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Avacta

Tumour-activated drug delivery demonstrated

Avacta’s investment case centres on how its pre|CISION-enabled PDC (peptide-drug
conjugate) platform can widen the therapeutic window of potent oncology drugs,
improve efficacy, and reduce toxicities. Faridoxorubicin (FAP-Dox), a Gen One
compound, has proven the concept, but the real value, in our view, lies in the Gen Two
and Gen Three opportunities. AVA6103 (FAP-EXd), the lead Gen Two programme, has
started Phase | studies with the first clinical data by end-2026. FAP-EXd is a sustained
release PDC of proven Topo | inhibitor, exatecan, whose utility is hampered by its
toxicity. Successful proof-of-concept for FAP-EXd would open up sizeable clinical
indications and act as a template for other currently suboptimal compounds. The lead
Gen Three (dual payload) programme is progressing well through preclinical studies:
the identity of the two components set to be revealed by end-2026. The news flow
over the next 12 months should establish the utility, positioning, and value of the
pre|CISION platform. Our valuation is £475m/$608m, or 101p/share.

Year-end: December 31 2024 2025 2026E 2027E
Revenues (Em) 0.1 0.1 0.0 0.0
Adj. EBITDA (Em) (24.2) (26.0) (27.0) (28.0)
Adj. PBT (Em) (22.9) (33.9) (32.9) (32.2)
Net Income (Em) (52.8) (38.6) (33.4) (32.7)
EPS (p) (15.3) (9.7) (7.3) (6.8)
Cash (Em) 17.8 16.9 24.5* 14.5*

Source: Trinity Delta Note: Adjusted numbers exclude share-based payments and exceptionals. * FY26e and FY27e
include £25m of cash inflows in each period (as illustrative short-term debt) which could come from various sources.

®  (Clinical/translational data offer pre|CISION insights Further data will demonstrate
the clinical value of pre|CISION PDC chemistries. Recent FAP-Dox Phase | SGC
(salivary gland cancer) results at ASCO showcased preliminary efficacy and toxicity
reduction. However, in our view, the Gen Two and Gen Three compounds have the
potential to address larger commercial indications with products that materially
improve therapeutic windows. FAP-Dox has successfully proven pre|CISION can
deliver active drug selectively to the tumour site, with equivalent antitumour activity
across all levels of FAP expression and FAP enzyme persistence despite tumour
responses. The stage is now set for the chemistries to be used more widely.

B AVA6103 first Phase | data by year-end Lead Gen Two asset, AVA6103 is actively
recruiting patients in US sites, with first results expected H226. Preclinical work has
created a highly targeted, sustained release version of exatecan, a potent Topo |
inhibitor, with the potential to achieve high efficacy across many solid tumours, but
with a more tolerable side-effect profile, and improved or at least equivalent payload
delivery to marketed ADCs. Meanwhile, selection of the active elements of the lead
Gen Three programme, the flexible dual payload structure, should occur in H226.

®  Valuation of £475m ($608m) or 101p/share (94p fully diluted) Cash of £16.4m
provides a runway into Q127, covering several value inflection points. Future
funding options include licensing/partnering deals, an additional NASDAQ listing,
and further equity raises. Updating our rNPV model lifts our valuation from £471m
($603m) or 103p/share (90p fully diluted) to £475m ($608m), with a lower per share
valuation of 101p due to dilution from the June equity raise (94p fully diluted).
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and multiple next generation
candidates are in preclinical
development.
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Benefits of pre|CISION platform
are being demonstrated by
clinical trials

Avacta: clinical data will drive value inflection

Avacta’s investment case centres on its proprietary pre|CISION drug delivery
platform, which aims to reduce the efficacy/toxicity trade off seen with many
potent therapeutics, thus expanding their utility. pre|CISION is being harnessed
to develop novel, highly targeted cancer drugs, and has been validated by lead
programme AVA6000 (faridoxorubicin or FAP-Dox), a peptide-drug conjugate of
doxorubicin. The next-generation AVA6103 (FAP-EXd), a tailored sustained
release exatecan formulation, is in Phase | studies. A dual payload candidate will
be selected for study before end-2026. Clinical and pipeline catalysts should
provide multiple value inflection points over the next 12-18 months. Increasing
industry awareness, coupled with growing investor confidence, has reduced the
funding uncertainty that continues to plague many similarly sized biotech
players. Our Avacta rNPV valuation, based on conservative assumptions, is
£475m ($608m), equivalent to 101p/share (94p fully diluted).

Avacta is a pure play oncology biopharma company with management focused on
exploiting the full potential of its proprietary pipeline and pre|CISION platform. It
aims to develop a broad portfolio of peptide-drug conjugates (PDCs) that use its
pre|CISION technology to improve the therapeutic index of many highly potent
yet systemically toxic oncology drugs. The platform allows these compounds to
remain inert until they are specifically activated by FAP-cleavage in the tumour
microenvironment (TME). FAPa (fibroblast activation protein-a) is a tumour-
associated enzyme expressed by cancer-associated fibroblasts (CAFs). This precise
activation minimises systemic exposure and allows optimisation of dosing (higher
or more frequent dosing) and/or broadens the therapeutic window for these
otherwise highly potent and effective drugs.

Exhibit 1: pre|CISION broadens the therapeutic window of potent oncology drugs constrained by toxicities

Many current oncology therapies have By concentrating in the tumor and sparing
severe toxicities at the effective dose, thus normal tissues, pre|CISION aims to
alimited therapeutic window separate the toxicity and efficacy curves
USUAL THERAPEUTIC Pre|CISION THERAPEUTIC
WINDOW WINDOW
100 100
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Source: Avacta

Selective activation in TME
effectively “masks” active
compound until needed

The pre|CISION platform, described in detail in our November 2024 Outlook, has
seen material enhancement in recent years as its potential has become better
understood. It is very flexible and can be used to create highly tailored therapeutic
conjugates that have specific characteristics. Briefly, FAP is primarily expressed as
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a membrane bound enzyme of CAFs in the TME, with only a small amount of FAP
needed to cleave the linker and release the active payload either directly into the
tumour cell or within the TME (the bystander effect). Around 90% of solid
tumours express FAP and would be candidates for pre|CISION targeting (Exhibit
2). A collaboration with Tempus Al, employing its extensive real-world datasets,
has helped identify the addressable patient populations and refine the selection of
the most clinically promising and commercially relevant indications.

Exhibit 2: Market opportunity with Avacta’s pre|CISION drug candidates

‘ FAP Expression No FAP
Strong (2-3+) / Weak (1+) Expression
Adrenal Ca
0 Small Cell Lung Ca
9 0 /o Prostate Ca FA P
Of Solid Renal Ca . . > "
SinTor Esophageal Ca (Fibroblast Activation Protein)
Gastric Ca
express FAP Head and Neck Ca * FAPis primarily expressed as a
CenvicalCe membrane-bound enzyme in the
Uterine Ca
Colorectal Ca TM E
NSCLC
Salivary Gland Ca * Only a very small amount of FAP
D“":;‘:‘::’Q”“"‘“ expression is needed to release
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Source: Avacta

The pipeline (Exhibit 3) includes the lead programme faridoxorubicin (AVA6000,
FAP-Dox) a doxorubicin PDC; AVA6103 (FAP-EXd), a Phase | sustained release
PDC targeting topoisomerase | (Topo I) via an exatecan payload; and AVA6207,
the first dual payload PDC, a novel class of engineered biotherapeutics.

Exhibit 3: Avacta's therapeutic pipeline

IND- PHASE 2
PROGRAM PAYLOAD POTENTIAL INDICATIONS PRECLINICAL ENABLING PHASE 1 AND PHASE 3 MILESTONES

* Head and Neck Cancers
(Salivary Gland Ca subset)

Fari- * High grade sarcoma ]
o P s : Phase 1a/1b data
doxorubicin Doxorubicin (Dedifferentiated
AVA6000 liposarcoma) updated 2H 2026
* Breast cancer
(TNBC/HER2+/HER2low)

* Gastric cancer (GC)

* Cervical Cancer
Phase 1 began

e Exatecan *» Small cell lung cancer (SCLC) i March 2026
(sustained  * Pancreatic ductal Initial clinical data
release) adenocarcinoma (PDAC) : 4Q 2026
* HR+ Breast cancer
« Colorectal cancer
Dual Payload Payloads and
AVA6207 Payloads not « Not disclosed Candidate selection
2H‘26

disclosed

Source: Avacta
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AVA6000 has been pivotal in
showing how pre|CISION works

ASCO 2026 data confirms earlier
results, with encouraging early
efficacy seen

FDA agreement on path forward
in SGC

AVA6000 (FAP-Dox): SGC data package builds

Faridoxorubicin (FAP-Dox) is a relatively straightforward compound and can be
viewed as a Gen One pre|CISION chemistry. FAP-Dox has played a pivotal role in
that it has not only provided a better understanding of FAP biology but also
effectively demonstrated the proof of concept for the pre|CISION technology.
The clinical data so far (January 2026 Outlook) have shown targeted doxorubicin
release in the TME (tumour to plasma concentration of 100:1), improved safety
and tolerability vs standard doxorubicin with no dose-limiting toxicities nor cardiac
safety signals (0% vs 6%-20% expected), and preliminary signs of efficacy in high
grade soft tissue sarcomas (STS) and salivary gland cancer (SGC).

The SGC indication is attractive because of the strength of preliminary efficacy
data released to date, most recently at ASCO 2026 (Exhibit 4). Data from the 38
evaluable SGC patients treated in the Phase la dose finding and Phase Ib dose
expansion cohorts were consistent and showed durable tumour shrinkage, with
over 90% disease control rate. Median progression free survival (PFS) data are not
yet mature and progression events (eg tumour growth) continue to be collected.
For context, median PFS was 3.5 months on conventional chemotherapy. SGC
also offers more straightforward clinical development pathway as SGC is a chemo-
refractory indication with no defined current treatment regimen.

Exhibit 4: AVA6000 durable tumour shrinkage in SGC

<> Patient remains in PFS follow up % Patient remains on therapy
40

Disease
Progression

20

CrGOOO*O  * % * O Oxx O

-20

Partial
Response

All evaluable SGC
patients
N=38

Best percent change in the sum
of the lLongest diameters

-40

Partial response (PR}, n (%) 4(10.5)
Minor Response (MR), n (%) 9(23.7)
Stable Disease (SD), n (%) 22(57.9)
60 Progressive Disease (PD), n (%) 3(7.9)

Data cut off 15 MAY 2028.

‘Patients with the diagnosis of salivary gland cancer were treated with at least 250 mg/m? (Phase 1a) or at 310 mg/m? (Phase 1b). Patients eligible for efficacy include
those in both cohorts with at least 1 on-treatment scan to assess response.

20ne pt with uncenfirmed response (PR), this patients remains on therapy.

3Minor response is 10-29% shrinkage in SLD.

Source: Avacta Note: data cut off 15/5/2026; all SGC patients (n=38) treated > 250 mg/m?
dose level, regardless of schedule; median PFS not yet reached

FDA has agreed to key elements of the design of a single pivotal trial to support
potential full regulatory approval in SGC, with a primary endpoint of PFS (Exhibit
5). This study will include both first line and second line patients in the most
prevalent subsets of SGC (excluding rarer subtypes) and will evaluate a 310mg/m?
faridoxrubicin dose (equivalent to 209mg/m? conventional doxorubicin) in 240
patients. Notably, Phase | data in the defined SGC patient group for the pivotal
study (n=32) reveal that confirmed tumour responses have largely occurred in this
group, with four partial responses and eight minor responses. FDA agreement on
the regulatory pathway in SGC could see a first market launch of faridoxorubicin
in 1L/2L mSGC in 2029/30 and should also aid ongoing faridoxorubicin partnering
discussions; the start of the pivotal trial remains subject to partnering.
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Exhibit 5: Faridoxorubicin pivotal Phase Il trial design

Phase 2 Study Characteristics

INDICATIONS
Exclude rare subsets of SGC

KEY ELIGIBILITY CRITERIA

« 0-1 prior lines of systemic therapy
ECOG 0-1

+ HER2+ and AR+ must have received
targeted therapy prior to enrollment

SAMPLE SIZE
N= 240

PRIMARY ENDPOINT
Progression Free Survival

KEY A single pivotal trial is needed for
Ry full approval with a single
STATS endpoint of median PFS

REGULATORY

K3

Ratio 2:1 Overall Survival

Arm1:Arm2
ARM 2: Investigators choice |
(n=80)

FOLLOW-UP

TREATMENT

ARM 1: Faridoxorubicin (n=160)
310 mg/m2 Q3W

Anticipate 40% 1L and 60% 2L
Stratified by disease type

and line of therapy to

manage enrollment

Primary Endpoint
for Approval:
Progression Free Survival

Secondary:

IC choices to be defined in the next stage of
development

Minimum follow up of 9 months
and total 193 PFS events for the
final trial analysis

@ Primary endpoint of Hazard ratio

of 0.65 (median 7.1 months vs.
comparator of 4 months)

Source: Avacta

Lack of severe cardiac toxicities
is most striking safety signal

Lifetime doxorubicin limit lifted
as selective activation in TME
works

TNBC is the more significant
opportunity

Additionally, ASCO data confirmed a continued clean safety profile across 111
patients dosed with AVA6000, including several patients that reached the
protocol-defined lifetime maximum doxorubicin exposure of 550 mg/m?. Across
the pooled Phase la/lb safety data, there was an absence of severe cardiac
toxicity and only minimal changes in left ventricular function (LVEF) (seen in <4%
of patients). At the recommended dose for expansion (RDE) of 310mg/m?(n=48)
incidence of toxicities were lower than historical rates observed with conventional
doxorubicin, despite the RDE being equivalent to ¢ 2.8x the maximum tolerated
dose of conventional doxorubicin (75 mg/m?).

PK and exposure-response data that lead to the lifting of the lifetime maximum
doxorubicin limit were also presented. Population PK modelling showed that the
FAP-mediated release of active doxorubicin from faridoxorubicin results in limited
systemic exposure, with higher clearance and larger central volume for
distribution, vs conventional doxorubicin which is rapidly systemically distributed
and eliminated more slowly (Exhibit 6). While the exposure-response analysis
found no meaningful relationship between cardiac toxicity, specifically LVEF
changes, and released doxorubicin exposure.

Exhibit 6: Preliminary population PK model vs conventional doxorubicin

*Released doxorubicin from faridoxorubicin

enters Released doxorubicin Conventional
following FAP-mediated cleavage in the (from AVA6000) doxorubicin® Fold
TME All dose levels (75 mg/m?) Difference
*Slow appearance of released Parameter

doxorubicin in the periphery eliminates

the sharp systemic peaks typical of Clearance (L per hr) 157 47-56 ~3x higher
conventional i.v. dosing, resulting in

markedly low cardiac exposure Central Volume (L) 141 1719 ~7-8x higher
*Consistent with this profile, essentially no

cardiac toxicity is observed and minimal Peripheral Volume (L) 1170 672-2124 Comparable

changes in LVEF following dosing are
reported

Source: Avacta

These data, as well as first data in triple negative breast cancer (TNBC) once this
has matured, should strengthen the partnership/licensing package. TNBC is the

5 7 July 2026



¢ — . .
o™ Irinity Delta

Avacta

BIO 2026 data presentation
confirms targeting and
activation occurs as planned

Efficacy seen at even low levels
of FAP expression...

...confirming the approach for
the Gen Two and Gen Three
programmes

AVA6103 is programme that, in
our opinion, should show what
pre|CISION can do

Phase | trial in six solid tumours
started in March 2026...

more significant commercial opportunity given both the unmet need (representing
¢ 15-20% of new breast cancer diagnoses, but 35% of deaths) and widespread use
of doxorubicin chemotherapy (particularly in the PD-L1 negative cohort), however
it will require larger, and longer, trials. Assuming positive TNBC data and also
subject to funding/partnership, a parallel pathway involving c 150 patients in a
Phase Il study and a further ¢ 750 patients in a pivotal Phase lll trial could result in
a first 2L mTNBC market approval as early as 2031/32.

In addition to these encouraging efficacy and safety data, translational analyses
from the faridoxorubicin Phase la/Ib study were recently presented at the BIO
International Convention 2026. These analyses confirm two key attributes of the
pre|CISION platform: (1) pre|CISION-enabled PDCs are active even when FAP
expression is very low; and (2) FAP expression in the TME persists despite tumour
response to the PDC. These findings are supported by the underlying principle
that FAP is an extracellular enzyme and thus, unlike ADCs, pre|CISION PDCs do
not need to be internalised by tumour cells for cleavage to occur.

A proportion of SGC patients were biopsied (n=26) and assessed with standard
FAP immunohistochemistry (IHC) and tricolour immunofluorescence studies; two
separate statistical analyses indicated no correlation between the FAP expression
level and the degree of efficacy (ie tumour response). These analyses, coupled to
case series in four SGC patients, indicate robust activity including at very low
levels of FAP expression. A smaller cohort of SGC patients had serial FAPI-PET
scans to assess changes in FAP expression over time. Preliminary results, from
initial imaging data pre- and post-treatment in two patients that had tumour
responses to faridoxorubicin, indicate that despite tumour shrinkage expression of
FAP is not reduced. Further analysis from the FAPI-PET sub-study is due in Q326.

Confirmation that pre|CISION technology is applicable to and active in very low
FAP settings opens a wider opportunity for the platform (including with other
payloads) extending into the 90% of solid tumours that express varying levels of
FAP. It also means that a biomarker-based companion diagnostic is unnecessary,
ultimately reducing cost to payors, and that earlier approaches to optimising
pre|CISION targeting in low-FAP tumour types (ie the AVA7100 Affimer-drug
conjugate) are redundant and thus have been discontinued allowing resources to
be better deployed in developing the Gen Two and Gen Three programmes.

AVA6103 (FAP-EXd): clinical data will be paramount

AVA6103 (FAP-EXd) is the lead second-generation (Gen Two) pre|CISION-
enabled PDC. It has an exatecan payload and is intended to address the known
limitations of this potent topoisomerase | (Topo |) inhibitor, ie severe dose-limiting
toxicities (neutropenia, thrombocytopenia) and short half-life, through modifying
its PK profile; and also improving tolerability by reducing systemic exposure to
released exatecan. Here the pre|CISION molecule (Exhibit 7) consists of a capping
group that is designed to hold the PDC in the FAP active site on the CAFs and a
self-immolative linker that modulates the rate of cleavage, finely controlling the
release of active exatecan in the TME. The result is highly targeted delivery to the
TME with sustained release of the now active payload directly into the tumour.

In March 2026 the first patient in the FOCUS-1 Phase | clinical study was treated
with FAP-EXd. FOCUS is designed to generate robust data in six selected solid
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tumours: pancreatic ductal carcinoma (PDAC); gastric cancer (GC/GEC); colorectal
cancer (CRC); cervical/vulvar cancers; small cell lung cancer (SCLC); and HR+
breast cancers. These indications have been specifically selected as part of the
collaboration with Tempus Al to identify patients with the greatest likelihood of
benefitting from the targeted delivery of a Topo | inhibitor to a FAP sensitive
TME. This was determined through querying large real-world datasets to identify
FAP-positive cancers with co-expression of SLNF11, a predictor for sensitivity
and hence optimal responses to Topo | inhibition.

Exhibit 7: AVA6103 is the lead Gen Two programme

Capbing i * The self-immolative linkers are a
Dasisnad tophr;ld%hge PDg suite of chemical groups designed
o tghe tumor (v. plasma) to sit in the FAP active site and
via potent bind.ing Dthe attach to the payload, allowing the
FAP active site chemical payload to “hang” from the
/ active site of FAP
« Different chemistries of the linkers
Vg have been designed with different
kcat/Km from slow release (low) to
rapid cleavage (high)
* The capping group holds the PDC in
AVA6103 ; the FAP active site, thus the tumor
in the FAP Docking Model \7r retains the PDC (v. plasma)
exatecan
Source: Avacta
...with first results expected by The FOCUS (FAP-Exd in Oncologic Cancers with Unmet needS) study is expected
end-2026 to recruit c 140 patients across seven to nine specialist US centres (Exhibit 8).

Initial results from the Phase la dose escalation element (c 50 patients) are
expected at end-2026, which should determine the recommended dose for
expansion (RDE) and provide the first clinical proof of concept for AVA6103. We
view these data as being central to any prospective partnering discussions. The
Phase Ib expansion cohorts (c 90 patients), planned to start in early-2027, will
assess indication-specific safety and provide early signs of efficacy (with overall
response rate, progression-free survival, overall survival, disease control rate, and
duration of response as the secondary endpoints).

Exhibit 8: AVA6103 Phase | FOCUS trial design

PHASE 1A DOSE ESCALATION (PARALLEL ARMS) PHASE 1B DOSE EXPANSION COHORTS
PHASE 1: ARM 1 (Q3W) Cohort 1: Cervical Cancer (n=15)
DL1 DL2 DL3

n=3-6 n=3-6 n=3-6

‘:‘ DL5 DL6 MTD/RDE g e
E 03w Cohort 2: HR+ Breast Cancer (n=15)

Planned dose levels (actuals determined by observed safety and BOIN)
Cohort 3: SCLC (n=15)

PHASE 1: ARM 2 (Q2W) Cohort 4: Gastric Cancer (n=15)
DL1 DL2 DL3 MTD/RDE
n=3-6 n=3-6 n=3-6 Q2w Cohort 5: CRC (n=15)

Planned dose levels (actuals determined by observed safety and BOIN) =
Cohort 6: Pancreatic Cancer (n=15)

Source: Avacta Notes BOIN Bayesian optimal interval design, MTD Maximum Tolerated Dose, and RDE Recommended Dose for Expansion
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Comprehensive preclinical
studies confirm attractive profile

Al-aided exercise shows
AVA6103's favourable preclinical
profile vs Enhertu...

..and also Datroway

Impressive preclinical in vitro and in vivo data have been presented at the
American Association of Cancer Research (AACR) meetings in 2025 and 2026.
These have confirmed several important features of AVA6103:

®  Highly specific delivery of exatecan directly into the TME: up to 85-fold
higher levels of exatecan in tumour cells vs plasma. By contrast, and as a
benchmark, in the clinic and in preclinical models, FAP-Dox showed a
four- to six-fold increase in the therapeutic index of doxorubicin;

B Robust and broad-spectrum antitumor activity: AVA6103 showed deeper
and more durable responses than achieved with conventional exatecan in
multiple patient-derived xenograft models (colorectal, gastric, pancreatic
and small cell lung cancers), with biomarker analyses indicating that this
resulted from on-target effects of exatecan;

®  Sustained release of exatecan: compared with exatecan’s nine-hour half-
life, the intact PDC is detectable in the tumour for >5 days, acting as a
payload reservoir. The released exatecan is detectable in the tumour
within minutes and continues for >5 days at concentrations that kill highly
resistant tumour cells. Once released the plasma levels of exatecan are
not detectable after 4 hours;

B Demonstration of the bystander effect: co-culture assays show that
AVA6103 optimises the bystander effect, with released exatecan able to
enter FAP-negative tumour cells following cleavage by FAP-positive
cancer associated fibroblasts, resulting in the killing of both FAP-positive
CAFs and FAP-negative tumour cells;

®m  Reassuringly high selectivity for FAP: free exatecan was only seen in the
presence of the target FAP enzyme, whereas the closely structurally
related DPP and PREP enzyme families showed exatecan levels
comparable to no-enzyme controls.

Another preclinical exercise was an innovative Al-driven analysis to assess
differences in payload delivery between the pre|CISION PDC platform and a
market leading cleavable linker antibody drug conjugate (ADC). The aim was to
assess published preclinical data for AstraZeneca/Daiichi Sankyo's Enhertu
(trastuzumab deruxtecan, T-Dxd) against preclinical data for AVA6103 in as
comparable a way as possible. Enhertu, a class leading tumour-agnostic HER2-
directed ADC used mainly for breast cancer, is based on an exatecan derivative
and uses a cathepsin-cleavable linker, while AVA6103 couples sustained release
chemistry with the targeted release FAP-cleavable linker. This comparative
analysis showed that FAP-EXd had:

B much more rapid drug penetration into the tumour, with Cmax occurring
within minutes of dosing compared with T-Dxd Cmax at 24 hours;

B 3 tumour concentration of 319nmol/L against 74.2nmol/L for T-Dxd, a
four-fold improvement of free payload in the tumour; and

B 3 TSI (Tumour Selectivity Index, ie the ratio of payload in the tumour
against that in plasma) that was more than double that of T-Dxd.

Similar preclinical work also showed positive comparisons against Datroway
(datopotamab deruxtecan-dink, TROP2-Dxd), also AstraZeneca/Daiichi Sankyo.
Based on a similar ADC structure, whereas Enhertu targets HER2 (Human
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Epidermal Growth Factor Receptor 2) like Herceptin’s trastuzumab, Datroway
targets TROP2 (Trophoblast Cell-Surface Antigen 2). TROP2 is heavily
overexpressed in many solid tumours, including TNBC, urothelial carcinoma,
NSCLC, and various digestive neoplasms. The studies again showed a faster
delivery and drug release to the tumours, with a better tumour to plasma
concentration and longer period within the therapeutic range.

Exhibit 9: Significantly higher tumour selectivity with pre|CISION delivery vs cleavable ADCs

Exatecan v. Deruxtecan Delivery in Antigen-High Models 1v. Der Delivery in Antigen-High Models
MTD IV dose of FAP-Exd and Enhertu - Overlayed Model Fits and Variability Ribbon MTD IV dose of FAP-Exd and Datroway - Overlayed Model Fits and Variability Ribbon
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Source: Avacta

Exhibit 10: pre|CISION PDC can address the challenges facing traditional ADCs

Payload Non-specific protease cleavable linkers result in
release organ toxicity (e.g. pneumonitis, hepatitis)

penetration for payload to be released intracellularly

Bystander
effect

Addressable
market
opportunity

Traditional ADC pre|CISION® PDC

CHALLENGES OPPORTUNITIES

Complex bystander effect requires antibody
intracellular payload release with CAFs as a
resistance mechanism

Tumor Slow uptake kinetics (>24 hours) into tumor cells + Payload release observed in minutes with

Market opportunity for each ADC is
limited by single antigen expression levels

Tumor-specific release by FAP with no organ
toxicity (e.g. no cardiac toxicity, no pneumonitis or
hepatitis)

Tmax in the tumor less than 1 hour

PDCs have Simple extracellular release
resulting in kill of FAP+ and FAP- cells

FAP expression in 90% of all solid tumors
with the bystander effect active and release
demonstrated in levels to 1+ by IHC

Source: Avacta

Extensive preclinical data
highlights PDC benefits
compared with ADCs

These preclinical findings quantify the improved selectivity and exposure profile
possible with payload delivery by a pre|CISION PDC vs established, commercially
successful ADCs. Our January 2026 Outlook details the expected benefits of a
pre|CISION PDC over ADCs. In summary, as outlined in Exhibit 10, PDC payload
release is highly tumour specific, resulting in much reduced toxicities; their size
conveys small molecule levels of tumour penetration, coupled with extracellular
payload release; FAP is expressed by 90% of all solid tumours, with the strong
bystander effect resulting in efficacy in even low FAP environments; and
manufacture is relatively straightforward and inexpensive. This latter point should
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AVA6207 will become the lead
Gen Three programme

Dual payload can be used to
boost efficacy or overcome
resistance mechanisms

also mean that small molecule manufacturing of PDCs, and a less complex supply
chain, translates into potential health economics benefits over ADCs. We highlight
that the manufacture of the monoclonal antibody component the most expensive
and time-consuming part of the ADC process, noting Daichi Sankyo's FY25
$610m impairment charge connected to securing ADC manufacturing capacity.

AVA6207: Gen Three, the first dual payload PDC

AVA6207 will be the first dual payload PDC programme, exploiting new linker
chemistry to allow a single PDC molecule to deliver two diverse and/or
complementary therapeutic payloads simultaneously to the TME. These payloads
are attached to a self-immolative linker that can be tuned to release both,
following a single FAP cleavage event, in a finely controlled manner. The kinetics
of payload release can be adjusted, providing great flexibility and allowing
optimisation of the therapeutic profiles of numerous different payload
combinations (Exhibit 11). The clinical appeal is in the blocking of tumour
resistance mechanisms that typically arise against single-agent therapies and/or
maximising the therapeutic effect through the delivery of two payloads that attack
the same tumour cells through different mechanisms.

Exhibit 11: AVA6207 will be the lead Gen Three programme

Capping Group (A) Self-immolative linker - Self-Immolative Linker (B)

Sits in the active site of Fine tunes the rate of peptide cleavage by modulating the enzyme
the FAP enzyme ‘ efficiency (k../Ky), optimizing delivery of the payload in the TME
Can be modified to pre|CISION® \ Linker designed to allow two payloads to be released from a single
extend plasma exposure ptide

FAP cleavage event

Payload 2

pre|CISION® Peptide

The two amino acids (D-Alanine-Proline)
determine specificity for FAP cleavage
Cleavage by FAP results in release of both
warheads - one peptide, two payloads

Payload 1

Source: Avacta

Preclinical studies have examined the Topo | inhibitor (Topo1i) exatecan and DDR
(DNA Damage Response) inhibitors as the dual payloads in a number of in vivo and
in vitro cancer models. DDR is a complex cellular network that identifies and
repairs genetic damage and ATR (Ataxia-telangiectasia and Rad3-related) is a
master kinase protein that sits at the very heart of this. The inhibition of these
DDR pathways is seen as a promising anti-tumour strategy, with therapies that
combine a direct acting therapeutic with DDR inhibition to avoid resistance (DDR
is a key resistance mechanism to Topo | inhibition), that could result in improved
clinical outcomes. The studies have examined a FAP-Topo1i/ATRi dual payload
compound and have shown greater potency than FAP-Topo1i alone (Exhibit 12).
Early preclinical data was presented in a poster at AACR-NCI-EORTC Molecular
Targets and Cancer Therapeutics 2025.
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Exhibit 12: Dual payload compounds elicit a stronger anti-tumour effect than Topo1i alone

FAP-Exa/ATRi
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FAP-Topo1i/ATR alone
FAP-Topo1i/ATR + FAP
Topo1lialone

ATRi alone
Topoli+ATRi

Compare Topo1i
alone versus
combination

MDA-MB-231 cells were treated for 72 h with varying
concentrations of Compound (¥10nM hFAP),
Topo1i, ATRi, or 1:1 Topo1i:ATRi combination. Cell
death was measured by CTG as % luminescence
reduction vs. vehicle control.

Source: Avacta

Highly promising profiles seen
across preclinical studies

The levels of dual payload compound release were assessed in the tumour and in
plasma and showed high intratumoral concentration of the individual Topo1li and
ATRi actives and a low plasma concentration for both. The TSI (Tumour Selectivity
Index), a measure of preferential tumour concentration of the payload, showed
high selectivity with TSI for Topo1li ranging from 64 to 320 and for ATRi ranging
from 325 to 527. In terms of efficacy, both Topo | and ATR levels showed the
predicted target engagement was achieved, and durable complete responses were

seen (Exhibit 13).

Exhibit 13: Dual payload compounds demonstrate durable complete responses in animal models

+ Mice inoculated with HEK293T-
FAP or Gastric PDX tumors were
dosed subcutaneously with Dual
Payload cmpds at the maximum
tolerated dose (MTD) or single
agent Topo1i or ATRi at molar
equivalent concentrations

* Enhertu comparison was
included in the Gastric PDX
model, which is a FAP-low (~1+
IHC) and HER2+ GC

+ FAP-Topo1i/ATRi compounds
exhibited significant tumor
growth inhibition in both models,
with superior activity compared
to Enhertu in the HER2+ Gastric
PDX model

HEK293T-hFAP CDX Gastric PDX
2.5 2.0
o )
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ATRi 15mg/kg (s.c), QWx3

Topo1i 20mg/kg (s.c), QWx3
FAP-Topo1i/ATRi.v1 40mg/kg (s.c), QWx3
FAP-Topo1i/ATRi.v2 60mg/kg (s.c), QWx3

»

—+ ATRi 15mg/kg (s.c), QWx3
Topo1i 20mg/kg (s.c), QWx3
4 FAP-Topo1i/ATRi.v1 40mg/kg (s.c), QWx3
-% Enhertu 10mg/kg (i.v), SD

Source: Avacta

Elements of the first Gen Three
candidate expected to be
selected in H226

Similar synergistic improvement in potency could be achieved by combining two
distinct anti-cancer mechanisms with established clinical activity. For example, a
combination of a microtubule inhibition (MMAE, Monomethy! Auristatin E) and
Topo | inhibition (exatecan) has been shown to provide greater and longer lasting
anti-tumour activity. These potent Gen Three compounds should retain the
favourable toxicity profiles of the Gen Two compounds as payload release is

dependent on the presence of FAP-positive CAFs.

The optimisation work is underway, with the first candidate of the Gen Three

portfolio expected to be selected late in H226.
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An rNPV model is employed,
using conservative assumptions

Valuation and Financials

We value Avacta using a sum-of-the-parts model, comprising risk-adjusted NPVs
(net present value) for the disclosed pipeline assets, and an indicative placeholder
valuation for the pre|CISION platform. More details on the rationale for each are
available in our January 2026 Outlook. The rNPVs are summed and then netted
against unallocated operating costs and net cash (excluding the convertible bond,
CB, which we assume will be settled through issuing shares). Our valuation has
been updated post FY25 results, rolled forwards in time, and reflects latest
management project timeline expectations. We include the June raise in our
financial model but given that these funds are earmarked for settling three CB
repayments there is a net neutral valuation impact. These changes lift our
valuation to £475m (from £471m), equivalent to 101p per share based on the
most recent share count (or 94p/share fully diluted for future shares to settle the
CB); the key assumptions underpinning our valuation are shown in Exhibit 14.

Exhibit 14: Avacta sum of the parts valuation

Programme NPV

(Em)
AVA6000 258.3
AVA6103 865.5
AVA6207 899.4
pre|CISION platform  1,900.0
Unallocated OpEx (5.3)
Net cash 16.4
Total 3,934.2

NPV Probability rNPV rNPV

2,432.0

rNPV/ Notes

($m) (Em) ($m)  share (p)
330.6 Various* 76.7 98.1 16.3 Royalty: 18% (partnered); Launch
year: 2029+; Peak sales: $1.5bn
1,107.8 15% 129.8 166.2 27.5 Royalty: 20%,; Launch year: 2031+;
Peak sales: $2.5bn
1,151.2 7.5% 67.5 86.3 14.3 Royalty: 20%; Launch year: 2033+;
Peak sales: $3.5bn
Various 190.0 243.2 40.3 Royalty: 15%; Launch year: 2034+;
Peak sales: Various
(6.8) (5.3) (6.8) (1.1)
21.0 16.4 21.0 3.5 End April 2026
5,035.8 475.0 608.0 100.8

Source: Trinity Delta Note: assumptions include a 12.5% discount factor; £/$ FX rate of 1.28; * blended valuation comprising an orphan
opportunity at 60% and a larger partnering opportunity at 20%

Now a pure Therapeutics
business as Diagnostics is a
discontinued operation

Convertible bond repayments
partly in cash and partly through
the issue of shares

Avacta is now a pure therapeutics business, however reported FY25 revenues of
£6.3m (FY24: £24.4m) consist of continuing operations of £0.1m (FY24: £0.1m)
and discontinued operations of £6.2m (FY24: £24.3m). On a continuing operations
basis, R&D expenses were £18.8m (FY24: £14.3m), largely due to the ongoing
spend on both AVA6000 and AVA6103. SG&A expenses decreased to £10.0m
(FY24: £12.0m) as FY24 included £2.0m in exceptional items (£1.1m for
termination payments and settlement agreements; £0.7m legal and professional
fees; and £0.2m related to the winding down of the Diagnostics division). FY25
Operating loss was £30.7m (FY24: £32.6m). Accounting for the non-cash items
relating to the convertible bond (see below), the FY25 Net Loss from continuing
operations was £37.1m (FY24: £29.4m), with discontinued operations being
£1.3m (FY24: £23.4m). The two non-core diagnostics businesses, Coris
Bioconcept SRL and Launch Diagnostics Holdings, were sold for £2.2 million in
September 2025 and for £12.9 million in March 2025 respectively.

In August 2025 the £55m senior, unsecured Convertible Bonds (CB) issued in
October 2022 were amended (September 2025 Lighthouse). The difference
between the carrying amount of the original debt liability and the fair value of the
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Cash runway confirmed through
to Q127

The latest £9m raise is directed
to settling CB repayments

CB continues to be repaid in line
with agreement and expected to
be fully repaid by Oct27

Forecasts reflect expected rise in
R&D spend as programmes
progress

The clear funding requirement
likely to be addressed through a
combination of means

new debt liability resulted in a gain on derecognition of financial liabilities of
£2.0m, which has been recognised in the P&L. The December 2025 debt liability
was £13.4m (FY24: £20.5m), with a carrying amount of the derivative liability of
£2.8m (FY24: £1.3m). Interest expense was £7.0m (FY24: £9.9m) with a loss of
£1.5m (FY24: gain of £13.7m) on the derivative liability. The debt element of the
CB was £13.4m (FY24: £20.5m), with a derivative liability of £2.8m (FY24: £1.3m).
The principal outstanding was £20.4m at end-2026, with this falling to £19.2m
following the conversion of £1.2m of CBs in May 2026.

End-December 2025 cash was £16.9m (end-December 2024: £12.9m); operating
cash outflows were £22.6m, £9.9m was received from the Launch Diagnostics and
Coris Bioconcept divestments, and net financing activities were an inflow of
£16.6m (of which shares issued of £22.5m was offset by CB repayment of £5.1m).
In March 2026 an over-subscribed equity issue raised £10m, resulting in the net
cash position rising to £16.4m. The cash runway currently extends to Q127.

The recent £9m gross (c £8.5m net) equity raise (June 2026 Lighthouse) will be
directed solely towards settling three upcoming CB repayments in cash,
specifically the January 2026 and April 2026 payments that were deferred to
October 2027 as well as one additional quarterly payment. This strategic raise
enabled Avacta to secure equity funding at a more favourable price (70p per share
vs the lower reference prices of ¢ 48.75p and ¢ 64.65p for the January and April
quarters respectively) and resulting in less dilution than settling these two
quarterly repayments in new shares.

As a reminder the amended terms of the CB allow the bond holders to accelerate
the repayment of one or both deferred payments, in either cash or shares, from
the earliest of: 30 June 2026, or the data readout of the faridoxorubicin Phase Ib
study in TNBC. Additionally, from October 2026 bondholders could accelerate a
quarterly repayment subject to a maximum of one acceleration per quarter. For
the purposes of our model, during FY26 we now assume that both the deferred
January and April 2026 and the next scheduled (July 2026) quarterly repayments
are settled in cash, with the October 2026 repayment made through share
issuance. We continue to assume that the CB and coupon are fully paid by
October 2027 ie five years from issuance, and that this will be through issuing
shares (either directly or indirectly).

Our updated forecasts following FY25 results include increasing R&D investment
as progress is maintained and larger trials are initiated and progressed for Gen
Two and Three assets. We forecast R&D spend of £17.7m in FY26e and £18.6m
in FY27e. For SG&A we forecast only incremental growth on FY26e (£9.3m) in
FY27e (£9.5m).

Our updated forecasts are in line with management commentary of a cash runway
into Q127. This is sufficient to reach a number of key milestones, including first
data from the Phase | trial for FAP-EXd (AVA6103) by end-2026, and the payload
and candidate selection for the first of the Gen Three combination products, also
by late H226. For the purposes of our model, we include £25m of cash inflows in
each of FY26 and FY27 (as illustrative short-term debt) which could come from a
variety of sources, including potential proceeds from partnership, licensing, or
collaboration deals (where we have limited visibility on likely timing or magnitude),
and debt and/or equity funding (including a possible NASDAQ listing).
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Exhibit 15: Summary of financials

Year-end: Dec 31 £'000s 2023 2024 2025 2026E 2027E
INCOME STATEMENT

Revenues 2,851 113 113 0 0
Cost of goods sold (15) 0 0 0 0
Gross Profit 2,836 113 113 0 0
R&D expenses (13,108)  (14,266)  (16,909)  (17,670)  (18,553)
SG&A expenses (7,892)  (10,061) (9,239) (9,285) (9,471)
Adj. EBITDA (18,164)  (24,214) (26,035) (26,955)  (28,024)
D&A (1,292) (1,505) (1,279) (862) (283)
Share-based payments (2,547) (4,107) (2,126) (2,232) (2,344)
Exceptionals (282) (1,985) 0 0 0
Other revenue/expenses (847) (747) (454) 0 0
Operating Profit (23,132)  (32,558) (29,894) (30,050) (30,652)
Financing costs/income (7,993) 3,575 (6,154) (5,122) (3,940)
Profit Before Taxes (31,125) (28,983) (36,048) (35,172) (34,591)
Adj. PBT (28,296)  (22,891) (33,922) (32,940) (32,247)
Current tax income 1,975 (444) (216) 1,767 1,855
Discontinued operations (4,106)  (23,414) (2,348) 0 0
Net Income (33,256)  (52,841) (38,612) (33,405) (32,736)
EPS (p) (12.2) (15.3) (9.7) (7.3) (6.8)
Adj. EPS (9.7) (6.8) (8.5) (6.8) (6.3)
Average no. of shares (m) 272.7 344.6 399.8 460.5 478.7
Gross margin 99% 100% 100% N/A N/A
BALANCE SHEET

Current assets 28,036 40,196 23,195 30,644 20,514
Cash and cash equivalents 16,627 17,778 16,855 24,480 14,519
Accounts receivable 6,585 1,960 4,479 3,807 3,617
Inventories 2,585 0 0 0 0
Other current assets 2,239 20,458 1,861 2,357 2,379
Non-current assets 45,155 8,074 6,222 5414 5,186
Property, plant & equipment 9,986 2,785 1,570 839 684
Intangible assets 30,837 1,844 1,548 1,471 1,397
Other non-current assets 4,332 3,445 3,104 3,104 3,104
Current liabilities (10,686)  (15,521) (10,007) (24,363)  (39,941)
Short-term debt 0 0 0 (14,800)  (30,800)
Accounts payable (9,225) (5,877) (8,886) (8,442) (8,020)
Other current liabilities (1,461) (9,644) (1,121) (1,121) (1,121)
Non-current liabilities (45,602) (23,468) (16,934) (6,734) (784)
Long-term debt (39,325)  (21,778)  (16,150) (5,950) 0
Other non-current liabilities (6,277) (1,690) (784) (784) (784)
Equity 16,903 9,281 2,476 4,961  (15,025)
CASH FLOW STATEMENTS

Operating cash flow (14,872) (23,597) (26,782) (25,123) (25,906)
Profit before tax (31,125)  (28,983)  (36,048) (35,172)  (34,591)
Non-cash adjustments 8,945 3,958 6,145 8,217 6,567
Change in working capital 2,650 313 2,070 228 (232)
Interest paid 398 (55) 267 334 516
Taxes paid 4,260 1,170 784 1,271 1,833
Investing cash flow (9,001) (1,431) 9,900 (54) (55)
CAPEX on tangible assets (205) (323) (53) (54) (55)
Acquisitions/disposals (10,997) 0 9,984 0 0
Other investing cash flows 2,201 (1,108) (31) 0 0
Financing cash flow (1,298) 26,095 15,643 32,802 16,000
Proceeds from equity 398 30,132 22,690 18,002 0
Increase in loans 0 (2,550) (5,100) 25,000 25,000
Other financing cash flow (1,696) (1,487) (1,947)  (10,200) (9,000)
Net increase in cash (25,171) 1,067 (1,239) 7,625 (9,962)
Exchange rate effects 17 84 316 0 0
Cash at start of year 41,781 16,627 17,778 16,855 24,480
Cash at end of year 16,627 17,778 16,855 24,480 14,519
Net cash at end of year 16,627 17,778 16,855 9,680  (16,281)

Source: Avacta, Trinity Delta. Note: Adjusted numbers exclude exceptionals. FY26e and FY27e each
include £25m of cash inflows (as illustrative short-term debt) which could come from various sources
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