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Source
of exosome

Exosomal cargo/pathway

Findings

Reference

Tumour Gastric cancer UC-MSCs Activated Akt pathway Increases expression of mesenchymal (52)
promoter markers and promotes angiogenesis
via Akt pathway.
AML BM-MSCs S100A4 Promotes cell proliferation, invasion, (47)
and chemoresistance.
Breast cancer Human and mouse TGF-B, Clq, & semaphorins Accelerates tumour progression by (48)
tumour- inducing differentiation of M-MDSCs
educated MSCs into M2-polarized macrophages.
NPC BM-MSCs FGF19 Promotes tumour progression via (49)
FGF19-FGFR4-dependent ERK
signaling cascade and EMT.
Tumour NPC MSCs miR-34¢ Suppresses malignant behaviour and (50)
suppressor enhances radiosensitivity of
NPC cells.
NPC MSCs miR-125a Attenuates migration and (51)
vasculogenic mimicry formation in
NPC cells.
Gastric cancer BM-MSCs miR-1228 Inhibits angiogenesis and tumour (53)
progression by downregulating
MMP14 expression.
Pancreatic cancer BM-CSCs Galectin-9 siRNA, oxaliplatin Suppresses macrophage polarization (54)

and Tregs suppressive activity, while
increasing CTL recruitment.

UC-MSCs, Umbilical cord-derived mesenchymal stem cells; Akt, Protein kinase B; AML, Acute myeloid leukemia; BM-MSCs, Bone marrow-derived mesenchymal stem cells; S100A4, $100
calcium binding protein Ad; TGE-B, Transforming growth factor beta; Clq, Complement component 1g; M-MDSCs, Monocytic myeloid-derived suppressor cells; NPC, Nasopharyngeal
carcinoma; FGF19, Fibroblast growth factor 19; FGFR4, Fibroblast growth factor receptor 4; ERK, Extracellular signal-regulated kinase; EMT, Epithelial-mesenchymal transition; miR-34c,
microRNA-34c-5p; miR-125a, microRNA-125a-3p; miR-1228, microRNA-1228; MMP14, Matrix metalloproteinase 14; siRNA, Small interfering RNA; CTL, Cytotoxic T lymphocytes.
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Infusion protocols

Findings

Clinical
trial
identifier/
Reference

EBV-CTL alone PB 1. Tsolate PBMCs. Stage IV radiotherapy- and i Autologous CTLs were infused weekly for + Induced LMP2-specific immunologic )
2. Incubate with EBV-containing chemaotherapy- the first four administrations and then responses
supernatant from the B95-8 cell line to resistant EBV-related every 2 to 4 weeks, with low-dose « Well tolerated with no reported acute
establish LCL in the presence of NPC recombinant IL-2. The first five patients  adverse effects
cyclosporine-A. received an initial dose of 2 x 107 CTL/m® |+ 4 out of 10 patients achieved stable
3. Expand CTLs by weekly stimulations followed by subsequent doses of 4 x 107 | disease, lasting a median of 6 months
with LCLs in the presence of recombinant CTL/nr’. For the last five patients
2 (patients 6 o0 10), the schedule was
modified to include four escalating doses
of EBV CTL (2x 107, 4x 107, 6 x 107,
and 8 x 107 CTL/m?) every 2 weeks,
followed by infusions of 6 x 107 CTL/m’.
EBV-CTL alone B 1. Isolate PBMCs. Relapsed/ i Patients were treated at one of three dose + No significant toxicity was reported )
2. Incubate with EBV-containing refractory EBV-positive NPC levels and received cither 2 doses of 2x107 |« Demonstrated progression-free survival
supernatant from the B9S-8 cell line to CTL/m? (dose level 1), 1 dose of 2x107  rates of 63% at first year and 52% at
establish LCL in the presence of and 1 dose of 1x10° CTL/m? (dose level | second year
cyclosporine-A. 2), 0 1 dose of 1x10° and 1 dose of « Achieved overall survival rates of 87%
3 Expand CTLs by weekly stimulations 2x10° CTL/m? (dose level 3). All patients | at first year and 70% at second year
with LCLs in the presence of recombinant in the Phase I extension received the
L3 highest dose level. CTL infusions were
given 2 weeks apart.
EBV-CTL B 1. Tsolate PBMCs. Metastatic and/or u Patients received chemotherapy with « Well tolerated with no grade 3 or 4 NCT02578641
+ Gemitabine + 2 Incubate with EBV-containing locally recurrent NPC gemcitabine (1,000 mg/m’) and adverse events (83),

Carboplatin supernatant from the B95-8 cell line to carboplatin (AUC 2) on days 1, 8,and 15 |« Achieved a response rate of 71.4%
establish LCL in the presence of every 4 weeks for four cycles. Two to four |« Out of 35 patients, 3 achieved a
cyclosporine-A. weeks after the last chemotherapy course, | complete response, 22 had a partial
3. Expands CTLs by weekly stimulations EBV-CTLS were administered at a dose of | response, and 10 had stable disease
with LCLs in the presence of recombinant 1% 10° cells/m? on weeks 0,2, 8, 16,24, « Demonstrated 1, 2-, and 3-year overall
2 and 32. survival rates of 77.1%, 62.9% and 37.1%

EBV-TILs Biopsied 1. Mince NPC biopsy specimens into to~ Locoregio-nally advanced NPC 1 ‘The PTV of the GTVnx was treated with « Induced EBV-specific T cell expansion  NCT01462903

+ NPC isolate TILs. 70 Gy in 30-32 fractions. Cisplatin was in 13 of 20 patients (81,
CCRT tumours 2. Digest with collagenase type IV (0.1 administered at 100 mg/m’ on days 1,22, « No treatment-related deaths. Only mild
pg/mL) for 2 hous. and 43 of radiotherapy. One week after | adverse events were reported
3. Culture in X-VIVO-15 medium with completing CCRT, patients received a « 18 out of 20 patients exhibited disease-
5% human AB serum and recombinant single-dose intravenous infusion of TILs | free survival longer than 12 months
L2, (average infused TIL number = 2.6 x 10° |« Plasma EBV load was undetectable in
+2.2) and began a 14-d regimen of low- 17 patients at 6 months after this therapy
dose IL-2 subcutaneous injection.

EBV-CTLs B 1. Tsolate PBMCs. Recurrent, metastatic NPC v Each subject received two EBV-CTL + One out of 21 treated pa NCT00834093
2. Incubate with EBV-containing infiusions, given 2 weeks apart ata dose of | complete response (#5),
supernatant from the B9S-8 cell line to 1x10° cells/m’. Eight weeks after the + Two patients maintained stable disease
establish LCL in the presence of second infusion, subjects underwent for 187 months and 6.5 months
cyclosporine-A. restaging scans to evaluate their response  » Overall response rate was 4.8%

3. Expand CTLs by weekly stimulations using RECIST (version 1.1). If additional + Median progression-free survival was
with LCLs in the presence of recombinant product was available, patients could 2.2 months
IL-2 receive one more infusion (1-2x10% cells/  + Median overall survival was 16.7
m?) approximately 8 to 12 weeks after the  months
second infusion, « No grade 2 3 adverse events were
found to be related to treatment
EBV-CTLs B 1. Tsolate PBMCs. EBV-positive metastatic NPC n ‘The patient was treated with nivolumab ~ « EBV DNA remained undetectable for (86)
+ 2. Coculture with irradiated PBMCs at 240 mg per cycle (14 days). Following  more than 250 days after the completion

Nivolumab infected with AdE1-LMPpoly (MOI 10:1) this, the patient received six intravenous  of combination therapy
at a responder to stimulator ratio of 7:3. infusions of in vitro-expanded T cellsata  + No signs of disease recurrence for 22
3.0n Day 3, and every 3 to 4 days, add dose of 4x 107 T cells (2x 107 cells/m?). months
recombinant IL-2 to the medium. « EBV-specific CTLs in PBMC increased
4. Harvest the cells on Day 14. from 0.16% to 0.33% following the

ACT product
TGE-p resistant B 1. Tsolate APC from the patient's blood. EBV-positive NPC 1 Patients will be treated with (1) either two  + Ongoing clinical study NCT02065362
EBV-CTL 2. Coculture with K562 cells coated with a doses of EBV-specific T cells, with the « No dlinical data is available

mixture of LMP, EBNAL, and BARF
protein fragments to generate EBY -
specific T cells.

second dose administered 2 weeks after
the first dose or (2) cyclophosphamide
and fludarabine for 3 days before
receiving the EBV-specific T cells.

EBV, Epstein-Barr virus, TIL, Tumour-infiltrating lymphocytes; NPC, Nasopharyngeal carcinoma; CTL, Cytotoxic T lymphocytes; PB, Peripheral blood; PBMC, Peripheral blood mononuclear cells; LCL, B-lymphoblastoid cellline; IL-2, Interleukin-2; LMP2, Latent
membrane protein 2; CCRT, Concurrent chemoradiotherapy: PTV, Planning target volumes: GTVx, Gross tumor volume in the nasopharynx; RECIST, Response Evaluation Criteria in Solid Tumours; MO Multiplicity of infection; ACT, Adoptive T-cell therapy; TGF-B.
Transforming growth factor-beta; APCs, Antigen presenting cells; EBNAL, Epstein-Barr nuclear antigen 1; BARF, BamHI A right frame.
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Intervention Target
CAR-T LMP1
TCR-T LMP1L

LMP2
NK cells LMP2
LMP1L

Aims of the study

To assess the efficacy of second-generation CAR on
targeting the LMP-1 protein to improve EBV-targeted
T cell therapy

To enhance the antitumour efficacy of HELA/CAR-T
cells using a third-generation CARs

To develop and evaluate a novel TCR gene transfer
regimen to rapidly and reliably generate T cells
specific to EBV-encoded LMP1

To evaluate the effectiveness of different TCR
promoters in lentiviral vectors for the transduction of
LMP2-specific TCRs into activated T cells, with the
goal of developing a universal, MHC-restricted
approach for treating EBV-associated tumours

To develop a TCR gene transfer method to quickly
generate T cells specific for LMP2 and evaluate their
effectiveness in inhibiting LMP2-positive

tumour growth

To investigate the cytotoxic function of NK cells in
EBV-associated epithelial malignancies

To investigate the effect of radiotherapy on the killing
of NPC cells by NK cells in combination with PD-
1 inhibition

To elucidate how EBV infection impairs NK cell
cytotoxic function in NPC and to explore the
therapeutic potential of combining B7-H3 deletion on
tumour cells with anti-PD-L1 treatment to restore NK
cell-mediated antitumour activity

Outcomes

HELA/CAR-T cells exhibited specific
recognition of LMP1-positive NPC
cells. They induced efficient killing via
the production of IL-2 and IFN-yin a
LMPI specific manner.

HELA/137CAR produced larger
quantities of IFN-y and IL-2 and
demonstrated superior antitumor
activity and long-term persistence in
an LMP1-positive NPC xenograft
model compared to HELA/CAR.

T-cells engineered with LMP1-specific
TCR can recognise and elicit specific
cytotoxicity towards LMP1-expressing
tumour cells with increased production
of IL-2 and IFN-y.

Lentiviral vectors containing the VB 6.7
promoter were found to be optimal for
TCR gene expression, maintaining
expression for up to 7 weeks. These
transduced T cells effectively recognized
EBV antigens, demonstrated by their
cytotoxicity and IFN-y secretion.
Additionally, mice infused with these
cells showed significant resistance to
LMP2-positive NPC cells.

The optimized HLA A*1101-restricted
TCR led to the generation of high-
avidity T cells with strong antigen-
specific functions, such as proliferation,
cytotoxicity, and cytokine release.
These engineered T cells effectively
inhibited LMP2-positive tumour
growth in a mouse model and lysed
LMP2-expressing NPC cells from
advanced NPC patients.

LMP2A-mediated upregulation of F3
through PI3K/AKT signaling pathway
inhibits the antitumour function of
NK cells. Inhibition of F3 restored
NK cell cytotoxicity and showed
therapeutic efficacy when
administered with adoptive NK cells.

Radiotherapy sensitized NPC cells to
NK cell killing and increased the
expression of PD-L1 in NPC cells and
the PD-1 in NK cells. Blocking the
PD-L1/PD-1 checkpoint further
enhanced the cytotoxicity of NK cells.

LMP1-upregulated B7-H3 expression
suppresses NK cell cytotoxicity via the
PI3K/AKT/mTOR signaling pathway.
Knockdown of B7-H3 in tumor cells,
combined with anti-PD-L1 treatment,
restored NK cell function and enhanced
cytotoxicity against NPC cells.

Reference(s)

(73)

(74)

(23)

(75)

(76)

(77)

(78)

(79)

CAR, Chimeric antigen receptor; LMP, Latent membrane protein; EBV, Epstein-Barr virus; IL-2, Interleukin-2; IEN-y, Interferon-y; TCR, T cell receptor; MHC, Major histocompatibility
complex; HLA, Human leukocyte antigen; NK, Natural killer; F3, Coagulation factor III; PD-1, Programmed cell death receptor 1; PD-LI, Programmed cell death ligand 1; PI3K,
Phosphoinositide 3-kinase; Akt, Protein kinase B; mTOR, Mammalian target of rapamycin.
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CART EpCAM  NCT02915445 1 Active, | To determine the response rate and assess | Two patients had PR and three showed 523 Limited number of enrolled patients (30)
not recruiting | treatment-related adverse events/dose months of PFS. No CRS event was reported.  to confirm the linical benefit of
limiting toxicity of EpCAM-CAR-T cells | 50% (6/12) of the enrolled patients infused T cells.
experienced self-remitted grade 1/2
. one patient (8.3%) experienced
reversible grade 3 leukopenia.
LMPI | NCT02980315 7 Unknown | To evaluate the safety of the designed - - -
status LMP1-CAR-T cells and determine whether
the CAR-T cells are effective in the
treatment of EBV-associated
malignant tumours
TCRT EBV  NCT05587543 1 Recruiting | To compare the safety and efficacy of EBV | — - -
TCR-T versus CAR-T cells in the
recurrent/refractory EBV-positive NPC
LMP2 | NCT04509726 m Recruiting | To assess the maximun tolerated dose of | — = =
LMP2-specific IL-12-secreting TCR-T cells
in EBV-positive metastatic/refractory
NPC patients
NCT03925896 1 Unknown | To determine the safety and efficacy of - - -
status EBV TCR-T cells in the treatment of
recurrent/metastatic NPC with positive
EBV infection in the Chinese population
LMPI | NCT03648697 1 Unknown | To investigate the safety and tolerability of | — - -
LMP2 status EBV-TCR-T cell therapy in subjects with
EBNAL NPC who had received prior therapy for
their disease, but their disease has
progressed or relapsed
EBV-CTLs 1 To evaluate the safety and efficacy of Patients who received a median of 10 CTL  EBV-CTLs monotherapy may face (s1)
autologous EBV-specific CTLs in treating  infsion were well tolerated with the limitations similar to chemotherapy,
stage IV NPC that was refractory to induction of LMP-2-specific immunologic  where malignant clones with low
conventional treatments responses. Control of disease progression EBV antigen expression might evade
was obtained in six of 10 patients (two with  CTL-mediated killing This suggests
PR and four with SD). the need for combining EBV-CTLs
ith other conventional therapeutic
‘modalities in future studies.
0 To assess the toxicity, efficacy, specificity  EBV-CTLs infusion was well-tolerated and  Lack of a clear impact of EBV-CTL (2)
and expansion of infused CTLs for provided significant long-term clinical antigen specificity or in vivo
recurrent/refractory NPC patients benefits, especially for patients with expansion on treatment outcomes,
locoregional disease, with OS rates of 87% at  and the results may not be
1-year and 70% at 2-years. However, it
showed limited antitumour activity in generalizable due to the small
‘metastatic disease and was associated witha  sample size.
higher risk of disease progression.
LMP2 | NCT02578641 m Completed  To evaluate whether combining GC-CTL therapy achieved a 71.4% response  ~ (#3)
EBNAL gemcitabine-carboplatin with adoptive T | rate, with 3 CR and 22 PR. At a median
cell therapy (GC-CTL) improves clinical follow-up of 29.9 months, the 2-year and 3-
outcomes for patients with metastatic or  year OS rates were 62.9% and 37.1%,
locally recurrent EBV-positive NPC respectively. Five patients did not need
additional chemotherapy for over 34 months
after starting CTL therapy.
LMPI | NCTO1462903 1 Unknown | To investigate the safety and tolerability of | Most adverse events were grade 1 or 2. ‘The outcome and efficacy of TIL (8
LMP2 status autologous TIL in combination with 1L-2  Nineteen out of 20 patients showed an immunotherapy was not clearly
EBNAI following CCRT in advanced NPC patients  objective antitumour response, with 18 defined in the current study.
achieving DFS for over 12 months. The
plasma EBV load significantly decreased
after one week of ACT and stayed below
‘measurable levels in most patients after 6
‘months of ACT.
LMP2 | NCT00834093 1 Completed  To evaluate the efficacy of EBV-CTLs for  Few severe adverse events were observed. ‘The number of evaluable (#3)
EBNAL recurrent, metastatic NPC patients ‘The ORR was 4.8%, with a median PES o participants did not meet protocol
22 months. Notably, two patients who had  objectives (n=13 versus target n=18).
previously failed the same chemotherapy
regimen responded well after EBV-
CTL immunotherapy.
Case report To evaluate the efficacy of combining The patient showed complete resolution of  The findings from this single case (86)
EBV-CTL with PD-1 blackade therapy in |~ meftastatic disease with no evidence of may not be directly translatable to a
treating metastatic NPC patient disease relapse for 22 months following larger cohort of NPC patients.
combination immunotherapy. Subsequent
immunological analysis showed a significant
change in the overall variety and
composition of the T cells, which was linked
to the observed clinical improvement.
LMPI | NCT02065362 1 Active, | To determine the safety of escalating doses | ~ - -
LMP2 not recruiting | of intravenous infusions of autologous
BARFI TGF-B-resistant EBV-CTL with
EBNAL Iymphodepleting chemotherapy in EBV-
positive NPC patients
NK Case report To assess the efficacy of an allogeneic Patient was well tolerated. Intracranial ‘The optimal dose of NK cells was (s7)
UCB-NK cell product in an advanced ‘metastases did not decrease 10 months after ot clearly determined. Further well-
NPC patient after failure of CCRT the NK cell treatment, but they decreased  designed and randomized studies
significantly at 31 months after the
treatment and partially disappeared. The with larger numbers of patients are
tumour response indicated a PR. needed to fuly evaluate this strategy.
Furthermore, all of the intracranial
metastases continued to decrease at about 42
months after treatment.
EGFR | NCT02507154 v Unknown  To evaluate the safety and efiicacy of Combination therapy was well tolerated. All | While three out of seven patients (s9)
status expanded activated autologous NK cells  three patients who received twice infusion of ~ demonstrated durable stable disease,

administered after cetuximab in patients
with EGFR-positive, recurrent/
metastatic NPC

NK cells had a relatively long time to disease
progression (12 months, 13 months, and
19 months)

the overall response was limited,
with three subjects experiencing
disease progression. Further research
with larger cohorts is necessary to
validate these findings.

CAR, Chimeric antigen receptor; EpCAM, Epithelial ell adhesion molecule; PR, Partial response; PES, Progression free survival; CRS, Cytokine release syndrome; LMP, Latent membrane protein; TCR, T cell receptor; EBV, Epstein-Barr virus; IL-12, Interleukin-12;
EBNAL Epstein-Barr virus nuclear antigen 1; EBV-CTL, EBV-specific cytotoxic T lymphocyte; SD, Stable disease; OS, Overall survival; CR, Complete response; CCRT, Concurrent chemoradiotherapy: DFS, Disease free survival; ACT, Adoptive cell therapy; TIL, Tumour
infiltrating lymphocytes; ORR, Overall response rate; BARF1, BamHI-A rightward frame 1 TGE-B, Transforming growth factor-B; NK, Natural killer; UCB-NK, Umbilical cord blood-derived NK cells; EGER, Epidermal growth factor receptor.
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rget antigen Trial no. Disease CAR T therapy Co-targeted Recruitment

cell source antigens status
EGER NCT01869166 EGER positive advanced solid tumors Autologous Phase 1 &2
NCT03182816 Autologous CTLA-4 and PD-1 Phase 1 &2
NCT03941626 Esophageal, hepatoma, glioma and gastric cancer Autologous NY-ESOL, DR, Phase 1 &2
and mesothelin
Her2 NCT04650451 Advanced Her2 positive solid tumors Autologous Phase 1 Discontinued due
to DLT
NCT01935843 Advanced Her2 positive solid tumors Autologous Phase 1/2
NCTO4511871 Advanced Her2 positive solid tumors Autologous Phase 1 Active, recruiting
CEA NCT06006390 CEA positive advanced solid tumors Phase 1/2 Recruiting
NCT06043466 CEA positive advanced solid tumors Phase 1 Recruiting
NCT05538195 CEA-positive advanced solid tumors Phase 1/2 Recruiting
NCT05736731 Solid tumors that express CEA and have lost HLA- Autologous Absence of HLA-A®02 | Phase 12 Recruiting
A*02 expression
NCT06126406 CEA positive advanced solid tumors Phase 1 Recruiting
Mesothelin NCT03054298 and NCT03323944 Advanced solid tumors expressing mesothelin Autologous Phase | Active, not recruiting
NCT03373097 High risk and/or relapsed/refractory neuroblastoma Autologous Phase 1 &2 Recruiting
NCT03182803 Mesothelin positive advanced solid tumors Autologous CTLA-4 & PD-1 Phase 1/2
NCT03941626% Advanced refractory solid tumors Autologous NY-ESOL, DR, Phase 1/2
and mesothelin
NCT03545815 Advanced mesothelin positive solid tumors Autologous Phase 1
NCT03030001 Advanced mesothelin positive solid tumors Autologous Phase 1/2
NCT03356795% Cervical cancer GD2, PSMA, Mucl Phase 1/2
RORI NCT05274451 Advanced lung cancer and TNBC Autologous Phase 1 Recruiting
NCT02706392 Advanced ROR 1 positive solid tumors Autologous Phase 1 Terminated due to
slow acerual
NCT03694364 Advanced hematologic and solid malignancies Autologous Phase 1 Recruiting
ROR2 NCT03960060 Recurrent or refractory solid tumors Autologous Phase 1
Claudin 18.2 NCT03874897 Advanced solid tumors; gastric cancer in phase 2 Autologous Phase 1 Recruiting
NCT05393986 Advanced solid tumors Autologous Phase 1 Recruiting
NCT05472857 Advanced CLDN 182 positive gastric cancer Autologous Phase 1 Recruiting
NCT05952375 Advanced CLDN 18.2 positive solid tumor Phase 1 Recruiting
GD2 NCT03373097% High risk and/or relapsed/refractory neuroblastoma or other Autologous Phase 1/2 Recruiting
GD2-positive solid tumors
NCTO4196413 Diffuse intrinsic pontine gliomas with H3K27M mt and spinal  Autologous Phase 1 Recruiting
e midline glioma with K27M mt
NCT02107963 Advanced GD2 positive solid tumors Autologous Phase 1 Completed
NCT01822652 Relapsed or refractory neuroblastoma Autologous Phase 1 Active, not recruiting
NCT03635632 Relapsed or refractory neuroblastoma and other GD2 Autologous Phase 1 Active, not recruiting
positive cancers.
NCT02992210 GD2 positive solid tumors Autologous Phase 1/2
NCT03356795% Cervical cancer Mesothelin, Phase 1 &2
PSMA, Mucl
MuC NCT04025216 TaMUCI-positive advanced cancers Autologous Phase 1 Terminated due to
unfavorable result
NCT03179007 MUCI positive advanced solid tumors Autologous Co expressing CTLA-1 | Phase 1 &2
and PD-1
NCT03356795¢ Cervical caner GD2, mesothelin, Phase 1 &2
and PSMA
NCT02617134 MUCI positive solid tumors Autologous Phase 1 &2
B7H3 NCT05190185 B7-H3 positive advanced solid tumors Phase 1
NCT03515185 B7-H3 positive solid tumors Autologous Phase 1 Not yet recruiting
NCT04864821 B7H3 positive advanced solid tumors Autologous Phase 1
NCT04897321 B7H3 positive solid tumors in pediatric Autologous Phase 1 Recruiting
NCT04691713 Advanced CD276+ solid tumors Autologous Phase 1 Recruiting
GPC3 NCT02032956 GPC3 positive pediatric solid tumors Autologous Phase 1 Active, not recruiting
NCT04715191 GPC3 positive pediatric solid tumors Autologous Phase 1 Not yet recruiting
NCT04377932 GPC3 positive pediatric solid tumors Autologous Phase | Recruiting
NCT05103631 GPC3-positive solid tumors Autologous Phase 1 Recruiting
Gee NCT05287165 GCC positive advanced digestive system neoplasms Phase 1 Recruiting
NCT05875402 GCC positive recurrent or refractory solid tumors N/A Recruiting
PSCA NCT02744287 and NCT04650451 Metastatic castration resistant prostate cancer Autologous Phase 172 Suspended due
to DLT
NCT03873805 Metastatic castration resistant prostate cancer Autologous Phase [ Completed
PSMA NCT04249947 Metastatic castration-resistant prostate cancer and advanced Autologous Phase 1 Active, not
salivary gland cancers yet recruiting
NCT03089203 Metastatic castration-resistant prostate cancer Autologous TGFp-resistant Phase 1 Active, not
yet recruiting
NKG2D NCTO4107142 Relapsed or refractory solid tumors Haplo/Allogeneic Phase 1
NCT05302037 Advanced solid tumors Allogeneic Phase 1 Not yet recruiting
EphA2 NCT05631886 Advanced solid tumors Autologous Phase 1 Recruiting
NCT03631899 Advanced solid tumors Autologous Phase 1 Recruiting
EpCAM NCT02915445 Advanced solid tumors Autologous Phase | Active, not
yet recruiting
cp2 NCT04556669 Advanced solid tumors Autologous Phase 1 Recruiting
cp70 NCT02830724 CD70 expressing cancers Autologous Phase 1 &2 Recruiting
Lewis Y NCTO3851146 Lewis Y expressing solid tumors Autologous Phase 1 Completed

# These trials have multiple targets.
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