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AACR26: Key Highlights from NUVL, NRIX, ALLO,
STRO, PRLD, WHWK, ACRV

We summarize key AACR 2026 takeaways across NUVL, NRIX, ALLO, STRO,
PRLD, WHWK, and ACRV.

Key highlights on the Front Page and many details on ~20 Content Pages.
Reach out for our coverage posters.

NUVL shared clinical data showing zidesamtinib delivers durable systemic and intracranial
activity in heavily pretreated ROST+ NSCLC, with ORR ~41-47%, median DOR =15.7mo, and
frequent, durable CNS responses (including G2032R) in patients previously exposed to next-gen
TKls (covered in our NOTE). Preclinical CNS benchmarking independently supports this clinical
durability, with superior brain exposure and sustained intracranial control versus repotrectinib and
taletrectinib, reinforcing a durability-led value proposition heading into the 2L NDA (PDUFA 9/18/26)

and planned 1L expansion.

NRIX showed that targeted protein degradation can meaningfully expand biology across multiple
mechanisms: pan-mutant BRAF, AURKA, and CBL-B, addressing clear limitations of inhibitors
such as resistance, incomplete pathway suppression, and non-enzymatic functions. Across
programs, the data emphasize depth (degradation vs inhibition), breadth (Class 1/2/3 BRAF, CNS
activity), and early translational alignment (on-target PD for CBL-B).

ALLO shared preclinical data on a BCMA/ CD70 dual CAR T that showed potential in high-risk
multiple myeloma. With recent positive data from Cema-cel's interim data readout (NOTET, NOTEZ2),
this preclinical data help further underscore the power of ALLO's platform to generate multi-target
allogeneic off-the shelf cell Tx for oncology and immunclogy especially as it advances its CD19/
CD70 asset through its Ph1 trial for autoimmune diseases.

STRO data across TF, ITGB6, PTKY, and dual-payload programs highlight engineering-driven ADC
innovation — DARS8 exatecan and dual-payload formats — capable of step-function gains in efficacy
depth, tumor breadth, and durability versus first-generation ADCs. STRO-004 is emerging as the lead
value driver, with preclinical data showing materially improved efficacy and exposure vs TF-MMAE
benchmarks (64% ORR across 70 PDX models) alongside a ~50 mg/kg NHP HNSTD, supporting a
wider therapeutic window ahead of mid-2026 STRIVE-1 Phase 1 topline.

PRLD showed preclinical evidence supportive of PRT13722's KAT6A-specific degrader mechanism,
which demonstrated deeper responses with reduced neutropenia vs. KAT6A/B inhibitor in a breast
cancer xenograft model. Co also showed synergy between PRT13722 and SoC endocrine-, CDK4/6-,
and PI3Ka-therapies, leading to complete responses, supporting the potential for improved activity
as a combination regimen.

WHWK shared preclinical data on their PTK7-, MUC16-, and SEZ6-targeting ADCs, demonstrating
potent targeting binding, cellular internalization, cytotoxic activity in cancer cell lines, and tumor
regression in CDX/PDX models. Data is mixed on whether Co's proprietary TopoT inhibitor payload
is superior to exatecan, but Co's ADCs overall show comparable or stronger activity vs. previous
ADC benchmarks and provide validation for tolerability and stability in NHP, supporting their ongoing
evaluation in endometrial, ovarian, and SCLC settings.

ACRV highlighted preclinical data suggesting Co's cell cycle checkpoint inhibitors (ACR-368 and
ACR-2316) enhance anti-tumor activity when combined with PD-L1 blockade or ADC Topol

Roger Song, MD, CFA * | Equity Analyst
(617) 342-7955 | rsong@jefferies.com

Nabeel Nissar * | Equity Associate
+1 (617) 345-8677 | nnissar@jefferies.com

Cha Cha Yang, MS, MBA * | Equity Associate
+1 (857) 330-5772 | cyang2@jefferies.com

Fiona Jia, Ph.D. * | Equity Associate
+1 (617) 342-7942 | flia@jefferies.com

Liang Cheng, Ph.D. * | Equity Associate
+1 (617) 342-7896 | Icheng1 @jefferies.com

jes 20- 25 of this report




Jefferies

FIREXRET "SIGRWM" | BDIME!

Biotechnology
Equity Research
April 22, 2026

inhibitors. Data show enhanced immune signaling, increased NK/CD8+ activity, and reduced T
cell exhaustion from ACR-368/ACR-2316 combination with PD-L1 inhibition, resulting in complete
and durable responses in CDX models. Overall, the dataset supports continued development of
checkpoint inhibitors in combination regimens, including potential future solid-tumor strategies with
ICls.

Please see important disclosure information on pages 20 - 25 of this report.
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NUVL

Abstract LB366: Zidesamtinib shows differentiated brain penetrance and intracranial efficacy
versus other ROS1 inhibitors

Zidesamtinib (NVL-520) was benchmarked against repotrectinib and taletrectinib in preclinical
ROST G2032R CNS models to assess brain penetrance and intracranial durability. Zidesamtinib
demonstrated superior CNS exposure, with unbound brain concentrations at or above the ROS1
G2032R 1Cso While remaining below TRK inhibition thresholds, whereas repotrectinib and taletrectinib
achieved brain levels below (repotrectinib) or near (taletrectinib) the ROS1 G2032R ICs, Chart 1.
In an aggressive intracranial Ba/F3 CD74-R0OST G2032R luciferase madel (vehicle mOS 13 days),
zidesamtinib produced sustained suppression of brain tumor burden with all mice surviving beyond 42
days, compared with median OS of 30 days for repotrectinib and 29 days for taletrectinib, both showing
transient responses Chart 2. Switching to zidesamtinib after progression on taletrectinib re-elicited
tumor control and extended survival beyond 42 days, supporting activity post-ROS1 TKI failure Chart
3. Data suggest zidesamtinib delivers the most durable intracranial efficacy among ROS1 inhibitors
tested in this resistance model, consistent with its differentiated CNS exposure profile.

Chart 1 - Zidesamtinib Levels in CNS show favorable PK
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Chart 2 - Efficacy in intracranial Ba/F3 CD47-ROS1 G2032 Luciferase Model
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Chart 3 - Treatment switching from teletrectinib to zidesamtinib improved trreatment outcomes
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Soircaidine
Zidesamtinib demonstrates durable systemic and intracranial activity post-next-gen ROS1 TKls.
In heavily pretreated ROS1+ NSCLC patients previously exposed to repotrectinib or taletrectinib,
zidesamtinib delivered ORR ~41-47% with median DOR 15.7 months or not reached, and frequent,
durable intracranial responses (IC-ORR 44-71%; IC-DOR not reached), including G2032R disease,
supporting durability-driven value in post-TKI settings where prior agents have historically shortened
treatment duration. See our NOTE for more details.

026

Abstract # Discovery and Characterization of CBL-B Intramolecular Glue Inhibitors (NX-1607)

Co described the discovery and optimization of CBL-B intramolecular glue inhibitors, culminating in
NX-1607, an oral small molecule that stabilizes CBL-B in a closed, inactive conformation rather than
inducing degradation. A mechanism-agnostic HTS (~250k compounds) yielded a singleton hit that
was structure-guided to NX-1607, improving affinity from ~20 pM to sub-nanomolar binding (KD ~0.4
nM) with confirmed intramolecular glue binding by co-crystallography Chart 4. Pharmacologic CBL-B
inhibition recapitulated genetic ligase-inactivation phenotypes, enhancing IL-2 and IFN-y secretion and
producing single-agent antitumor activity across syngeneic models (CT26, 4T1, A20) Chart 5. NX-1607
showed strong survival synergy with anti-PD-1 in multiple models, including reduced metastatic burden
in 4T1. Preclinical PK supported oral dosing, and early clinical data demonstrated dose-dependent PK
with on-target PD, evidenced by increased pHS1-positive CD8 T cells Chart 6. Qur net read-through
is the data position NX-1607 as a differentiated, non-degrader intracellular checkpoint inhibitor with
genetic validation, scalable chemistry, and early human biomarker engagement, with clinical durability
and immune safety remaining key open questions.

Please see important disclosure information on pages 20 - 25 of this report.
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Chart 4 - Optimization to a potent degrader
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Chart 5 - Single-Agent NX-1607 Induces Anti-tumor Response in Multiple Models
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(CT26) (4T1) (A20)
Day 25 Tumors
= 0.0063
o —a e = Ve o 14007 o venicie
% _ 3000 = MOE-1607 E 12001 = NX-1607
S50 sl 83 s ° % 1000
E2 o - £ =<00001 5 800
g% : ; § 0 S 600 p<0.0001
5 4§ & 5 - I
Ed 0] |a=d o 25 £ 40
2 By = o3te "f 2 2004
o - g 04— T v v " 0-
Vehicle  NX-1607 NX-1607 0 25 50 75 100 125 150 20 2 30
(10mg/kg) (30mg/kg) Days post implant Days post implant
Shaded area indicates dosing period:
NX-1607 (30 mg/kg, PO daily)
Source: AACR26
Chart 6 - PK Profile Supports Oral Dosing
Steady state pharmacokinetics Pharmacodynamic activity of pHS1 in CD8 T cells
4000 = 200=
F
£
= 3000 - 2 150
; 3
= 2
%,.. 2000 -4 g‘m-
g : &
1000 - - i 504
NI Y- 1 Il S W S
PRI S N oSS B NS e
P 9 P P P P e £ & & P o o oF of
P e P P e

Source: AACR 2026
Abstract #5801: NRX-0305 is an orally bioavailable, pan-mutant BRAF degrader that exhibits single-
agent and combination efficacy with MEKi or anti-EGFR across Class 1/2/3 BRAF-mutant cancers

NRX-0305 was profiled across Class 1, 2, and 3 BRAF-mutant systems to demonstrate breadth beyond
V600 disease and combination positioning. In vitro, NRX-0305 degraded Class 1/2/3 mutant BRAF,
suppressed pERK signaling, and avoided WT BRAF degradation or paradoxical MAPK activation.
In vivo, single-agent activity was observed across multiple CDX and PDX models, including BRAFi-
resistant Class 1 tumors. Combination studies showed enhanced efficacy with anti-EGFR (cetuximab)
in a BRAF V600E CRC xenograft (HT-29) Chart 7 and with MEK inhibitors (binimetinib or trametinib)

Please see important disclosure information on pages 20 - 25 of this report. 5
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in Class 2 (G469A) and Class 3 (G466V/D594N) PDX models, with TGl approaching ~90-95% in select
combinations alongside on-tumor BRAF depletion and pERK suppression Chart 8. A T4-model PDX
screen spanning Class 1 Tx-resistant, Class 2, and Class 3 mutations showed consistent tumor volume
reduction over 7-14 days at a fixed dose Chart 9. Net-net, the dataset frames NRX-0305 as a potential
breadth-expansion BRAF agent with rational MEKi and anti-EGFR combinations; however, efficacy
readouts are short-duration, exposure-unmatched, and derived from a non-optimized compound.

Chart 7 - NRX-0305 is efficacious in Class 1 (V600E) CRC subcutaneous xenograft model as a single agent and
demonstrates enhanced anti-tumor activity in combination with anti-EGFR, Cetuximab
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Figure 4. (A) Mice bearing subcutaneous Class 1 V600E HT-29 xenograft tumors were dosed daily with NRX-0305", Cetuximab, Encorafenib
as single agents or in combination at the indicate doses (PO, QDx28 or IP, Q3D). Two-way ANOVA, mixed effects model with Dunnett’s
multiple comparisons test vs vehicle. p value: ** £0.01, *** £ 0.001, **** < 0.0001. (B) BRAF levels were assessed in tumors collected 4
hours after the third dose by Simple Western (less).

Source: AACR26
Chart 8 - NRX-0305 synergy with MEK inhibition is maintained at lower Trametinib dose levels in Class 3
(D594N) subcutaneous bladder cancer PDX model
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Figure 8. (A) Mice bearing subcutaneous Class 3 (BRAF D594N) bladder PDX tumors were dosed daily with NRX-0305", trametinib or a combination at
the indicated doses (PO, up to QDx89). Grey shading indicates dosing interval. (B) Spider plots associated with each of the dosing groups. (C) Mean
tumor volume percent change from baseline for each dosing group at day 28 of the study or the last measured timepoint (for animals that came
down before day 28). (D) BRAF and pERK levels were assessed in tumors collected 4 hours after the third dose by Simple Western (Jess).

Saurce: AACR26
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Chart 9 - NRX-0305 demonstrates anti-tumor activities across a wide range of Class 1 BRAF inhibitor-resistant
and Class 2/3 mutant PDX models
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Figure 5. (A) NRX-0305 was dosed in 14 different PDX models spanning Class 1 treatment-resistant, Class 2 and Class 3 BRAF mutations.
Percent change in tumor volume versus vehicle was determined following 14 or 7 (D594N Bladder model only) consecutive days of dosing at

90 mg/kg. Mel, melanoma; HCC, hepatocarcinoma cancer; NSCLC, non-small cell lung cancer
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Abstract #4617: NRX-0305, an orally bioavailable, CNS penetrant pan-mutant BRAF degrader
demonstrates robust efficacy in intracranial models of melanoma brain metastasis and primary

glioma

NRX-0305, a non-optimized, orally bioavailable pan-mutant BRAF degrader, was evaluated in
intracranial melanoma and glioma models to address CNS penetration and BRAFi resistance. PK/
PD studies showed dose-proportional plasma, tumor, and brain exposure, with brain:plasma ratios
~0.2-0.6 at Cmin, resulting in near-complete mutant BRAF degradation (to ~1-16% remaining) and
sustained pERK1/2 suppression (to ~5-35%) in tumor tissue Chart 10. In intracranial Class 1 BRAF
V600E CDX models (A375, AM38), NRX-0305 reduced tumor burden versus vehicle and BRAFi
comparators. In a BRAFi-resistant intracranial melanoma brain metastasis PDX (CTG-3062; V600K;
progressed on dabrafenib), daily NRX-0305 significantly prolonged survival, increasing median survival
from 43-48 days (vehicle/dabrafenib) to 93-104 days at 30-90 mg/kg QD (~116-142% lifespan
increase) Chart 11. Overall, data support mutant-selective BRAF degradation with functional CNS
exposure and activity in BRAFi-resistant brain disease limitations include mg/kg dosing, absence of
therapeutic-index data, and use of a non-optimized lead.

Chart 10 - NRX-0305 treatment demonstrated dose-dependent, anti-tumor activity in an intracranial, Class 1
BRAF (V600E) melanoma CDX model
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Chart 11 - NRX-0305 extends survival in a BRAFi resistant intracranial melanoma metastasis PDX model
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Figure 7. Mice bearing intracranial BRAFi resistant CTG-3062 PDX tumors were dosed once daily with NRX-0305" or dabrafenib at the indicated

doses (PO, QDx125). Kaplan Meier survival analysis was performed, and significance was calculated by Log-Rank (Mantel-Cox) test vs vehicle or

Dabrafenib at days 65 and 125. Percent increase in lifespan was calculated by the following formula: [Median survival (treated)-median survival

(control)/median survival (control)x100]. Statistical significance: *p < 0.05, ** p < 0.01, ns=not significant.

So R 2026

Abstract #5166: NRX-4972, a selective, oral, Aurora kinase A degrader, demonstrates increased
efficacy in an SCLC tumor model, and greater in vitro synergy than an AURKA inhibitor

NRX-4972, an orally bioavailable AURKA degrader, was evaluated to address limitations of AURKA
inhibitors that do not eliminate kinase-independent scaffolding functions. NRX-4972 achieved potent,
proteasome-dependent AURKA degradation (DC50 ~6 nM; Dmax ~95%) with minimal off-target
signal in PBMC proteomics and demonstrated higher tumor and brain exposure than the AURKA
inhibitor LY3295668 Chart 12. In MYC-driven models (IMR32 neuroblastoma; H82 SCLC), NRX-4972
outperformed inhibitors as monotherapy, with the most pronounced benefit observed under BID
dosing, which improved target coverage and depth of PD effects ( | total and p-AURKA to ~10-20%,
1 ¥H2AX, T cleaved PARP, | MYC). In the H82 SCLC model, ~60% of mice remained alive at study
end (>70 days) with BID NRX-4972, versus 0% survival for BID inhibitor arms Chart 13. An in-vitro Bliss
synergy screen (8 cell lines x 28 agents) showed more frequent and stronger synergy for NRX-4972
versus LY3295668, with peak excess-over-Bliss scores up to ~0.8 (e.g., paclitaxel combinations) Chart
14. Overall, degradation confers efficacy and PD advantages aver inhibition, with dosing strategy
critical; combination data remain in vitro, and clinical feasibility of sustained BID dosing is unaddressed.

Chart 12 - AURKA PD
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Chart 13 - In Vivo Efficacy shows extended surrivial
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Chart 14 - Peak excess-over-Bliss scores up to ~0.8
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Figure 8. Excess over Bliss score values are shown from individual plates of the experiment in Figure 7. NRX-4972
or LY3295668 was tested in combination with paclitaxel in the (A) SHP-77 SCLC, (B) BT-549 TNBC, or (C) DU4475 Ecinedany
TNBC cancer cell lines. Excess over Bliss scores are shown and color coded as a heat map with red color indicating

Ant nis
synergy and blue color indicating antagonism. Single agent values in blank rows and columns are maximized to ——
100%. The highest excess over Bliss score per plate is indicated. Bﬂ::’::é"“

STRO

Abstract #9950: STRO-004 (DARS Exatecan TF-ADC) Shows Broad, Durable Activity Across TF-
Expressing PDX Models

STRO-004, a next-generation DARS exatecan Tissue Factor (TF) ADC, demonstrated broad and
consistent antitumor activity across a large single-mouse PDX "mouse clinical trial” spanning HNSCC,
NSCLC (adeno and squamous), PDAC, and CRC. In a single-dose 5 mg/kg study across 70 PDX
models, STRO-004 achieved an ORR of 64% (45/70) and DCR of 89% (62/70) Chart 15, with responses
observed even in TF-low tumors. STRO-004 outperformed benchmark TF-MMAE ADCs across multiple
tumor types, including higher ORR in HNSCC (57% vs 38%) and PDAC (71% vs 50%), and longer
median survival (e.g., 45 vs 27 days in HNSCC) Chart 16. The DAR8 exatecan design enabled
higher payload delivery and deeper tumor regressions at lower doses than first-generation TF ADCs.
Biomarker analyses showed TF expression correlates with response depth, while combined TF +
SLFN11 expression better stratified responders, highlighting payload sensitivity as a key determinant.
Data support STR0O-004 as a differentiated TF ADC with potential to surpass the efficacy ceiling of
first-generation TF-MMAE constructs.

Please see important disclosure information on pages 20 - 25 of this report. 9
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Chart 15 - STRO-004 Demonstrates Robust Anti-tumor Activity Across Multiple Solid Tumor PDX Models
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Chart 16 - HNSCC: STRO-004 Drives Deeper Response and Longer Survival vs. TF-MMAE
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Abstract #3299: An Integrin beta-6—Targeting DAR8 ADC Demonstrates Favorable Safety Profile
and Potent Antitumor Activity in Preclinical Solid Tumors

STRO-006 is a highly selective avp6-targeting DARS exatecan ADC designed to deliver tumor-selective
cytotoxicity while preserving physiologic TGF-B signaling. ITGB6 expression was prevalent across
solid tumors (e.g., 88% HNSCC, 91% esophageal, 78% pancreatic) Chart 17, supporting a broad
addressable population. In CDX and PDX models of NSCLC and HNSCC, STRO-006 produced robust,
dose-dependent tumor regressions at clinically relevant doses and outperformed avB6 benchmark
ADCs. PK studies showed Jow clearance, extended half-life (~7-8 days), stable DAR, and minimal free
exatecan exposure, supporting an improved therapeutic index Chart 19, Chart 20. In NHPs, STR0O-006
was well tolerated up to 25 mag/kg, with no myelosuppression and only mild skin/Gl effects. Data
position STRO-006 as a differentiated avé ADC, with IND filing planned for 2026.

Please see important disclosure information on pages 20 - 25 of this report.
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Chart 17 - ITGB6 is Broadly Expressed Across Multiple Solid Tumors Indications
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Chart 19 - STRO-006 Induces Robust Dose-Dependent Antitumor Activity in Preclinical Xenograft Models

Head and Neck (ITGB6+) Bladder (ITGB6++) Lung (ITGB6+++)
&£ 1000 & 1500 & 1000
(]
§ a0 - o
£ 600 21000 £ 800
-] g 5
§ 400 g 5 400
i~ = 500 'g -
% 200 3 g % 21
® 04 T - ) 0 € 0
0 20 40 60 0 20 40 660 120
4 Days posl treatment 4 Days posl treatment 4 Days post treatment
- Vehicle - Vehicle - Vehicle
= alTGBE-DARS MMAE, 2 7 mg/kg + alTGBB-DAR4 MMAE, 3 mg/g * alTGBB-DAR4 MMAE, 2.7 mg/kg
+ STRO-006, 1 mg/kg -+ alTGB6-DARS AMDCPT, 3 mg/kg STRO-006, 0.5 mg/kg
-+ STRO-006, 3 mg/kg STRO-006, 0.5 mg/kg & STRO-006, 1 mg/kg
-+ STRO-006, 10 mghg #- STRO-006. 1 mg/g - STRO-006, 5 mg/kg

-+ STRO-006, 3 mg/kg

Source: AACR 2026

Abstract #2025-227: STR0-227 (PTK7 Dual-Payload ADC) Shows Superior Efficacy Versus Single-
Payload ADCs

STRO-227 is a PTK7-targeting dual-payload ADC (DAR10; 8 exatecan + 2 MMAE) designed to address
tumor heterogeneity and payload resistance. PTK7 is broadly expressed and enriched in tumor-
initiating cells, supporting pan-tumor relevance. In TNBC, ovarian, and NSCLC CDX/PDX models,
STRO-227 demonstrated greater tumor regression and higher ORR/DCR versus matched single-
payload exatecan or MMAE ADCs. Efficacy was achieved at ~half the dose required for single-payload
exatecan ADCs, consistent with additive cytotoxic mechanisms Chart 20, Chart 21. PK and toxicology
studies showed stable DAR, low free payload exposure, and NHP HNSTD ~25 mg/kg, comparable to
single-payload benchmarks Chart 22. Data support STR0-227 as a potential best-in-class PTK7 ADC,
with an IND anticipated in late 2026.

Please see important disclosure information on pages 20 - 25 of this report. 11
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Chart 20 - STRO-227 Delivers Robust Anti-Tumor Activity in Breast Cancer CDX Models
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Chart 21 - Broad Anti-Tumor Activity of STRO-227 Across PDX Models
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Chart 22 - STRO 227 Demonstrates Favorable PK and DAR Stability
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Abstract #4436: Dual-Payload TOPO1i x DDRi ADCs Sustain DNA Damage and Overcome
Resistance

Co's site-specific high-DAR dual-payload ADCs co-delivering TOPQO1 inhibitors and DDR inhibitors
(PARPI) to overcome resistance and toxicity limitations of single-payload ADCs. Mechanistic studies
showed TOPQTi-induced replication stress is rapidly repaired via PARP-dependent pathways, while
dual-payload ADCs sustained yH2AX signaling and enhanced cell death. In vitro and in viva models
demonstrated greater cytotoxicity and antitumor efficacy versus TOPO1li-only ADCs at equivalent
TOPO1i doses Chart 23. High-DAR dpADCs exhibited favorable mouse PK, stable DAR, and controlled
systemic payload exposure, mitigating historical safety concerns. Proprietary pan-PARPI payloads
were not substrates for major efflux pumps, potentially reducing resistance. Data support dpADCs as
a platform strategy to improve durability and therapeutic index in HRD and HRP solid tumors.

Please see important disclosure information on pages 20 - 25 of this report.

12



Jefferies

FIREFRET "2MHIREHA" , BDIME!

Biotechnology
Equity Research
April 22, 2026

Chart 23 - Site-Specific aTAA TOPO1i x PARPi dpADCs Outperform TOPO1i Single-Payload ADCs Across Varied

DAR Formats
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Abstract #1685: HER2 Dual-Payload dpADC Overcomes Enhertu Resistance Preclinically

Co's DAR12 HER2-targeting dual-payload ADC (Topo1i + microtubule inhibitor) demonstrated superior
efficacy versus Enhertu and single-payload ADCs in Enhertu-resistant xenograft models. The dpADC
induced tumor regressions and significantly delayed time-to-tumor-volume-quadrupling in gastric,
ovarian, and breast cancer models where sequential TOPO1i and MTi expaosure failed Chart 24.
Head-to-head studies showed the dpADC outperformed both individual components and their co-
administration, indicating benefit from synchronized intracellular payload delivery. PK studies showed
stable DAR over 21 days, and NHP toxicology supported an HNSTD of ~12.5 mg/kg with manageable,
transient neutrophil effects. Data suggest dual-payload HER2 ADCs can overcome sequential payload
resistance that limits current HER2 ADC durability. The work positions dpADCs as a differentiated,
mechanism-driven evolution beyond single-payload ADCs.

Chart 24 - Sutro’s dpADC is efficacious in Enhertu-Resistant CDX
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Abstract LB152: ACR-368 synergizes with PD-L1 blockade by coordinated activation of adaptive
and innate immunity pathways to achieve robust anti-tumor efficacy

Nonclinical studies in the syngeneic MC38 colorectal model demonstrate robust synergy between
ACR-368 (anti-CHK1/2) and anti-PD-L1, with the combination producing complete tumor regression
in 7/8 mice, vs 74% TGl with ACR-368 monotherapy and CR in 2/8 mice with anti-PD-L1 alone Chart
25, and generating durable immune memory persisting >200 days across 4 serial tumor rechallenges.
ACR-368 + anti-PD-L1 broadly enhanced innate and adaptive immune signaling and synergistically
pushed macrophages towards a proinflammatory M1 state (iNOS+), with increased NK/CD8+ activity
(Granzyme B) and reduced T cell exhaustion. Data overall support mechanistic rationale for ACR-368
combination with ICls to augment anti-tumor activity.

Chart 25 - ACR-368 reduces tumor volume in combo with PD-L1 inhibitor
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Abstract 239: Potent Synergy Between CHK1/2 Inhibitor ACR-368 and the ADC Payload
Topoisomerase | Inhibitor: Rationale for ADC + ACR-368 Combination Therapy

Pathway analysis supported by in vitro experiments identify CHK1/2 inhibition as a mechanism for
improving sensitivity to Topo1 inhibition, by preventing cell cycle checkpoint and DNA damage repair
following Topo1 inhibitor-mediated replication fork collapse. ACR-368 + exatecan (Topo1 inhibitor)
combination enhances apoptosis from replication fork collapse and improves cytotoxicity 1C50 by
~100X in endometrial cancer cell lines. Data suggest potential for ACR-368 to strongly enhance activity
of Topo1 ADCs.

Abstract 3789: Treatment with ACR-2316, a potential first- and best-in-class WEE1/PKMYT1
inhibitor, combined with anti-PD-L1 induces complete tumor regression with durable immune
memory in a preclinical syngeneic model

ACR-2316, an oral WEET/PKMYT1 inhibitor, demonstrates synergy with anti-PD-L1 in a syngeneic
mouse tumor model, with the combination leading to CR in 7/8 mice, vs 49% TGl with low dose
ACR-2316 monotherapy and CR in 2/8 mice with anti-PD-L1 alone Chart 26. Durable immune memory
persisted >250 days. ACR-2316 + anti-PD-L1 led to reduced T cell exhaustion markers and increased
CDB8+ cytotoxicity vs. anti-PD-L1 alone, supporting improved anti-tumor activity with the combination.

Please see important disclosure information on pages 20 - 25 of this report. 14
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Chart 26 - ACR-2316 reduces tumor volume in combo with PD-L1 inhibition
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Abstract 5793: First-in-class potent and selective oral KAT6A degrader development candidate,
PRT13722, drives complete tumor regressions as a monotherapy with an improved preclinical
hematological safety profile

PRT13722, a KAT6A degrader in preclinical development by PRLD, induces deeper cellular perturbation
(more differentially regulated genes) in a breast cancer cell model than non-selective KAT6A/
B inhibition by prifetrastat. PRT13722 monotherapy drives complete tumor regression in KATHA-
amplified breast cancer xenograft mouse models; prifetrastat resulted only partial TGl Chart 27.
Treatment with PRT13722 also reduced neutropenia 2X vs. prifetrastat at equivalent dose in this
xenograft model. PRT13722 shows synergy with endocrine therapies and CDK4/6 and PI3Ka-
inhibitors, yielding deeper regressions than partner drugs alone. Data overall point to superior anti-
tumor activity and safety with PRT13722's selective KAT6A degrader mechanism.

LE2 T
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Chart 27 - PRT13722 and prifetrastat evaluated in T47-D breast cancer xenograft mouse model
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Abstract 1324: Preclinical assessment of HWK-016, a next-generation, MUC16-targeting ADC with
novel bioconjugation and linker-payload technology

A PRT13722", 0.3 mg/kg, BID ¢ PRT13722* 3 mg/kg, QD

HWK-016, a MUC1 6-targeted ADC in Ph1 development, is designed to bind membrane-bound MUC16
to favor tumor delivery over targeting of circulating CA125 (shed MUC16 fragment). Cell assays
show minimal interference from high CA125 on HWK-016 binding, internalization, and cytotoxicity vs.
DMUCS754A, a previous MUC16 ADC developed by Genentech. However, DMUC65754A shows ~100X
higher cell potency vs. HWK-016 in the absence of CA125 (0.02nM vs. 1.86nM) Chart 28, suggesting
differences in drug payload release. Despite this, HWK-016 demanstrated superior tumor regression
in ovarian cancer DCX and PDX models vs. DMUC65754A, with 4/7 CRs 108% TGl in OVCAR-3 and 1/8
CR103% TGl in CTG-3423 Chart 29. HWK-016 was well tolerated in NHP with an HNSTD of 60mg/kg
and showed high stability with T+, of 10-13 days, supporting PK in trials.

Chart 28 - Cytotoxic activity of MUC16-targeting ADCs

HWK-016 Cell Viability DMUC5754A-mAb-CPT113 Cell Viability
OVCAR-3 OVCAR-3
120 120
x 10 . 100
Z 80 Z 80
3 H
g @ 25-o0kd g ® 146-1old
3 40 = 40
&m0 9 =
o L) T T = T G Ll 1 o T T
0.0001 0.01 1 100 0.0001 0.01 1 100
Concentration (nM) Concentration (nM)
-+~ Without CA125 —e~ With CA125 o~ Without CA125 —e~ With CA125
cA125 HWK-016 mAb CA125 DMUC5754A-mAD-CPT113
Concentration ECs, (nM) Esdinsnge Concentration EC,, (nM) Fold Change
0uimL 186 NA ouimL 0.02 N/A
10,623 U/mL (304 ULN) 457 25 10,623 U/mL (304 ULN) 283 146.5

Note: In patients with cancer, high CA125 is defined as 2x ULN (>70 WmL)
Source: AACR 2026
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Chart 29 - Tumor regression in ovarian cancer CDX and PDX models

HWK-016 Efficacy in OVCAR-3 (MUC16"iah) HWK-016 Efficacy in CTG-3423 (MUC16hiah)

2,500 1 DPBS 7509 Isotype-CPT113 (6 mg/kg)
Isotypa-CPT113 1 mg/kg —e— HWK-016 (1 mgikg)
o~ 2000-] =@= DMUCS754A 1 mp/kg = —a— HWK-016 (3 mgikg)
E =0~ DMUCS754A-mAb-CPT113 1 mg/kg 'E sop] = K016 EmoKG)
® 1500 L} HWK-0160.3 maka =3
E == HWK-016 1 mg/kg g
] :
H § 2504
e [
S0 108% TGI; 103% TGI;
4T CRs 18CR
o T T T — 0 T T T T 1
0 7 14 21 28 35 0 4 14 21 28 35
¢ Time (days) ¢ Time (days)

Source: AACR 2026
Abstract 4439: Preclinical assessment of HWK-007, a next-generation, PTK7-targeting ADC with
novel bioconjugation and linker-payload technology

HWK-007, a PTK7-targeted ADC with a proprietary CPT116 Topo1 inhibitor payload, was evaluated
vs. a previous PTK7 ADC, cofetuzumab pelidotin, across cancer cell line and DCX models. HWK-007
showed similar cellular internalization vs. cofe-p, but induced cytotoxicity in cancer cell lines (A204,
NCI-H146, OVCAR-3) at greater potency, suggesting improved payload release or activity. HWK-007
also demonstrated stronger antitumor activity in SCLC CDX models vs. cofe-p, with 93-107% tumor
regressions at 1 and 3 mg/kg Chart 30. HWK-007 showed good stability in human and cyno plasma,
with <1% free CPT116 release, and was well tolerated in NHP (HNSTD of 60mg/kg) with a half-life of
9-11 days.

Chart 30 - Antitumor activity in SCLC CDX models
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Abstract 4440: Preclinical assessment of HWK-206, a next-generation, biparatopic, SEZ6-targeting
ADC with novel bioconjugation and linker-payload technology

HWK-206 is a biparatropic ADC that binds 2 distinct domains on SEZ6 to release a proprietary CPT116
Topo1 inhibitor payload. HWK-206 shows stronger cell-viability inhibition vs. ABBV-706, a previous anti-
SEZ6 exatecan ADC, with ~77X higher potency in cell lines with low SEZ6 expression Chart 31. In an
SCLC CDX model, HWK-206 demonstrates greater antitumor activity vs. ABBV-706, but comparable
activity vs. ABBV-706 mAB conjugated to CPT116 Chart 32, suggesting weaker cytotoxicity with
CPT116 vs. exatecan. In NHP, HWK-206 is well tolerated (HNSTD of 60 mg/kg) and stable (half-life
of 7-9 days).

Please see important disclosure information on pages 20 - 25 of this report. 17
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Chart 31 - Cell viability inhibition in NCI-H69 cell culture
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Chart 32 - Antitumor activity in SCLC CDX model
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Abstract 1535: BMCA/ CD70 dual CAR T cells show ability to overcome immune rejection, exhibit
cytotoxic activity, and eliminate tumor cells in humanized mice.
Allogene's BMCA/ CD70 dual CAR Tis a gene-edited TRAC KO dual CAR construct designed to increase
the durability and efficacy of CAR T therapies in oncology. CD70 CAR reduced allorejection pressure
and killed activated host T cells to improve survival and persistence. Allogeneic BMCA/ DC70 Dual CAR
T cells showed effective depletion of plasma cells in a humanized mouse model, superior to BCMA
CAR alone (Chart 33). In a MOLP-8 in vive mouse model, BCMA/ CD70 dual CAR T cells showed rapid
CAR T cell expansion over 20 days and anti-tumor activity in MOLP-8 tumor xenografts from multiple
donors superior to BMCA CAR alone across 40 days. (Chart 34).
Please see important disclosure information on pages 20 - 25 of this report. 18
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Chart 33 - BCMA/ CD70 Dual CAR T Effect on Plasma Cells and Plasmablast Cells vs BCMA CAR Treatment
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Chart 34 - BCMA/ CD70 Dual CAR T Effect on NSG Mice with MOLP-8 Tumor Xenografts
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Within the past twelve months, Nuvalent Inc has been a client of Jefferies Financial Group Inc,, its affiliates or subsidiaries and investment banking services
are being or have been provided.

Jefferies Financial Group Inc., its affiliates or subsidiaries beneficially owned 1% or more of the common equity of Prelude Therapeutics, Inc. as of last month's
end (or the prior month’s end if this report is dated later than 10 days after the most recent month end).

Jefferies Financial Group Inc., its affiliates or subsidiaries expect to receive or intend to seek compensation for investment banking services from Sutro
Biopharma, Inc. within the next three months.

Within the past 12 months, Jefferies Financial Group Inc,, its affiliates or subsidiaries has received compensation from investment banking services from Sutro
Biopharma, Inc..

Jefferies Financial Group Inc,, its affiliates or subsidiaries has acted as a manager or co-manager in the underwriting or placement of securities for Sutro
Biopharma, Inc. or one of its affiliates within the past twelve months.

Within the past twelve months, Sutro Biopharma, Inc. has been a client of Jefferies Financial Group Inc., its affiliates or subsidiaries and investment banking
services are being or have been provided.

For Important Disclosure information on companies recommended in this report, please visit our website at https://javatar.bluematrix.com/sellside/
Disclosures.action or call 212.284.2300.
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Buy - Describes securities that we expect to provide a total return (price appreciation plus yield) of 15% or more within a 12-month period.
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prohibit certain types of communications, including investment recommendations.
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investment merits of the company are provided.

Valuation Methodology

Jefferies' methodology for assigning ratings may include the following: market capitalization, maturity, growth/value, volatility and expected total return over the
next 12 months. The price targets are based on several methodologies, which may include, but are not restricted to, analyses of market risk, growth rate, revenue
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Jefferies Franchise Picks include stock selections from among the best stock ideas from our equity analysts over a 12 month period. Stock selection is based on
fundamental analysis and may take into account other factors such as analyst conviction, differentiated analysis, a favorable risk/reward ratio and investment
themes that Jefferies analysts are recommending. Jefferies Franchise Picks will include only Buy rated stocks and the number can vary depending on analyst
recommendations for inclusion. Stocks will be added as new opportunities arise and removed when the reason for inclusion changes, the stock has met its
desired return, if it is no longer rated Buy and/or if it triggers a stop loss. Stocks having 120 day volatility in the bottom quartile of S&P stocks will continue to
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Risks which may impede the achievement of our Price Target

This report was prepared for general circulation and does not provide investment recommendations specific to individual investors. As such, the financial
instruments discussed in this report may not be suitable for all investors and investors must make their own investment decisions based upon their specific
investment objectives and financial situation utilizing their own financial advisors as they deem necessary. Past performance of the financial instruments
recommended in this report should not be taken as an indication or guarantee of future results. The price, value of, and income from, any of the financial
instruments mentioned in this report can rise as well as fall and may be affected by changes in economic, financial and political factors. If a financial instrument
is denominated in a currency other than the investor's home currency, a change in exchange rates may adversely affect the price of, value of, or income derived
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after this date, that will affect the non-US target prices and should no longer be relied upon. In addition, investors in securities such as ADRs, whose values are
affected by the currency of the underlying security, effectively assume currency risk.

Other Companies Mentioned in This Report
+ Acrivon Therapeutics Inc (ACRV: $1.97, BUY)
» Allogene Therapeutics, Inc. (ALLO: $2.39, BUY)
« NURIX THERAPEUTICS, INC. (NRIX: $16.63, BUY)
+ Nuvalent Inc (NUVL: $108.85, BUY)
+ Prelude Therapeutics, Inc. (PRLD: $4.31, BUY)
* Sutro Biopharma, Inc. (STRO: $35.53, BUY)
» Whitehawk Therapeutics (WHWK: $4.23, HOLD)

Distribution of Ratings IB Serv./Past12 Mos. JIL Mkt Serv./Past12 Mos.
Count Percent Count Percent Count Percent
BUY 2173 61.82% 364 16.75% 109 5.02%
HOLD 1182 33.63% 102 8.63% 16 1.35%
UNDERPERFORM 160 4.55% 1 0.62% 1 0.62%
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investment banking services among other activities from such companies. As a result, investors should be aware that Jefferies may have a conflict of interest
that could affect the objectivity of this report. Investors should consider this report as only a single factor in making their investment decision.
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Investment Regulatory Organization, including research reports produced jointly by Jefferies Securities Inc. and another Jefferies entity (and distributed by
Jefferies Securities Inc.).

Where Jefferies Securities Inc. distributes research reports produced by Jefferies LLC, Jefferies International Limited, Jefferies (Japan) Limited, Tokyo Branch or
Jefferies India Private Limited, you are advised that each of Jefferies LLC, Jefferies International Limited, Jefferies (Japan) Limited, Tokyo Branch and Jefferies
India Private Limited operates as a dealer in your jurisdiction under an exemption from the dealer registration requirements contained in National Instrument
31-103 Registration Requirements, Exemptions and Ongoing Registrant Obligations and, as such, each of Jefferies LLC, Jefferies International Limited, Jefferies
(Japan) Limited, Tokyo Branch and Jefferies India Private Limited is not required to be and is not a registered dealer or adviser in your jurisdiction. You are
advised that where Jefferies LLC or Jefferies International Limited prepared this research report, it was not prepared in accordance with Canadian disclosure
requirements relating to research reports in Canada.

United Kingdom: Jefferies International Limited, which is authorized and regulated by the Financial Conduct Authority; registered in England and Wales No.
1978621; registered office: 100 Bishopsgate, London EC2N 4JL; telephone +44 (0)20 7029 8000; facsimile +44 (0)20 7029 8010.

Germany: Jefferies GmbH, which is authorized and regulated by the Bundesanstalt fuer Finanzdienstleistungsaufsicht, BaFin-ID: 10150151; registered office:
Bockenheimer Landstr. 24, 60323 Frankfurt a.M., Germany; telephone: +49 (0) 69 719 1870

Hong Kong: Jefferies Hong Kong Limited, which is licensed by the Securities and Futures Commission of Hong Kong with CE number ATS546; located at Level
26, Two International Finance Center, 8 Finance Street, Central, Hong Kong; telephone: +852 3743 8000.
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Singapore 049315, telephone: +65 6551 3950.

Japan: Jefferies (Japan) Limited, Tokyo Branch, which is a securities company registered by the Financial Services Agency of Japan and is a member of the
Japan Securities Dealers Association; located at Tokyo Midtown Hibiya 30F Hibiya Mitsui Tower, 1-1-2 Yurakucho, Chiyoda-ku, Tokyo 100-0006; telephone +813
5251 6100; facsimile +813 5251 6101.

India: Jefferies India Private Limited (CIN - U74140MH2007PTC200509), licensed by the Securities and Exchange Board of India for: Stock Broker (NSE & BSE)
INZ000243033, Research Analyst INHO00000701 and Merchant Banker INMOQ0011443, located at Level 16, Express Towers, Nariman Point, Mumbai 400 021,
India; Tel +91 22 4356 6000. Compliance Officer name: Sanjay Pai, Tel No: +91 22 42246150, Email: spai@jefferies.com, Grievance officer name: Sanjay Pai, Tel
no. +91 22 42246150, Email: compliance_india@jefferies. com. Registration granted by SEBI and certification from NISM in no way guarantee performance of
the intermediary or provide any assurance of returns to investors.

Australia: Jefferies (Australia) Pty Limited (ACN 623 059 898), which holds an Australian financial services license (AFSL 504712) and is located at Level 20,
60 Martin Place, Sydney NSW 2000; telephone +61 2 9364 2800.
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office Unit L31-06, L31-07, Level 31, ICD Brookfield Pace, DIFC, PO Box 121208, Dubai, UAE.

This report was prepared by personnel who are associated with Jefferies (Jefferies Securities Inc., Jefferies International Limited, Jefferies GmbH, Jefferies
Hong Kong Limited, Jefferies Singapore Limited, Jefferies (Japan) Limited, Tokyo Branch, Jefferies India Private Limited), and Jefferies (Australia) Pty Ltd; or by
personnel who are associated with both Jefferies LLC and Jefferies Research Services LLC ("JRS"). Jefferies LLC is a US registered broker-dealer and is affiliated
with JRS, which is a US registered investment adviser. JRS does not create tailored or personalized research and all research provided by JRS is impersonal.
If you are paying separately for this research, it is being provided to you by JRS. Otherwise, it is being provided by Jefferies LLC. Jefferies LLC, JRS, and their
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If you are receiving this report from a non-US Jefferies entity, please note the following: Unless prohibited by the provisions of Regulation S of the U.S. Securities
Act of 1933, as amended, this material is distributed in the United States by Jefferies LLC, which accepts responsibility for its contents in accordance with the
provisions of Rule 15a-6 under the US Securities Exchange Act of 1934, as amended. Transactions by or on behalf of any US person may only be effected through
Jefferies LLC. In the United Kingdom and European Economic Area this report is issued and/or approved for distribution by Jefferies International Limited ("JIL")
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or by persons to whom it can be otherwise lawfully distributed. Jefferies LLC, JIL, Jefferies GmbH and their affiliates, may make a market or provide liquidity
in the financial instruments referred to in this report; and where they do make a market, such activity is disclosed specifically in this report under “company
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For Canadian investors, this material is intended for use only by professional or institutional investors. None of the investments or investment services mentioned
or described herein is available to other persons or to anyone in Canada who is not a "permitted client" as defined by National Instrument 31-103 Registration
Requirements, Exemptions and Ongoing Registrant Obligations, as applicable. This research report is a general discussion of the merits and risks of a security
or securities only, and is not in any way meant to be tailored to the needs and circumstances of any recipient. The information contained herein is not, and under
no circumstances is to be construed as, an offer to sell securities described herein, or solicitation of an offer to buy securities described herein, in Canada or
any province or territory thereof. Any offer or sale of the securities described herein in Canada will be made only under an exemption from the requirements
to file a prospectus with the relevant Canadian securities regulators, if applicable, and only by a dealer properly registered under applicable securities laws or,
alternatively, pursuant to an exemption from the dealer registration requirement in the relevant province or territory of Canada in which such offer or sale is made.
The information contained herein is under no circumstances to be construed as investment advice in any province or territory of Canada and is not tailored to the
needs of the recipient. To the extent that the information contained herein references securities of an issuer incorporated, formed or created under the laws of
Canada or a province or territory of Canada, any trades in such securities must be conducted through a dealer registered in Canada. No securities commission
or similar regulatory authority in Canada has reviewed or in any way passed judgment upon this research report, the information contained herein or the merits
of the securities described herein, and any representation to the contrary is an offence.

In Singapore, Jefferies Singapore Limited ("JSL") is regulated by the Monetary Authority of Singapore. For investors in the Republic of Singapore, where this
material is prepared and issued by a Jefferies affiliate outside of Singapore, it is distributed by JSL pursuant to Regulation 32C of the Financial Advisers
Regulations. The material contained in this document is intended solely for accredited, expert or institutional investors, as defined under the Securities and
Futures Act 2001 (Singapore). If there are any matters arising from, or in connection with this material, please contact JSL, located at 80 Raffles Place #15-20,
UOB Plaza 2, Singapore 048624, telephone: +65 6551 3950. In Dubai, this material is issued and distributed by Jefferies International Limited, Dubai branch,
and is intended solely for Professional Clients and should not be distributed to, or relied upon by, Retail Clients (as defined by DFSA). A distribution of ratings in
percentage terms in each sector covered is available upon request from your sales representative. In Japan, this material is issued and distributed by Jefferies
(Japan) Limited to institutional investars only. In Hong Kong, this report is issued and approved by Jefferies Hong Kong Limited and is intended for use only by
professional investors as defined in the Hong Kong Securities and Futures Ordinance and its subsidiary legislation. In the Republic of China (Taiwan), this report
should not be distributed. The research in relation to this report is conducted outside the People’s Republic of China (“PRC"). This report does not constitute an
offer to sell or the solicitation of an offer to buy any securities in the PRC. PRC investors shall have the relevant qualifications to invest in such securities and shall
be responsible for obtaining all relevant approvals, licenses, verifications and/or registrations from the relevant governmental authorities themselves. In India,
this report is made available by Jefferies India Private Limited. In Australia, this report is issued and/or approved for distribution by, or on behalf of, Jefferies
(Australia) Securities Pty Ltd (ACN 610 977 074), which holds an Australian financial services license (AFSL 487263). It is directed solely at wholesale clients
within the meaning of the Corporations Act 2001 (Cth) of Australia (the “Corporations Act”), in connection with their consideration of any investment or investment
service that is the subject of this report. This report may contain general financial product advice. Where this report refers to a particular financial product, you
should obtain a copy of the relevant product disclosure statement or offer document before making any decisicn in relation to the product. Recipients of this
document in any other jurisdictions should inform themselves about and observe any applicable legal requirements in relation to the receipt of this document.
This report is not an offer or solicitation of an offer to buy or sell any security or derivative instrument, or to make any investment. Any opinion or estimate
constitutes the preparer's best judgment as of the date of preparation, and is subject to change without notice. Jefferies assumes no obligation to maintain
or update this report based on subsequent information and events. Jefferies, and their respective officers, directors, and employees, may have long or short
positions in, or may buy or sell any of the securities, derivative instruments or other investments mentioned or described herein, either as agent or as principal
for their own account. This material is provided solely for informational purposes and is not tailored to any recipient, and is not based on, and does not take into
account, the particular investment objectives, portfolio holdings, strategy, financial situation, or needs of any recipient. As such, any advice or recommendation
in this report may not be suitable for a particular recipient. Jefferies assumes recipients of this report are capable of evaluating the information contained herein
and of exercising independent judgment. A recipient of this report should not make any investment decision without first considering whether any advice or
recommendation in this report is suitable for the recipient based on the recipient’s particular circumstances and, if appropriate or otherwise needed, seeking
professional advice, including tax advice. Jefferies does not perform any suitability or other analysis to check whether an investment decision made by the
recipient based on this report is consistent with a recipient's investment objectives, portfolio holdings, strategy, financial situation, or needs.

By providing this report, neither JRS nor any other Jefferies entity accepts any authority, discretion, or control over the management of the recipient's assets.
Any action taken by the recipient of this report, based on the information in the report, is at the recipient’s sole judgment and risk. The recipient must perform his
or her own independent review of any prospective investment. If the recipient uses the services of Jefferies LLC (or other affiliated broker-dealers), in connection
with a purchase or sale of a security that is a subject of these materials, such broker-dealer may act as principal for its own accounts or as agent for another
person. Only JRS is registered with the SEC as an investment adviser; and therefore neither Jefferies LLC nor any other Jefferies affiliate has any fiduciary duty
in connection with distribution of these reports.

The price and value of the investments referred to herein and the income from them may fluctuate. Past performance is not a guide to future performance,
future returns are not guaranteed, and a loss of original capital may occur. Fluctuations in exchange rates could have adverse effects on the value or price of,
or income derived from, certain investments.

This report may contain forward looking statements that may be affected by inaccurate assumptions or by known or unknown risks, uncertainties, and other
important factors. As a result, the actual results, events, performance or achievements of the financial product may be materially different from those expressed
or implied in such statements.

This report has been prepared independently of any issuer of securities mentioned herein and not as agent of any issuer of securities. No Equity Research
personnel have authority whatscever to make any representations or warranty on behalf of the issuer(s). Any comments or statements made herein are those
of the Jefferies entity producing this report and may differ from the views of other Jefferies entities.
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This report may contain information obtained from third parties, including ratings from credit ratings agencies such as Standard & Poor’s, and information
derived from third-party or proprietary generative artificial intelligence (Gen Al) models. Jefferies does not guarantee the accuracy, completeness, timeliness or
availability of this information, and is not responsible for any errors or omissions (negligent or otherwise), regardless of the cause, or for the results obtained from
the use of such content. Neither Jefferies nor any third-party content providers, including providers of Gen Al models, give any express or implied warranties,
including, but not limited to, any warranties of merchantability or fitness for a particular purpose or use. Neither Jefferies nor any third-party content provider shall
be liable for any direct, indirect, incidental, exemplary, compensatory, punitive, special or consequential damages, costs, expenses, legal fees, or losses (including
lost income or profits and opportunity costs) in connection with any use of their content, including ratings. Credit ratings are statements of opinions and are
not statements of fact or recommendations to purchase, hold or sell securities. They do not address the suitability of securities or the suitability of securities
for investment purposes, and should not be relied on as investment advice, Reproduction and distribution of third party content in any form is prohibited except
with the prior written permission of the related third party.

Jefferies research reports are disseminated and available electronically, and, in some cases, also in printed form. Electronic research is simultaneously made
available to all clients. This report or any portion hereof may not be copied, reprinted, sold, or redistributed or disclosed by the recipient or any third party,
by content scraping or extraction, automated processing, or any other form or means, without the prior written consent of Jefferies. Any unauthorized use is
prohibited. Neither Jefferies nor any of its respective directors, officers or employees, is responsible for guaranteeing the financial success of any investment,
or accepts any liability whatsoever for any direct, indirect or consequential damages or losses arising from any use of this report or its contents. Nothing herein
shall be construed to waive any liability Jefferies has under applicable U.S. federal or state securities laws.

For Important Disclosure information relating to JRS, please see https//adviserinfo.sec.gov/IAPD/Content/Commaon/crd_iapd_Brochure aspx?
BRCHR_VRSN_ID=483878 and https://adviserinfo.sec.gov/Firm/282142 or visit our website at https://javatar.bluematrix.com/sellside/Disclosures.action, or
www jefferies.com, or call 1.888.JEFFERIES.
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