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Disclaimer

» This presentation has been prepared for informational purposes only. No money or other consideration is being solicited, and if sent in response, will not be accepted. This
presentation shall not constitute an offer to sell, or the solicitation of an offer to buy, any securities, nor shall there be any sale of these securities in any state or jurisdiction in
which such offer, solicitation or sale would be unlawful prior to registration or qualification under the securities laws of any such state or jurisdiction. The Company is not
under any obligation to make an offering. It may choose to make an offering to some, but not all, of the people who indicate an interest in investing. The information included
in any registration statement will be more complete than the information the Company is providing now, and could differ in important ways.

» This presentation and any accompanying oral commentary contain forward-looking statements about BeyondSpring Inc. (“BeyondSpring” or the “Company”). Forward-
looking statements are based on our management’s beliefs and assumptions and on information currently available to our management, including those described in the
forward-looking statements and risk factors sections of the Company’s 10-K filed on March 27, 2025 and other filings with the United States Securities and Exchange
Commission (SEC).

+ Such statements are subject to known and unknown risks, uncertainties, and other factors that may cause our or our industry’s actual results, levels of activity, performance,
or achievements to be materially different from those anticipated by such statements. In some cases, you can identify forward-looking statements by terminology such as
“may,” “will,” “should,” “expects,” “plans,” “anticipates,” “believes,” “estimates,” “predicts,” “potentia intends,” or “continue,” or the negative of these terms or other
comparable terminology. Forward-looking statements contained in this presentation include, but are not limited to, (i) statements regarding the timing of anticipated clinical
trials for our product candidates and our research and development programs; (ii) the timing of receipt of clinical data for our product candidates; (iii) our expectations
regarding the potential safety, efficacy, or clinical utility of our product candidates; (iv) the size of patient populations targeted by our product candidates and market adoption
of our product candidates by physicians and patients; and (v) the timing or likelihood of regulatory filings and approvals.

» Except as required by law, we assume no obligation to update these forward-looking statements publicly, or to update the reasons why actual results could differ materially
from those anticipated in the forward-looking statements, even if new information becomes available in the future.

» The market data and certain other statistical information used throughout this presentation are based on independent industry publications, governmental publications,
reports by market research firms or other independent sources. Some data are also based on our good faith estimates. Although we believe these third-party sources are
reliable, we have not independently verified the information attributed to these third-party sources and cannot guarantee its accuracy and completeness. Similarly, our
estimates have not been verified by any independent source.

» By attending this presentation, you acknowledge that you will be solely responsible for your own assessment of the market and our market position and that you will conduct
your own analysis and be solely responsible for forming your own view of the potential future performance of our business.
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Mechanism of Acquired Resistance to Immune Checkpoint Inhibitors (ICl)

> 60%

Progression ICI

Limited effective
therapies post-IClI

Immune Checkpoint Inhibitors (ICls, PD-1/L1 Inhibitors) Have

Transformed Cancer Care
* Approved in 20+ cancer types
 Have redefined first-line treatment in NSCLC and other solid tumors

“Acquired Resistance” to ICI

+ >60% patients develop “acquired resistance” due to T cell exhaustion and/or
antigen presenting cell (APC) pathway alterations.’
» After progression, ICls are no longer recommended alone owing to limited efficacy

Urgent Opportunity

» Current options include chemotherapy, which is associated with severe
neutropenia
« Significant clinical and commercial opportunity

1. Memon et al. Cancer Cell 42, 209-224 (2024).
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BeyondSpring Inc.

Plinabulin: Unique Dual Mechanism with
Immune and Safety Benefits

* Reversible tubulin binder - distinct from taxanes, vincas, or colchicine; does not disrupt microtubule dynamics
 Immune modulation — induces dendritic cell maturation and primes T cells by activating GEF-H1
* Neutropenia mitigation — reduces chemotherapy-induced neutropenia by stimulating GMP progenitor cells



Plinabulin Monohydrate is a Brain-Penetrant, Unique Tubulin Depolymerizing
Agent which induces “Dendritic Cell or DC Maturation via GEF-H1 release”

Plinabulin Monohydrate is a unique tubulin binder? Plinabulin release GEF-H1 from microtubule, activates In WT DC cells, plinabulin can induce DC maturation,

RhoA/ROCK pathway, leading to DC Maturation?3 but not in GEF-H1 deleted DC cells?

Tubulin Binding Plinabulin Binds to ceran
Sites B-Tubulin, DC activation in WT and GEFH1-/- XS106 cells
Near the Colchicine Site' -H N , :
activation CD80-protein CD86-protein
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Vinca alkaloids
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1. La Sala et al., Chem 5(11): 2969-2986 (2019); 2. Kashyap et al., Cell Reports 28(13): 3367-3380 (2019); 3. Choi et al. Cell 189 (2): 461-477 (2026)
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Plinabulin’s DC Maturation MoA has the Potential to Mitigate Acquired Resistance
to PD-1/L1 Inhibitors

Priming and activation
(DCs and other APCs)

Trafficking of effector T cells

2. Plinabulin (DC Maturation)
— 3. Plinabulin

 Plinabulin MoA DC maturation: St i o et e AL —
1#1 gl s Enhances effector immune cell
Dendritic cells (DCs) are the most il | nficaton and rerograms TME

potent antigen-presenting cells
and can prime T cell function to
strengthening the cancer-

immunity cycle.
e 1]

» Synergistic anti-cancer benefit
by combining with chemo, ADC,
or radiation to take advantage of |
the real-time tumor antigen from Release of cancer

Recognition of cancer
cell antigens cells by T cells
4. Checkpoint Blockade
these agents. 1. Immunogenic Cell Death Srpckpoiet Mook
Induced by:
Chemotherapy, radiation (RT), antibody- Anti-tumor T cell activation
drug conjugates, and other agents and Optimize T cell response
modalities
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Plinabulin Differentiated Profile
Mechanism Supported | Clinically Validated | Favorable Safety | Scalable Opportunity

a Dual Mechanism Superior Safety Profile
1 — S .
0 Binds Tubulin & Matures Dendritic Cells 6 Significantly Lower Neutr.openla and
(vs. standard mitotic arrest) Bone Marrow Toxicity
_ Microenvironmental
Universal Synergy How is Modulation
% - » 2 Plinabulin 5 - .
Amplifies Chemo, Radiation, ADCs and i Re-sensitizes Tumors Progressing on
Checkpoint Inhibitors Different Checkpoint Inhibitors

The Immune Bridge

‘ Triple Threat Efficacy

3
.-+.. Connects Innate & Adaptive Immunity via Direct Tumor Killing + Immune Priming +
Enhanced Antigen Presentation Vascular Modulation
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BeyondSpring Inc.

Post-ICI NSCLC: A Large, Growing and
Unmet Clinical Challenge

« Limited treatment options after PD-1/L1 inhibitor progression
« Chemotherapy remains the main option, with poor outcome and high toxicity
» Urgent need for differentiated therapy with immune re-sensitization



Docetaxel Remains a Global Standard of Care (SOC) in Post-ICI NSCLC, EGFR
WT, Despite Limited Benefit and Substantial Toxicity

Industry-wide Phase 3 Trials Summary

Current Standard of Care
11 Phase 3 Studies: no OS Benefit vs. Docetaxel
Docetaxel Overview « 7 global trials including ADCs and anti-PD-(L)1
« Approved >25 years ago combos did not improve OS vs. docetaxel
« Remains the NCCN-recommended standard of « #8 global trial PRAGMATICA-LUNG (SWOG S2302)
care for 2L/3L NSCLC with no targetable — ASCO 2025 2
alterations » N=838, randomized 1:1, Ramucirumab +
« Used after progression on anti-PD-(L)1 antibody pembrolizumab (mOS 10.1 Mo) vs. SOC (mOS
+ chemotherapy 9.3 Mo), HR 0.99, p=0.46
« Used in real world practice across U.S., EU, * #9 global trial COSTAR (GSK) - 07/2025
Japan’ and China > N=758, TIM-3 + PD-1 + docetaxel vs. PD-1 +
docetaxel vs. docetaxel. Triple combo & combo
Limitations did not improve OS vs. docetaxel
e  Median OS: ~9-11 months - #10 global trial LATIFY (AZ) - 12/2025
. 40% experience severe neutropenia » N=594, Durvalumab + Ceralasertib (ATR
o eXp P inhibitor) did not improve OS vs. docetaxel.
* #11 trial ended ABBIL1TY (Genmab) — 12/2025
» N=702, Acasunlimab (PD-L1x4-1BB) + Pembro
1. Malinou J et al., ASCO 2024; 2. Dragnev KH etal. ASCO 2025 vs Doc 9
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Dublin-3: “Plinabulin and Docetaxel” vs. Docetaxel in a Global Phase 3 Study with
Stage llIb/IV NSCLC EGFR WT Patients

Docetaxel + Plinabulin vs. Docetaxel + Placebo in Patients with EGFR Wild-Type NSCLC

Study Plan Primary endpoint Secondary endpoints

* ORR, PF * DoR
* Global, randomized, single-blinded (to patients) _ . Ig)erc:ant Sf SeerT e < Q(-)TWiST; QoL
- Stratified by region (Asia/non-Asia), prior line Overall survival severe neutropenia (Day ~ « Proportion of patients who
(2L or 3L), ECOG (0-1/2), Prior PD-1/PD-L1 (OS) 8, cycle 1) received docetaxel >8
(yes/no) « Month 24 and 36 OS rate cycles, >10 cycles and
>12 cycles
DP:
Inclusion Criteria: Docetaxel
« Non-squamous or squamous NSCLC N=559 (75 mg/m2, day 1)
. Stage llb/IV / + Plinabulin
- ECOG<2 ‘ 0 (30 mg/m2, day 1, 8)
» Progression during or after treatment with one or two
treatment regimens containing a platinum 1-1 ratio \ D:
- Must have at least one measurable lung lesion 21-day per cycle Docetaxel
Prior checkpoint inhibitor therapy allowed Plinabulin IV Infusion: 1 or 2 dose (75 mg/m2, day 1)
: per cycle + Placebo (day 1, 8)
Publication: Lancet Respir Med 12(10): 775-786 (2024) 10
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Plinabulin + Docetaxel vs. Docetaxel (n=559) Met its Primary Endpoint of OS and
Secondary Endpoints of PFS, ORR, and Grade 4 Neutropenia Reduction

Plinabulin and Docetaxel Showed Significant
Improvement in Long-term OS Rate
- Double 2-year, 3-year OS Rate

100 4

Docetaxel + plinabulin  — — — Docetaxel + placebo

80

)
% OS HR=0.82
£ 12 months
= 60 £=0.4862 LOg rank p=00399
2 5 18 months
E ‘.ﬁ.*_ o 3?'1 1% 24 months
= 404 55 p=0.0072 36 month
Z N 22.13% F’Q%gg; 48months
é i - . 11.73% p=NA
- 0 10.6%
: : " ) 0‘00‘?‘6
1 1 I T —t - T L
o] Log-Rank p=0.03%9 ! ! : "':'" ~+h :
D| 21 187 0 %0 21 13 4 4 0
DP| 278 182 108 [ 41 n 10 4 3 0
T T T T T T T T T
0 6 12 18 24 30 36 42 48 R
Months
Treatment Subjects Event Censored Median (95% CI) HR (95% CI)
Docetaxel + placebo 281 230(81.9%%) 51 (18.1%) 9.40(8.38,10.68)
Docetaxel + plinabulin 278 214(77.0%%) 64 (23.0%) 10.49(9.34,11.87) 0.822(0.681,0.991)

|| MeanOS(SE) | MedianOS(95%Cl) |HR

Docetaxel 12.77 (0.676) 9.4 (8.4,10.7)
Plinabulin + Docetaxel 15.05 (0.848) 10.5 (9.3, 11.9)

Publication: Lancet Respir Med 12(10): 775-786 (2024)

0.82 (0.68, 0.99)

Percentage of Patients

50%

40%

30%

20%

10%

0%

Plinabulin Significantly Reduced
Grade 4 neutropenia of Docetaxel

Grade 4 neutropenia, All Cycles Day 8

P<0.0001

33.58%

5.13%
Docetaxel + Docetaxel +
Placebo Plinabulin 30 mg/m?

Similar results for Grade 4 neutropenia on Cycle 1 Day 8

- Day 8 is ANC Nadir for Docetaxel 11
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Dublin-3: Post-hoc Analysis in Plinabulin Mechanism-Based Population in 2L/3L
Non-squamous EGFR WT NSCLC, Progressed on PD-1/L1 Inhibitors

Non-squamous Non-squamous, Progressed on ICI
mOS extension of 2.5 months mOS extension of 4.1 months
(DP 11.4 vs. D 8.8 months, HR 0.72) (DP 15.8 vs. D 11.7 months, HR 0.55)
100 ] = Docetaxel + plinabulin ===== Docetael + placeno 100 7 s [10CETARE] + pliNANUIIN  s— Docetaxel + placebo [+ Censared]
9 _
= 0S HR=0.72 $ 801 OS HR=0.55
% Log rank p=0.0078 % 50 - Log rank p=0.076
S 8
a 404
g g
5 S 20-
w w
0 - Log-Rank p=0.0073 0- Log-Rank p=0.0758
DP| 154 107 GE 44 35 27 17 12 9 4 2 1 ] DP |22 16 12 8 5 2 1 1 1 ]
e £ 2 =2 L L 4+ 3 7 oL 2 T T T 1 1 1 T .
0 6 12 18 24 30 36 42 48 54 60 66 72 0 6 12 18 24 30 36 42 48 54
Months MDnthS

Non- Median OS (95% Cl) HR Log rank Non- Median OS (95% CIl) HR Log rank
squamous P value squamous, P value
Docetaxel 178 8.81 (7.73, 10.65) post-IC|
Plinabulin + 154  11.37 (9.37,12.95)  0.72(0.57,0.92) P =0.0078 Docetaxel 25 11.7(7.59,13.77)
Docetaxel Plinabulin + 22  15.8(9.34,29.06) 0.55(0.28,1.07) P =0.076
Docetaxel
Publication: Lancet Respir Med 12(10): 775-786 (2024); NACLC 2025 12
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Study 303 (Plinabulin + Docetaxel + PD-1) in 2L/3L Metastatic NSCLC,
Immediately Progressed on PD-1/L1 Inhibitors — Phase 2 IIT Study with Merck

Best Change (%) in Target Lesions
Primary Endpoint (n=47) o

e [ M Increase Reduce
S 40@
Confirmed ORR (RECIST 1.1) 18.2% 0 R o s a6 A o 16 6 0 4 65 R o 5 3 R i 8 8 6 68 5 i
é £039 36 3127 09 o3
8 0 09-10-13-152328 28 35 4‘9_5&7_'_74_75“0
o 5 “11.0;3.
Secondary Endpoint g 2090 i ]|
& o Pt
g 60 48450.05 9
. 2 -60-
Median PFS (RECIST 1.1) 7.0 months & ol L
............................................
16 months+ L% Zef0fe 22020 % 2550 20 20228080 G 2025y €2 %3 %0900 S 2 228320 25 0020 % % s L0237 5
Median OS ; ject

Not reached - ]
Presentation at SITC 2025:

Median DoR (RECIST 1.1) 7.2 months
* Median follow-up at data cutoff (30 September 2025) was 14.3
months.
* Median age was 67 (44-83); 80.9% male and 19.1% female.
72.3% were current or former smokers.
12 months 0S% 79% » Histology included 63.8% with non-squamous cell carcinoma,
36.2% with squamous cell carcinoma.

Disease Control Rate (DCR) 85.1%

24 months OS% 66%
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Plinabulin + Docetaxel: Addressing Unmet Needs in 2L/3L NSCLC, EGFR WT,
After Prior PD-1/L1 Failure with Positive Benefit/Risk Ratio

Severity of
Unmet Need

AV VARV ANV

Current SOC
- Docetaxel

Lack of durable response post-
immunotherapy

Immune exhaustion, “cold” tumors >

Limited efficacy with Docetaxel >

High chemo-induced neutropenia >

Potential Solution
- Plinabulin + Docetaxel

Strong immune re-priming, durable OS
benefit

Converts tumors to “hot”

More cycles and more dose of docetaxel;
Improved OS, PFS, and ORR

Reduces Grade 4 neutropenia

EGFR wild-type population underserved > Target EGFR and other wild-type patients

14
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Translational Biomarker: DC maturation in Responding
Patients in Multiple Cancers who Failed ICI

« Collaboration with MD Anderson
« Publication: Lin et al., Med 6(10):100752 (2025)



Plinabulin-Responding Patients Show Early Immune Activation Evidenced by
Rapid DC Maturation in the Peripheral Blood

CCR7,CD80 and CD83 are rapidly uprequlated at cycle 1 Day 4 in responding (PR + SD) patients'

A Phase 1 Investigational Study Involving Plinabulin/Anti-PD-1 Antibody after
Radiotherapy in ICI-Relapsed or Refractory Cancers

, Single lesion
Basket Trial radiation therapy (RT) Anti-al:llt)i“l /PD-L1 Response
® 0 4

P Dendritic Cell Maturation & Migration
- .
+ J'n' +

Plinabulin

19 patients exposed
to plinabulin

%pDC CCR7 %pDC CD80 %pDC CD83
ol L [ S QI
30 mg/m IV di \ 20- v v
Single Institute Immunogenic 1:;_26‘1;:;1 Zzeiy%e éggorreé?r%é?‘ g 204 20+ 7
cell death o 7 10
10+ - 7 104 A
32 S===
CciD1 C1D4 C3D1  C1D1 C1D4 C3D1 o v a 1 & . M
B Cell - u-.-j..l.“----l.-..__.'.g-.-l-. 0+----- fim - - ——— . (ot - - - . L
Disease control rate  pendritic cell Gerh Seoce 1 T T T T T
@ Safety 5 ek g o PR+SD  PD PR+SD  PD PR+SD  PD
@ Tolerance 54% Kcel | ™
T Cell
Responders Non-Responders
v  Fibrolamellar HCC e Melanoma o MSI-HCRC A RCC - PD
®m  Hodgkin lymphoma © Merkel Cell Carcinoma v NSCLC A  SCCHN —— PR +3D 1. Lin et al., Med 6(10):100752 (2025)
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Clinically Meaningful Responses in the Non-Irradiated Tumor in Hogkins Lymphoma,
with Prolonged Duration of Response

Patient #2: 59yoF relapsed refractory cHL
diagnosed 2005. Prior treatments (16 prior lines)
including ABVD x 8, ICE x 3, autoSCT with
Bu/Mel, brentuximab, sirolimus and vorinostat,
nivolumab, Revlimid, bendamustine, Ibrutinib,
ADCT 301, CD30 CAR-T, HMPL-523, gemcitabine

 Plinabulin/Nivolumab C1D1 2/2023 - C14
3/2024, RT 20Gy in 5 fractions to LT axilla
(2/2023)

» Best response PR/irPR

« EOS 3/2024: Treatment discontinued by pt
choice

» Progressive disease 9/2024
* Duration of response 19 months

_‘/' ! -°.

Pre-treatment PR/irPR with
PET plinabulin/RT/nivo
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First-in-Class Agent Plinabulin: Potentially Transforming Oncology Treatment with
Novel Mechanisms and Clinically Meaningful Benefits in ICI-Progressed Patients in

NSCLC and Beyond

SIMPLE

Easy to use

Day 1 or Day 1+ 8 use in
a cycle, intravenous
infusion of 30-60 minutes

SAFE
Safety Benefit

Reduce AEs including
chemotherapy-induced
neutropenia

DURABLE
Clinical Benefit

Overall survival and
durable response
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