Baseline Week 48
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TMC is Well Tolerated, with Few Severe Adverse Events

TEAEs IN SAFETY POPULATION (N=31}

+ TMC was generally well tolerated; most

treatment-emergent adverse events Primary period  Extension period
(TEAESs) were nonserious and Grade 1 n=3 n=25
or 2 in severity TEAES 30 (96.8%) 19 (76.0%)
« No deaths were reported Related 24 (77.4%) 3(12.0%)
Grade 1 17 (54.8%) 3(12.0%)
+ One event of DILI was reported
« Patient was stable on TMC until it 16 (51.6%) 0
Week 47; developed UTI and initiated Grade 3 5 (16.1%) 0
on ciprofloxacin with DILI onset very
shortly after e 4 o ¥
» Adjudicated by independent panel as Grade 5 0 0
unlikely rela:ionsmp to TMC Safety population (n=21) includes all patients who received = 1 coss of TMC, including

2 patients enrclied without an evaluable baseline liver biopsy (full analysis set, n=249)
Severity grade counts ane subject-level and not mutually exclusive
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Conclusions

= Hepatic Cu concentration was stable after 48 weeks of TMC, consistent with published serial liver
biopsy studies of WD patients treated with standard-of-care

» Treatment with TMC in heavily pre-treated patients resulted in hepatic stabilization/improvement

= TMC treatment significantly improved neurological symptoms, global clinical status, and patient-
reported quality of life

= With the unique ability to bind Cu with high affinity, remove excess Cu from metallothionein, and
activate albumin-tripartite-complex (ATC) formation, TMC has the potential to provide a therapeutic
advantage over standard-of-care for the long-term treatment of WD
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