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ABSTRACT

PURPOSE Erdafitinib, a pan-fibroblast growth factor receptor (FGFR) tyrosine kinase 
inhibitor, is approved for second-line treatment of locally advanced or me-
tastatic urothelial carcinoma with susceptible FGFR3 alterations. Primary 
histology-agnostic analysis from the phase II RAGNAR study (ClinicalTrials.gov 
identifier: NCT04083976) indicated a clinical benefit with erdafitinib in Broad 
Panel Cohort (BPC) patients. We present tumor-specific updated efficacy and 
safety results from the BPC and tumor-agnostic findings from the Exploratory 
and Pediatric Cohorts of RAGNAR.

METHODS The Broad Panel, Exploratory, and Pediatric Cohorts enrolled patients with 
target (selected) FGFR alterations, nontarget FGFR alterations, and any FGFR 
alterations, respectively. Adults and pediatric patients (6 years and older) with 
advanced, unresectable, or metastatic disease who progressed after ≥1 prior line 
of systemic therapy and exhausted standard therapies were eligible. Erdafitinib 
3-8 mg once daily (with possible uptitration) was administered orally until 
disease progression or intolerable toxicity.

RESULTS Objective response rates (ORRs) in the BPC were 10.0% (3 of 30) for high-grade 
glioma, 26.1% (6 of 23) for non–small cell lung cancer, 28.6% for (2 of 7) low-
grade glioma, 31.3% (5 of 16) for breast cancer, 33.3% (5 of 15) for head and neck 
squamous cell carcinoma, 55.6% (10 of 18) for pancreatic cancer, and 100% (5 of 
5) for salivary gland cancer. The ORR was 3.8% (2 of 53) in the Exploratory 
Cohort. In the Pediatric Cohort (n 5 11), there were one responder and seven 
patients with durable stable disease. Treatment-related adverse events (TRAEs) 
were consistent with the known safety profile of erdafitinib. Pediatric-specific 
TRAEs included epiphysiolysis and limb fracture.

CONCLUSION Encouraging activity was observed for erdafitinib across tumor types in patients 
with advanced malignancies and selected FGFR alterations who have exhausted 
treatment options. More limited activity was observed for erdafitnib in the 
Exploratory Cohort.

INTRODUCTION

Genetic alterations encoding the fibroblast growth factor 
receptor (FGFR) family of receptor tyrosine kinases are in-
volved in key cellular processes and have been identified as 
potentially oncogenic across tumor types. 1 FGFR alterations 
are detected in 1.3%-31.7% of patients across tumor types, 
with highest prevalence in urothelial cancer. 2 Some tumor 
types with specific FGFR alterations may be sensitive to 
FGFR inhibition. 3 Patients with advanced, unresectable, or

metastatic solid tumors who have exhausted standard-of-
care therapies have a poor prognosis and represent a 
significant unmet need. FGFR inhibition has been studied 
as a treatment option for patients with advanced FGFR-
altered tumors. 4

Erdafitinib, an oral pan-FGFR tyrosine kinase inhibitor, is 
indicated for the treatment of adult patients with locally 
advanced or metastatic urothelial carcinoma with susceptible 
FGFR3 genetic alterations whose disease has progressed on or
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after ≥1 line of PD-(L)1 inhibitor therapy. Erdafitinib has not 
been approved for pediatric use in any tumor type. The pri-
mary analysis of the tumor-agnostic RAGNAR phase II clinical 
study demonstrated that erdafitinib provides clinical benefit 
in patients with advanced solid tumors with FGFR alterations 
across 16 tumor types in the Broad Panel Cohort (BPC; median 
follow-up, 17.9 months; objective response rate [ORR], 30% 

[64 of 217]; duration of response [DOR], 6.9 months) and in 
the Cholangiocarcinoma (CCA) Expansion Cohort (median 
follow-up, 20.4 months; ORR, 60% [21 of 35]; DOR, 5.6 
months). 5,6

We report additional follow-up from key tumor types en-
rolled in the BPC, including low-grade glioma (LGG) and 
high-grade glioma (HGG), non–small cell lung cancer 
(NSCLC), breast cancer, pancreatic cancer, head and neck 
squamous cell carcinoma (HNSCC), and salivary gland cancer 
(SGC). We also report previously presented tumor-agnostic 
results from the Exploratory Cohort (nontarget FGFR al-
terations) and the Pediatric Cohort (any FGFR alterations). 7,8

METHODS

Patients and Study Design

RAGNAR (ClinicalTrials.gov identifier: NCT04083976) was 
an open-label, single-arm, phase II, international study. 
Briefly, eligible adult (18 years and older) and pediatric 
patients (6-17 years old) with advanced, unresectable, or 
metastatic cancer who had disease progression on ≥1 line of 
systemic therapy and had no available alternative standard 
therapy were enrolled. Pediatric patients with newly diag-
nosed disease were also eligible. Eligibility criteria (including 
central molecular eligibility screening and profiling) for 
patients in each cohort are summarized below and presented

in detail in the Supplementary Methods. In brief, FGFR al-
terations were classified as target or nontarget using pre-
specified criteria, including an intact FGFR kinase domain; 
alterations not meeting these criteria were evaluated in the 
Exploratory Cohort.

1. BPC: Adult and pediatric patients (12 years and older) with 
target FGFR mutations and FGFR gene fusion with intact 
kinase domain;

2. Exploratory Cohort: Adults with nontarget FGFR muta-
tions that were not specified for the BPC;

3. Pediatric Cohort: Children with any FGFR mutations 
(exclusive of valine gatekeeper and resistance alterations), 
FGFR gene fusions, or FGFR internal tandem duplications.

Patients 15 years and older received oral erdafitinib 8 mg 
once daily with possible uptitration to 9 mg once daily at 
cycle 1 day 14. Adolescents 12-14 years old received erda-
fitinib 5 mg once daily with possible uptitration to 6 mg or 
further to 8 mg once daily based on cycle 1 day 14 and cycle
2 day 7 serum phosphate levels. Children 6-11 years old 
received erdafitinib 3 mg once daily with possible upti-
tration to 4 mg once daily or further to 5 mg once daily 
based on cycle 1 day 14 and cycle 2 day 7 serum phosphate 
levels. Treatment continued daily on a continuous 21-day 
cycle until disease progression, intolerable toxicity, with-
drawal of consent, or investigator decision to discontinue 
treatment.

Outcomes and Statistical Analysis

Efficacy and safety evaluations included patients who 
received ≥1 dose of erdafitinib and are presented by tumor 
histology. Prespecified efficacy evaluations were ORR (pri-
mary end point), disease control rate (DCR), clinical benefit 
rate (CBR), DOR, progression-free survival (PFS), and overall 
survival (OS). ORR, DCR, CBR, DOR, and PFS were per the

CONTEXT

Key Objective
Erdafitinib is approved for FGFR3-altered urothelial carcinoma and has previously demonstrated histology-agnostic clinical 
benefit in initial results from the phase II RAGNAR study. Our objective was to investigate whether erdafitinib demonstrates 
clinically meaningful antitumor activity beyond urothelial carcinoma across multiple advanced solid tumor types harboring 
selected FGFR alterations in updated results from RAGNAR.

Knowledge Generated
Erdafitnib demonstrated objective responses across multiple tumor types with selected FGFR alterations in the Broad Panel 
Cohort (glioma, non–small cell lung cancer, breast cancer, head and neck cancer, pancreatic cancer, salivary gland cancer), 
whereas erdafitnib showed generally limited activity in tumors with nontarget FGFR alterations in the Exploratory and 
Pediatric Cohorts.

Relevance
Encouraging activity was observed for erdafitinib across tumor types in patients with advanced malignancies and selected 
FGFR alterations who have exhausted treatment options. Erdafitinib showed limited activity in patients with advanced solid 
tumors and nontarget FGFR alterations.
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Independent Review Committee (IRC) for the BPC and per 
investigator assessment for the Exploratory and the Pediatric 
Cohorts. Treatment-emergent adverse events and treatment-
related adverse events (TRAEs) were summarized descrip-
tively. Efficacy and safety outcomes, statistical design, and 
data review monitoring are detailed in Supplementary 
Methods; tumor-specific enrollment and evaluation followed 
prespecified protocol criteria. Interim reviews for each BPC 
histologic subgroup were conducted at predefined enrollment 
milestones to evaluate activity against prespecified ORR 
benchmarks (≤15% null; ≥35% alternative). 5

Ethical Compliance

RAGNAR was performed according to the principles of the 
Declaration of Helsinki, Good Clinical Practice guidelines, 
and applicable regulatory requirements. Review boards of 
participating institutions and countries approved the study 
and all protocol amendments. Patients or their legally ac-
ceptable representatives provided written informed consent 
before enrollment.

RESULTS

Patients were enrolled between December 5, 2019 and De-
cember 4, 2023. All efficacy and safety analyses are based on 
a clinical cutoff of August 15, 2022. Baseline demographics 
and disease characteristics and study disposition are re-
ported in the Supplementary Results; Data Supplement, Fig 
S1 and Table S1.

Efficacy

Broad Panel Cohort

Gliomas. Patients with LGG (n 5 7) had a median age of 
22.0 (range, 12-32) years and a median of 1 (range, 1-4) prior 
line of anticancer therapy (Data Supplement, Table S1). One 
patient with LGG was also included in the Pediatric Cohort. At 
a median follow-up of 4.17 (95% CI, 1.41 to not evaluable 
[NE]) months, the IRC ORR was 28.6% (2 of 7 [95% CI, 3.7 to 
71.0]; Tables 1 and 2). There was one complete response (CR) 
lasting 21.68 months (censored at last disease assessment) 
in a patient with dysembryoplastic neuroepithelial tumor 
with a FGFR1 mutation (pathogenic comutations in KRAS and 
PIK3CA; Figs 1, 2, and 3A and Table 1). There was one partial 
response (PR) of 2.60 months (censored at initiation of new 

anticancer therapy) in a patient with a FGFR2 fusion (no 
coalterations; Figs 1 and 2A; Table 1). Three patients had 
stable disease (SD; Figs 1 and 2A), including one lasting >4 
months. The DCR was 71.4%, and the CBR was 42.9%. 
Median DOR, PFS, and OS were not reached; median PFS and 
OS were NE [95% CI, 2.76 to NE] months and NE [95% CI, 
5.72 to NE] months, respectively (Table 1).

Patients with HGG (n 5 30) had a median age of 54.5 (range, 
13-70) years and a median of 2 (range, 1-6) prior lines of 
anticancer therapy (Data Supplement, Table S1). One patient

with HGG was also included in the Pediatric Cohort. At a 
median follow-up of 18.04 (95% CI, 13.50 to NE) months, the 
IRC ORR was 10.0% (3 of 30 [95% CI, 2.1 to 26.5]; Tables 1 and 
2). All three responses were PRs, lasting for 15.90, 10.15, and 
7.00 months (Fig 2B). The PRs occurred in one patient with 
FGFR1 fusion (pathogenic comutations of CDK4, MDM2, 
EGFR, and PTPN11 amplifications) and two patients with 
FGFR3 alterations (CDKN2A pathogenic coalteration, in-
cluding one patient with additional genetic fusions; Figs 1 
and 2B; Table 1). Fourteen patients had SD (Figs 1 and 2; 
Table 1), including seven patients with SD lasting >4 months. 
The DCR was 56.7%, and the CBR was 33.3%. The median PFS 
was 3.86 (95% CI, 2.96 to 5.26) months, and the median OS 
was 6.34 (95% CI, 3.75 to 10.74) months (Table 1).

NSCLC. Patients with NSCLC (n 5 23, including squamous 
NSCLC, n 5 14 and nonsquamous NSCLC, n 5 9) had a median 
age of 63.0 (range, 50-79) years and a median of 2 (range, 
1-7) prior lines of anticancer therapy (Data Supplement, 
Table S1). At a median follow-up of 10.87 (95% CI, 2.83 to NE) 
months, the IRC ORR was 26.1% (6 of 23 [95% CI, 10.2 to 
48.4]), including one CR and five PRs (Tables 1 and 2; Figs 1 
and 2C). The ORR was 21.4% (3 of 14 [95% CI, 4.7 to 50.8]) in 
squamous NSCLC and 33.3% (3 of 9 [95% CI, 7.5 to 70.1]) in 
nonsquamous NSCLC. The median DOR was 4.62 (95% CI, 
2.33 to NE) months, with a median DOR of 3.65 months (95% 

CI, 2.33 to NE) in squamous NSCLC and 5.59 months (95% CI, 
2.83 to NE) in nonsquamous NSCLC. The CR was maintained 
for 16.56 months in a patient with nonsquamous NSCLC 
(censored at last disease assessment). The ORR was 28.6% in 
patients with FGFR2 alterations (one mutation, one fusion) 
and 25.0% in patients with FGFR3 alterations (one mutation, 
three fusions; Table 2). Eleven patients achieved SD, in-
cluding three patients with SD lasting >4 months (Figs 1 and 
2C; Table 1). The DCR was 73.9% (squamous NSCLC, 85.7%; 
nonsquamous NSCLC, 55.6%), and the CBR was 39.1% 

(squamous NSCLC, 28.6%; nonsquamous NSCLC, 55.6%). 
The overall median PFS was 4.11 (95% CI, 2.37 to 6.93) 
months, and the overall median OS was 10.45 (95% CI, 4.37 
to 14.82) months (Table 1). The median PFS was 4.11 (95% CI, 
2.37 to NE) months, and the median OS was 10.45 (95% CI, 
2.37 to 14.59) months for patients with squamous NSCLC. 
The median PFS was 4.07 (95% CI, 1.38 to NE) months, and 
the median OS was 9.86 (95% CI, 2.33 to NE) months for 
patients with nonsquamous NSCLC.

Breast cancer. Sixteen patients had breast cancer. Two 
patients had estrogen receptor [ER1]/progesterone receptor 
1/human epithelial receptor-2 [HER2]1 breast cancer, five 
patients had ER1/progesterone receptor1/HER2– breast 
cancer, and five patients had triple-negative breast cancer. 
HER2 status was not evaluable in four patients (two patients 
had ER1/progesterone receptor1, and two patients had 
ER–/progesterone receptor– breast cancer). The median age 
was 54.0 (range, 37-74) years, and the median number of 
prior lines of anticancer therapy was 5 (range, 2-12; Data 
Supplement, Table S1). At a median follow-up of 14.09 
(95% CI, 2.60 to NE) months, the IRC ORR was 31.3% (5 of 16 
[95% CI, 11.0 to 58.7]; Tables 1 and 2). All five responses were
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TABLE
 
1. Efficacy Evaluations per the Independent Review 

Committee
 
in
 
Tumor-Specific

 
Subgroups

 
of the BPC 

and
 
per Investigator Assessment in the

 
Exploratory and Pediatric

 
Cohorts

 
of RAGNAR

Efficacy End
 
Point

BPC
 
(n
 
5
 

114)

Exploratory Cohort 
(n
 
5
 

53)
Pediatric

 
Cohort 

(n
 
5
 

11)
LGG, 
n
 
5
 

7
HGG, 
n
 
5
 

30
NSCLC, 
n
 
5
 

23
Breast, 
n
 
5
 

16
Pancreatic, 
n
 
5
 

18
HNSCC, 
n
 
5
 

15
Salivary Gland, 

n
 
5
 

5

ORR, No. (% 
[95%

 
CI]) 2

 
(28.6

 
[3.7

 
to
 

71.0])
3
 
(10.0

 
[2.1

 
to
 

26.5])
6
 
(26.1

 
[10.2

 
to
 

48.4])
5
 
(31.3

 
[11.0

 
to
 

58.7])
10
 
(55.6

 
[30.8

 
to
 

78.5])
5
 
(33.3

 
[11.8

 
to
 

61.6])
5
 
(100

 
[47.8

 
to
 

100])
2
 
(3.8

 
[0.5

 
to
 
13.0]) 1

 
(9.1

 
[0.2

 
to
 
41.3])

DOR, months, median
 

(95%
 

CI)
NE
 
(NE

 
to
 
NE) NE

 
(7.00

 
to
 
NE) 4.62

 
(2.33

 
to
 
NE) 6.93

 
(6.08

 
to
 
NE) 7.10

 
(2.76

 
to
 
NE) 2.89

 
(2.79

 
to
 
NE) 13.47

 
(6.93

 
to
 
NE) 2.91

 
(2.79

 
to
 
NE) 19.75

 
(NE

 
to
 
NE)

DCR, No. (% 
[95%

 
CI]) 5

 
(71.4

 
[29.0

 
to
 

96.3])
17
 
(56.7

 
[37.4

 
to
 

74.5])
17
 
(73.9

 
[51.6

 
to
 

89.8])
11
 
(68.8

 
[41.3

 
to
 

89.0])
17
 
(94.4

 
[72.7

 
to
 

99.9])
13
 
(86.7

 
[59.5

 
to
 

98.3])
5
 
(100

 
[47.8

 
to
 

100])
24
 
(45.3

 
[31.6

 
to
 
59.6]) 8

 
(72.7

 
[39.0

 
to
 

94.0])

CBR, No. (% 
[95%

 
CI]) 3

 
(42.9

 
[9.9

 
to
 

81.6])
10
 
(33.3

 
[17.3

 
to
 

52.8])
9
 
(39.1

 
[19.7

 
to
 

61.5])
6
 
(37.5

 
[15.2

 
to
 

64.6])
11
 
(61.1

 
[35.7

 
to
 

82.7])
6
 
(40.0

 
[16.3

 
to
 

67.7])
5
 
(100

 
[47.8

 
to
 

100])
9
 
(17.0

 
[8.1

 
to
 
29.8]) 8

 
(72.7

 
[39.0

 
to
 

94.0])

Best overall response, 
No. (%)

Complete
 
response 1

 
(14.3) 0 1

 
(4.3) 0 0 0

 
2
 
(40.0) 0 0

Partial response 1
 
(14.3) 3

 
(10.0) 5

 
(21.7) 5

 
(31.3) 10

 
(55.6) 5

 
(33.3) 3

 
(60.0) 2

 
(3.8) 1

 
(9.1)

Stable
 
disease 3

 
(42.9) 14

 
(46.7) 11

 
(47.8) 6

 
(37.5) 7

 
(38.9) 8

 
(53.3) 0 22

 
(41.5) 7

 
(63.6)

PFS, months, median
 

(95%
 

CI)
NE
 
(2.76

 
to
 
NE) 3.86

 
(2.96

 
to
 
5.26) 4.11

 
(2.37

 
to
 
6.93) 5.73

 
(1.22

 
to
 
9.56) 7.00

 
(3.78

 
to
 
NE) 4.14

 
(3.98

 
to
 
5.42) 15.11

 
(8.34

 
to
 
NE) 1.41

 
(1.35

 
to
 
2.73) 29.47

 
(0.72

 
to
 
NE)

OS, months, median
 

(95%
 

CI)
NE
 
(5.72

 
to
 
NE) 6.34

 
(3.75

 
to
 

10.74)
10.45

 
(4.37

 
to
 

14.82)
8.87

 
(4.86

 
to
 

11.76)
19.71

 
(9.92

 
to
 
NE) 11.60

 
(5.55

 
to
 
NE) NE

 
(12.71

 
to
 
NE) 5.32

 
(3.71

 
to
 
10.28) NE

 
(2.23

 
to
 
NE)

Abbreviations: BPC, Broad Panel Cohort; CBR, clinical benefit rate; DCR, disease control rate; DOR, duration of response; HGG, high-grade glioma; HNSCC, head and
 
neck

 
squamous

 
cell carcinoma; 

LGG, low-grade glioma; NE, not evaluable; NSCLC, non–small cell lung cancer; ORR, objective response
 
rate; OS, overall survival; PFS, progression-free survival.
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TABLE
 
2. Overall Response Rate

 
by FGFR

 
Gene

 
and

 
Alteration

 
Type

 
per the Independent Review 

Committee
 
in
 
Tumor-Specific

 
Subgroups

 
of the BPC

 
and

 
per Investigator Assessment in the

 
Exploratory and

 
Pediatric

 
Cohorts

 
of RAGNAR

Genetic
 

Alteration

BPC
 
(n
 
5
 

114) 
Exploratory

Cohort
(n
 
5
 

53)

Pediatric
 

Cohort 
(n
 
5
 

11)
LGG, 
n
 
5
 

7
HGG, 
n
 
5
 

30
NSCLC, 
n
 
5
 

23
Breast,
n
 
5
 

16
Pancreatic,
n
 
5
 

18
HNSCC,
n
 
5
 

15
Salivary Gland,

n
 
5
 

5

No. 
a

ORR,
No. (%) No. 

a
ORR,

No. (%) No. 
a

ORR,
No. (%) No. 

a
ORR,

No. (%) No. 
a

ORR, 
No. (%) No. 

a
ORR,

No. (%) No. 
a

ORR,
No. (%) No. 

a
ORR,

No. (%) No.
ORR, 

No. (%)

Patients with
 
any FGFR

 
alterations 7

 
2
 
(28.6) 30

 
3
 
(10.0) 23

 
6
 
(26.1) 16

 
5
 
(31.3) 18

 
10
 
(55.6) 15

 
5
 
(33.3) 5

 
5
 
(100) 53

 
2
 
(3.8) 11

 
1
 
(9.1)

FGFR1
 

5
 

1
 
(20.0) 2

 
1
 
(50.0) 0

 
0
 

2
 

0
 

4
 

2
 
(50.0) 0

 
0
 

1
 

1
 
(100) 9

 
0
 

7
 
b
 1

 
(14.3)

Mutations 4
 

1
 
(25.0) 1

 
0
 

0
 

0
 

0
 

0
 

0
 

0
 

0
 

0
 

0
 

0
 

9
 

0
 

3
 

0

Fusions 1
 

0
 

1
 

1
 
(100) 0

 
0
 

2
 

0
 

4
 

2
 
(50.0) 0

 
0
 

1
 

1
 
(100) 0

 
0
 

3
 

1
 
(33.3)

FGFR2
 

1
 

1
 
(100) 1

 
0
 

7
 

2
 
(28.6) 12

 
4
 
(33.3) 14

 
8
 
(57.1) 1

 
1
 
(100) 5

 
5
 
(100) 9

 
0
 

1
 

0

Mutations 0 0 0 0 1
 

1
 
(100) 4

 
1
 
(25.0) 0 0 1

 
1
 
(100) 5 5

 
(100) 9 0 0 0
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Abbreviations: BPC, Broad Panel Cohort; HGG, high-grade glioma; HNSCC, head and
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PRs and occurred in patients with FGFR2 (one mutation, 
three fusions) and FGFR3 (one mutation) alterations (Figs 1 
and 2D; Table 2). The median DOR was 6.93 (95% CI, 6.08 to 
NE) months (Table 1). Six patients had SD (Figs 1 and 2D; 
Table 1), including one patient with SD for >4 months. The 
DCR was 68.8%, and the CBR was 37.5%. The median PFS was 
5.73 (95% CI, 1.22 to 9.56) months, and the median OS was 
8.87 (95% CI, 4.86 to 11.76) months (Table 1).

Pancreatic cancer. Patients with pancreatic cancer (n 5 18) 
had a median age of 60.5 (range, 34-78) years and a median of
3 (range, 1-9) prior lines of anticancer therapy (Data Sup-
plement, Table S1). All tumors were KRAS wild-type. At a 
median follow-up of 13.83 (95% CI, 5.52 to NE) months, the 
IRC ORR was 55.6% (10 of 18 [95% CI, 30.8 to 78.5]; Tables 1 
and 2). All responses were PRs in patients with either FGFR1 or 
FGFR2 gene fusions (Figs 1 and 2E; Table 2); the median DOR 
was 7.10 (95% CI, 2.76 to NE) months (Table 1). There were 
seven patients with SD (Figs 1 and 2E; Table 1), including one 
patient with SD for >4 months. The DCR was 94.4%, and the 
CBR was 61.1%. The median PFS and OS were 7.00 (95% CI, 
3.78 to NE) months and 19.71 (95% CI, 9.92 to NE) months, 
respectively (Table 1).

Head and neck cancers. Patients with HNSCC (n 5 15) had 
a median age of 64.0 (range, 27-76) years and a median of 3 
(range, 1-8) prior lines of anticancer therapy (Data Sup-
plement, Table S1). The IRC ORR was 33.3% (5 of 15 [95% CI, 
11.8 to 61.6]; Tables 1 and 2). All responses were PRs in

patients with FGFR2 (mutation) or FGFR3 (two mutations, 
two fusions) alterations (Figs 1 and 2F; Table 2). The median 
DOR was 2.89 (95% CI, 2.79 to NE) months (Table 1). Eight 
patients had SD (Figs 1 and 2; Table 1), including one patient 
with SD for >4 months. The DCR was 86.7%, and the CBR was 
40.0%. The median PFS and OS were 4.14 (95% CI, 3.98 to 
5.42) months and 11.60 (95% CI, 5.55 to NE) months, re-
spectively (Table 1).

In patients with SGC (n 5 5), the median age was 53.0 (range, 
41-78) years and the median number of prior lines of an-
ticancer therapy was 1 (range, 1-4; Data Supplement, Table 
S1). At a median follow-up of 16.79 (95% CI, 11.04 to NE) 
months, the IRC ORR was 100% (5 of 5 [95% CI, 47.8 to 100]; 
Table 1 and Fig 2F), including two CRs and three PRs in 
patients with FGFR1 (fusion) and FGFR2 (five mutations, one 
fusion [one patient had both mutations and fusions]) al-
terations (Figs 1 and 2F; Tables 1 and 2). The median DOR, 
median PFS, and median OS were 13.47 (95% CI, 6.93 to NE) 
months, 15.11 (95% CI, 8.34 to NE) months, and NE (95% CI, 
12.71 to NE) months, respectively (Table 1).

Exploratory Cohort

Patients in the Exploratory Cohort (n 5 53) had a median age 
of 62.0 (range, 24-80) years and a median of 3 (range, 1-14) 
prior lines of anticancer therapy (Data Supplement, Table 
S1). Patients in the Exploratory Cohort primarily had CCA
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FIG 1. Maximum percent reduction in the size of target lesions from baseline by FGFR alterations per the Independent Review Committee in 
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small cell lung cancer; RANO, Response Assessment In Neuro-Oncology.

6 | © 2026 by American Society of Clinical Oncology

Carranza et al

D
ow

nl
oa

de
d 

fr
om

 a
sc

op
ub

s.
or

g 
by

 2
.1

57
.1

5.
9 

on
 J

ul
y 

17
, 2

02
6 

fr
om

 0
02

.1
57

.0
15

.0
09

C
op

yr
ig

ht
 ©

 2
02

6 
A

m
er

ic
an

 S
oc

ie
ty

 o
f 

C
lin

ic
al

 O
nc

ol
og

y.
 A

ll 
ri

gh
ts

 r
es

er
ve

d.
 



B

FGFR3-TACC3
FGFR3-TACC3
FGFR1-TACC1
FGFR3-TACC3
FGFR3-TACC3
FGFR3-TACC3
FGFR3-TACC3
FGFR3-TACC3
FGFR3-TACC3

FGFR3-TACC3
FGFR3-TACC3
FGFR3-TACC3
FGFR3-TACC3
FGFR2-IMPA1
FGFR3-TACC3
FGFR1-K656E

15.90+

10.15+

7.00

FGFR3-TACC3
FGFR3-TACC3
FGFR3-TACC3
FGFR3-TACC3
FGFR3-TACC3
FGFR3-TACC3

FGFR3-TMEM247
FGFR3-ENOX1
FGFR3-TACC3
FGFR3-TACC3
FGFR3-TACC3
FGFR3-MYH14
FGFR3-TACC3

35.09
28.19
28.16
24.57
17.87
10.71
9.66
8.71
8.02
5.91
5.49
4.60
4.01
3.84
3.78
3.22
2.73
2.63
2.07
2.07
1.87
1.58
1.51
1.31
1.28
1.22
0.95
0.76
0.69
0.10

FGFR3-TACC3

–100
–28.16
–69.01
–15.53
–46.37
–86.83
–30.09
32.61

–14.24
–46.67

–5.42

32.82
–10.00

–2.04
1.01

18.75
–3.24
28.58
–9.35
27.24
49.17

–43.15
143

–4.17

24.54

Exposure

duration

(months)

Duration of 
response

(months)

Maximum

% tumor

reductionAlteration type

Time (months)

0 4 8 12 16 22 24 28 32 36 40

A
Exposure

duration

(months)

Duration of 
response 
(months)

21.68+

2.60+

FGFR1-K656E
FGFR1-TACC1
FGFR2-VPS35
FGFR1-K656E
FGFR1-K656E
FGFR3-TACC3
FGFR1-K656E

33.94
13.80
4.57
3.45
2.79
1.38
1.18

L
G

G

P
a
ti

e
n

ts

H
G

G

P
a
ti

e
n

ts

Alteration type

Maximum

% tumor 
reduction

–100
–48.86
–64.38
61.55

–11.89
335
–34.91

Time (months)

0 4 8 12 16 22 24 28 32 36 40

C Exposure

duration

(months)

Duration of 
response

(months)Alteration type

Maximum

% tumor 
reduction

16.56+

9.03
5.59

2.83
3.65

2.33

FGFR3-TACC3
FGFR2-TACC2
FGFR3-S249C
FGFR2-Y375C
FGFR2-TACC2
FGFR3-S249C

FGFR2-CCDC102A
FGFR3-TACC3
WDR11-FGFR2
FGFR3-R248C
FGFR3-TACC3
FGFR3-S249C
FGFR3-TACC3
FGFR2-TACC2
FGFR3-TACC3
FGFR3-R399C
FGFR3-S249C
FGFR3-S249C
FGFR3-TACC3
FGFR3-S249C
FGFR3-R248C
FGFR3-TACC3
FGFR2-BICC1

19.42
17.51
11.27
9.79
8.15
7.39
6.21
5.03
4.83
4.14
3.02
2.99
2.76
2.73
2.69
2.27
2.10
1.84
1.64
1.64
1.18
1.08
0.99

P
a
ti

e
n

ts

N
S

C
L
C

–100
–14.18
–74.44
–39.06
–15.78

–42.86
–33.10

1.11
–20.16

1.43
–50.00
–15.94
–33.33
28.29
–0.77
14.40
1.19
3.27

13.91
–31.62

5.97

Time (months)

0 4 8 12 16 22 24 28 32 36 40

Complete response Stable disease Progressive diseasePartial response Not evaluable Nonprogressive disease

Treatment discontinuation Mutation Both mutation and fusionFusion

FIG 2. Swim lane plot for treatment duration and duration of response by FGFR alterations per the Independent Review Committee in 
tumor-specific subgroups of the Broad Panel Cohort. 1 indicates that the duration of response for a patient is censored. The maximum % 
tumor reduction is the best % change in the size of target lesions recorded from the start of study treatment until the end of the study, 
(continued on following page)

JCO Precision Oncology ascopubs.org/journal/po | 7

Erdafitinib in Advanced FGFR-Altered Tumors: Cohort Analyses

D
ow

nl
oa

de
d 

fr
om

 a
sc

op
ub

s.
or

g 
by

 2
.1

57
.1

5.
9 

on
 J

ul
y 

17
, 2

02
6 

fr
om

 0
02

.1
57

.0
15

.0
09

C
op

yr
ig

ht
 ©

 2
02

6 
A

m
er

ic
an

 S
oc

ie
ty

 o
f 

C
lin

ic
al

 O
nc

ol
og

y.
 A

ll 
ri

gh
ts

 r
es

er
ve

d.
 

http://ascopubs.org/journal/po


D

30.29
25.49
10.28
9.66
9.63
7.36

12.75+
14.32

6.93
6.83

6.08
4.14
3.48
3.32
2.79
2.76
2.76
1.84
1.25
1.15
1.08

–93.61
–46.46
–60.00
–61.62
–30.00
–34.70
–2.82
–2.31

–22.22
19.48

–26.79
18.95
–2.89

–21.31
3.85

–6.33

FGFR3-R248C
FGFR2-C382R

FGFR2-FKBP15
FGFR2-KIAA1598

FGFR2-BICC1
FGFR2-TBC1D4
FGFR2-TACC2
FGFR1-TACC1
FGFR2-K659M

FGFR2-FAM24B
FGFR3-S249C

WHSC1L1-FGFR1
FGFR2-Y375C
CD44-FGFR2

FGFR2-K659M
FGFR2-TCERG1L

B
re

a
s
t

P
a
ti

e
n

ts

Exposure

duration

(months)

Duration of 
response

(months)Alteration type

Maximum

% tumor 
reduction

Time (months)

0 4 8 12 16 22 24 28 32 36 40

E

Time (months)

0 4 8 12 16 22 24 28 32 36 40

39.36 24.84+
36.53 20.70+
27.63
11.24 2.69+
10.87 7.10
9.63
7.59 4.24
7.06 4.14+
6.21 4.17+
5.78
5.55 4.17+
5.52 4.14
4.86
4.30
4.04 2.76
3.45
1.22
0.46

FGFR2-ATAD2
FGFR2-GKAP1

FGFR2-KIAA1598
FGFR2-CCDC186

FGFR2-GPHN
FGFR2-NRBF2

FGFR2-KIAA1598
FGFR1-USP33
FGFR2-G3BP2

FGFR2-KIF6
FGFR2-TBL1X

FGFR1-MTUS1
FGFR1-MTUS1

FGFR1-NEK1
FGFR2-KCTD1

FGFR2-CIT
FGFR2-PAWR

FGFR2-ALDH1L1

P
a
ti

e
n

ts

P
a
n

c
re

a
ti

c

–50.00
–45.83
–23.26
–38.17
–37.70
–22.06
–42.68
–64.36
–47.13
–28.72
–77.91
–51.1

–30.82
–21.43
–52.54
–0.44
–8.99

Exposure

duration

(months)

Duration of 
response

(months)Alteration type

Maximum

% tumor 
reduction

F

12.42
9.66
7.00
6.44
5.78
5.26
5.19
4.83
4.60
4.53
4.30
4.17
3.48
1.45
0.39

 FGFR3-S249C
FGFR3-TACC3
FGFR3-S249C
FGFR3-S249C
FGFR3-S249C
FGFR3-S249C
FGFR3-S249C
FGFR3-Y373C
FGFR3-TACC3
FGFR2-C382R
FGFR3-S249C
FGFR3-TACC3
FGFR3-S249C 
FGFR3-S249C
FGFR3-S371G

Multiple 25.53
FGFR2-Y375C

Multiple
24.87
24.84

FGFR2-Y375C 19.78
Multiple 11.07

P
a
ti

e
n

ts
P

a
ti

e
n

ts

H
N

S
C

C

S
a
li
v
a
ry

G
la

n
d

–65.45
–100
–100
–53.38

–100

–55.55
–52.94
–27.59
–23.33
–43.75

–53.01
–24.00
–36.28
–74.42
–25.40
–1.52

–18.24
0

2.89

2.79
2.79

13.54+
5.75+
9.69+

13.47
6.93

4.96

3.25

Exposure

duration

(months)

Duration of 
response

(months)Alteration type

Maximum

% tumor 
reduction

Time (months)

0 4 8 12 16 22 24 28 32 36 40

FIG 2. (Continued). before progressive disease and subsequent anticancer therapy (subsequent surgery/procedure, 
radiotherapy, or systemic therapy), taking into account any requirement for confirmation. HGG, high-grade glioma; 
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(n 5 10), breast cancer (n 5 7), endometrial cancer (n 5 6), 
HNSCC (n 5 5), ovarian cancer (n 5 4), or soft tissue 
sarcoma (n 5 4). Additional tumor types are reported in

Supplementary Results. Per eligibility criteria, patients 
had FGFR alterations only in nontarget mutations in FGFR1 
(n 5 9; 17.0%), FGFR2 (n 5 9; 17.0%), FGFR3 (n 5 16; 30.2%),

MRI at Baseline (month 1) MRI at 6 Cycles (month 6)

A

MRI at Baseline (month 1) MRI at 6 Cycles (month 5)

B

FIG 3. (A) Case study of a 26-year-old patient with dysembryoplastic neuroepithelial 
tumor and a FGFR1-K656E mutation who achieved a complete response for 
21.68 months and (B) case study of a 13-year-old patient with anaplastic pilocytic 
astrocytoma and a FGFR1-TACC1 fusion who achieved a partial response of 19.75 
months. MRI, magnetic resonance imaging.
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and FGFR4 (n 5 20, 37.7%; Table 2). FGFR alterations by 
tumor type are detailed in the Data Supplement (Table S2).

The investigator-assessed ORR was 3.8% (2 of 53 [95% CI, 
0.5 to 13.0]; Table 1). Both responses were PRs: one patient 
with breast cancer and FGFR3 mutation and one patient with 
carcinoma of unknown primary location and FGFR4 mutation 
(Table 2); both were variants of unknown significance. There 
were 22 patients with SD, including seven patients with SD 

for >4 months. The DCR was 45.3%, and the CBR was 17.0%. 
The median DOR, PFS, and OS were 2.91 (95% CI, 2.79 to NE) 
months, 1.41 (95% CI, 1.35 to 2.73) months, and 5.32 (95% CI, 
3.71 to 10.28) months, respectively (Table 1).

Pediatric Cohort

Patients in the Pediatric Cohort (n 5 11) had LGG (n 5 6), 
HGG (n 5 3), soft tissue sarcoma (n 5 1), or temporal 
neurocytoma (n 5 1). Patients had a median age of 13 (range, 
6-16) years and a median of 1 (range, 0-5) prior line of 
anticancer therapy; one patient with LGG had no prior 
therapy (Data Supplement, Table S1). FGFR alterations ob-
served included fusions (n 5 6; 54.5%), mutations (n 5 4; 
36.4%), and duplications (n 5 1; 9.1%) in FGFR1 (n 5 7; 
63.6%), FGFR2 (n 5 1; 9.1%), and FGFR3 (n 5 3; 27.3%; 
Table 2 and Data Supplement, Table S3). Two patients who 
had LGG (n 5 1) and HGG (n 5 1) were also enrolled in 
the BPC.

With a median follow-up of 9.69 (95% CI, 4.17 to 13.90) 
months, the investigator-assessed ORR was 9.1% (1 of 11 
[95% CI, 0.2 to 41.3]; Table 1). One patient with HGG and 
FGFR1 fusion achieved a PR lasting 19.75 months (Fig 3B and 
Table 2). Six patients with LGG and one patient with HGG had 
SD for >4 months: three had FGFR1 mutations, one had FGFR1 
duplication, two had FGFR1 fusions, and one had FGFR2 
fusion (Table 2). The DCR and CBR were both 72.7% (Table 1). 
The median PFS was 29.47 (95% CI, 0.72 to NE) months. 
Median OS was not reached (95% CI, 2.23 months to NE), 
with 9 of 11 (81.8%) patients censored for OS and 2 (18.2%) 
deaths.

Safety

Most patients had ≥1 TRAE. The most common TRAEs across 
cohorts were hyperphosphatemia, diarrhea, stomatitis, and 
dry mouth. The most frequent TRAEs leading to drug dis-
continuation across the cohorts were stomatitis (n 5 3), dry 
mouth (n 5 2), dry eye (n 5 2), and palmar-plantar 
erythrodysesthesia syndrome (n 5 2). There were no TRAEs 
leading to death.

The Pediatric Cohort experienced lower frequencies of sto-
matitis (27.3%; 3 of 11) and dry mouth (18.2%; 2 of 11); no 
central serous retinopathy events occurred (Table 3). Pa-
tients in the Pediatric Cohort also had grade 2 tibia fracture 
(n 5 1; dose not modified). Grade ≥3 TRAEs occurred in 5 
of 11 (45.5%) pediatric patients: dehydration (n 5 1),

epiphysiolysis (n 5 1; erdafitinib discontinuation), periph-
eral neuropathy (n 5 1), bone pain and hyperphosphatemia 
(n 5 1), and leukopenia and neutropenia (n 5 1). Serious 
TRAEs occurred in 4 of 11 (36.4%) pediatric patients: de-
hydration, epiphysiolysis, peripheral neuropathy, and tibia 
fracture. Adverse events of special interest were observed in 
all pediatric patients (Supplementary Results).

DISCUSSION

Adult and pediatric patients with advanced, unresectable, or 
metastatic solid tumors who have exhausted standard-of-
care therapy have limited treatment options and a high 
unmet need for novel therapies. Furthermore, the toxicity of 
anticancer therapies for later lines is considerable, leading to 
deterioration in quality of life and general well-being.

In the phase II RAGNAR study, treatment with the pan-FGFR 
tyrosine kinase inhibitor erdafitinib was associated with 
clinically meaningful and durable histology-agnostic ac-
tivity across prespecified study cohorts. In the BPC of pa-
tients with target FGFR alterations and FGFR gene fusion with 
intact kinase domain, DOR varied across tumor types but was 
generally encouraging and ranged from 2.89 months 
(HNSCC) to 13.47 months (SGC). The clinical activity in the 
Exploratory Cohort of patients with only nontarget FGFR 
mutations was limited compared with that in the BPC, 
thereby validating the proposed biomarker panel for patient 
selection demonstrated in the BPC. These findings suggest 
that FGFR inhibition may be a treatment option for patients 
with tumors that harbor FGFR alterations with validated 
oncogenicity. In pediatric patients enrolled based on mo-
lecular eligibility criteria, the predominant tumor types were 
gliomas (LGG and HGG); efficacy with erdafitinib was 
generally limited, with one responder and seven patients 
with SD for >4 months.

Our findings are encouraging and compare favorably with 
the efficacy of later lines of therapy for multiple tumor types 
in a FGFR-unselected patient population. In patients with 
gliomas, erdafitinib showed clinical efficacy per IRC (HGG: 
10% ORR, 6.3 months median OS; LGG, 28.6% ORR, median 
OS not reached), with the DOR ranging from 7.0 to 
15.9 months in patients with HGG and a CR lasting 
21.68 months in a patient with LGG. Lomustine and bev-
acizumab are second-line therapies for glioblastoma that 
have shown a median OS of approximately 9 months and 
ORRs of 13.9% and 28.2%, respectively, with responses 
typically lasting 4-6 months. 9,10 Although lower ORR was 
observed with erdafitinib for patients with HGG than LGG, 
which may be attributable to a more challenging response 
assessment based on Response Assessment In Neuro-
Oncology criteria and the infiltrative nature of the cancer, 
seven of the 30 patients with HGG had SD for >4 months. In 
NSCLC, erdafitinib demonstrated an ORR of 26.1% and a 
median OS of 10.4 months. Second-line ramucirumab plus 
docetaxel showed an ORR of 23% and a median OS of 
10.5 months in patients with NSCLC. 11 In breast cancer,

10 | © 2026 by American Society of Clinical Oncology
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TABLE 3. Safety Summary for Tumor-Specific Subgroups of the BPC and for the Exploratory and Pediatric Cohorts of RAGNAR

Adverse Event

BPC, No. (%) Exploratory
Cohort 

(n 5 53), 
No. (%)

Pediatric 
Cohort 

(n 5 11), 
No. (%)

Gliomas (LGG 1 
HGG), n 5 37

NSCLC, 
n 5 23

Breast, 
n 5 16

Pancreatic, 
n 5 18

Head and Neck (HNSCC
1 salivary gland), n 5 20

Total, 
n 5 114

Any TEAEs 36 (97.3) 23 (100) 16 (100) 18 (100) 20 (100) 113 (99.1) 53 (100) 11 (100)

Any TRAEs a 36 (97.3) 21 (91.3) 16 (100) 18 (100) 19 (95.0) 110 (96.5) 51 (96.2) 11 (100)

TRAEs a with ≥10% in 
any cohort

Hyperphosphatemia 27 (73.0) 15 (65.2) 11 (68.8) 10 (55.6) 17 (85.0) 80 (70.2) 42 (79.2) 7 (65.6)

Dry skin 18 (48.6) 7 (30.4) 6 (37.5) 12 (66.7) 7 (35.0) 50 (43.9) 9 (17.0) 1 (9.1)

Diarrhea 16 (43.2) 13 (56.5) 10 (62.5) 11 (61.1) 13 (65.0) 63 (55.3) 23 (43.4) 4 (36.4)

Dry mouth 15 (40.5) 10 (43.5) 10 (62.5) 13 (72.2) 8 (40.0) 56 (49.1) 24 (45.3) 2 (18.2)

Dry eye 11 (29.7) 5 (21.7) 3 (18.8) 4 (22.2) 5 (25.0) 28 (24.6) 9 (17.0) 1 (9.1)

Nail discoloration 10 (27.0) 3 (13.0) 3 (18.8) 2 (11.1) 0 18 (15.8) 8 (15.1) 3 (27.3)

Fatigue 10 (27.0) 3 (13.0) 3 (18.8) 6 (33.3) 6 (30.0) 28 (24.6) 10 (18.9) 0

Paronychia 10 (27.0) 2 (8.7) 2 (12.5) 6 (33.3) 3 (15.0) 23 (20.2) 5 (9.4) 2 (18.2)

Nail disorder 9 (24.3) 8 (34.8) 2 (12.5) 4 (22.2) 4 (20.0) 27 (23.7) 3 (5.7) 1 (9.1)

PPE syndrome 9 (24.3) 7 (30.4) 7 (43.8) 7 (38.9) 5 (25.0) 35 (30.7) 5 (9.4) 0

Stomatitis 9 (24.3) 13 (56.5) 13 (81.3) 13 (72.2) 15 (75.0) 63 (55.3) 21 (39.6) 3 (27.3)

Alopecia 8 (21.6) 2 (8.7) 4 (25.0) 1 (5.6) 1 (5.0) 16 (14.0) 6 (11.3) 2 (18.2)

Decreased
appetite

8 (21.6) 4 (17.4) 3 (18.8) 1 (5.6) 5 (25.0) 21 (18.4) 14 (26.4) 2 (18.2)

Dysgeusia 8 (21.6) 5 (21.7) 2 (12.5) 3 (16.7) 2 (10.0) 20 (17.5) 5 (9.4) 0

Increased ALT 8 (21.6) 6 (26.1) 2 (12.5) 4 (22.2) 5 (25.0) 20 (17.5) 12 (22.6) 4 (36.4)

Asthenia 6 (16.2) 1 (4.3) 4 (25.0) 0 1 (5.0) 12 (10.5) 5 (9.4) 1 (9.1)

Constipation 6 (16.2) 4 (17.4) 2 (12.5) 1 (5.6) 1 (5.0) 14 (12.3) 5 (9.4) 1 (9.1)

Increased AST 6 (16.2) 3 (13.0) 3 (18.8) 3 (16.7) 5 (25.0) 20 (17.5) 9 (17.0) 3 (27.3)

Onycholysis 6 (16.2) 2 (8.7) 4 (25.0) 3 (16.7) 4 (20.0) 19 (16.7) 7 (13.2) 3 (27.3)

Nausea 5 (13.5) 1 (4.3) 2 (12.5) 2 (11.1) 6 (30.0) 16 (14.0) 6 (11.3) 2 (18.2)

Pain in extremity 3 (8.1) 2 (8.7) 3 (18.8) 2 (11.1) 1 (5.0) 11 (9.6) 2 (3.8) 2 (18.2)

Nail ridging 3 (8.1) 1 (4.3) 0 2 (11.1) 0 6 (5.3) 0 2 (18.2)

Decreased
weight

2 (5.4) 1 (4.3) 2 (12.5) 1 (5.6) 4 (20.0) 10 (8.8) 6 (11.3) 2 (18.2)

Vomiting 2 (5.4) 1 (4.3) 3 (18.8) 1 (5.6) 3 (15.0) 10 (8.8) 8 (15.1) 0

Vision blurred 0 1 (4.3) 3 (18.8) 0 1 (5.0) 12 (10.5) 2 (3.8) 0

Grade ≥3 TEAEs 27 (73.0) 14 (60.9) 10 (62.5) 12 (66.7) 14 (70.0) 77 (67.5) 39 (73.6) 8 (72.7)

Grade ≥3 TRAEs a 19 (51.4) 9 (39.1) 7 (43.8) 9 (50.0) 9 (45.0) 53 (46.4) 24 (45.3) 5 (45.5)

TEAEs leading to dose 
interruption

26 (70.3) 18 (78.3) 10 (62.5) 15 (83.3) 14 (70.0) 83 (72.8) 29 (54.7) 8 (72.7)

TRAEs a leading to dose 
interruption

20 (54.1) 15 (65.2) 10 (62.5) 13 (72.2) 12 (60.0) 70 (61.4) 21 (39.6) 4 (36.4)

TEAEs leading to dose 
reduction

21 (56.8) 13 (56.5) 11 (68.8) 14 (77.8) 15 (75.0) 74 (64.9) 19 (35.8) 7 (63.6)

TRAEs a leading to dose 
reduction

19 (51.4) 13 (56.5) 11 (68.8) 14 (77.8) 15 (75.0) 72 (63.1) 18 (34.0) 6 (54.5)

TEAEs leading to treatment 
discontinuation

8 (21.6) 2 (8.7) 0 2 (11.1) 3 (15.0) 15 (13.2) 7 (13.2) 1 (9.1)

TRAEs a leading to treat-
ment discontinuation

7 (18.9) 1 (4.3) 0 1 (5.6) 2 (10.0) 11 (9.6) 7 (13.2) 1 (9.1)

(continued on following page)
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erdafitinib achieved an ORR of 31.3% and a median OS of 8.9 
months. For breast cancer, capecitabine as third-line 
therapy resulted in an ORR of 18.5% with a median OS of 
306 days. 12 For patients with KRAS wild-type pancreatic 
cancer, erdafitinib achieved an ORR of 55.6% and a median 
OS of 19.7 months. Second-line treatment with gemcitabine 
produced an ORR of 10% and a median OS of 3.7 months. 13 

Although there were only five patients with SGC included in 
RAGNAR, the efficacy observed with erdafitinib was par-
ticularly encouraging: 100% ORR and median OS not 
reached. Oxaliplatin plus capecitabine is a second-line 
treatment for SGC and achieved an ORR of 19% and a me-
dian OS of 9.7 months. 14 Although the prognosis of FGFR-
altered tumors has been shown to be similar to that of non– 

FGFR-altered tumors, 15 the observed clinical activity with 
erdafitinib in FGFR-selected patients highlights the ratio-
nale to use novel and targeted therapies in this molecularly 
defined patient population.

Safety findings in adult patients across the tumor-specific 
subgroups of the BPC and the Exploratory Cohort were 
consistent with the known safety profile of erdafitinib. 5 In 
the Pediatric Cohort, objective responses were limited (ORR 
9.1%; 1 of 11), with one patient achieving a PR and seven 
patients achieving SD lasting >4 months. Most patients in 
the Pediatric Cohort experienced events related to growth 
and development (eg, epiphysiolysis and bone fracture)

compared with adult patients. Although available data are 
limited, the safety profile of erdafitinib in the pediatric 
population is generally consistent with that reported for other 
FGFR inhibitors administered in oncologic and nononcologic 
settings. 16,17 Similarly, erdafitinib’s clinical activity aligns 
with findings from other studies investigating FGFR inhibi-
tors in similar pediatric populations, including erdafitinib in 
the NCI-COG Pediatric MATCH (APEC1621B) study 18 and 
futibatinib in the AcSé-ESMART trial. 19 However, direct
comparisons are challenging given differences in patient 
characteristics,molecular eligibility criteria, and small sample 
sizes. Finally, considering the limitations of RAGNAR’s 
single-arm design and differences in response assessment 
across cohorts (ie, IRC in the BPC and by investigator in the 
Exploratory and Pediatric Cohorts), these findings support 
erdafitinib activity in patients selected based on prespecified 
FGFR alterations but do not establish predictive biomarker 
performance or treatment selection benefit.

In conclusion, overall efficacy findings from RAGNAR sup-
port the potential clinical benefit of erdafitinib in patients 
with advanced solid tumors harboring susceptible oncogenic 
FGFR alterations. The antitumor activity of erdafitinib ob-
served in the Exploratory Cohort was limited compared with 
that observed in the BPC. Improved understanding of tumor-
specific biology may help guide FGFR-targeted treatment 
decisions.
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TABLE 3. Safety Summary for Tumor-Specific Subgroups of the BPC and for the Exploratory and Pediatric Cohorts of RAGNAR (continued)

Adverse Event

BPC, No. (%) Exploratory
Cohort 

(n 5 53), 
No. (%)

Pediatric 
Cohort 

(n 5 11), 
No. (%)

Gliomas (LGG 1 
HGG), n 5 37

NSCLC, 
n 5 23

Breast, 
n 5 16

Pancreatic, 
n 5 18

Head and Neck (HNSCC
1 salivary gland), n 5 20

Total, 
n 5 114

Serious TEAEs 16 (43.2) 6 (26.1) 6 (37.5) 5 (27.8) 8 (40.0) 41 (36.0) 26 (49.1) 8 (72.7)

Serious TRAEs a 6 (16.2) 2 (8.7) 2 (12.5) 0 3 (15.0) 13 (11.4) 6 (11.3) 4 (36.4)

TEAEs b leading to death 1 (2.7) 1 (4.3) 0 0 1 (5.0) 3 (2.6) 1 (1.9) 1 (9.1)

TRAEs a leading to death 0 0 0 0 0 0 0 0

Abbreviations: BPC, Broad Panel Cohort; HGG, high-grade glioma; HNSCC, head and neck squamous cell carcinoma; LGG, low-grade glioma; NSCLC, 
non–small cell lung cancer; PPE, palmar-plantar erythrodysesthesia; TEAE, treatment- emergent adverse event; TRAE, treatment-related adverse 
event.
a TEAEs were considered related to erdafitinib by study investigators.
b TEAEs leading to death in the BPC were COVID-19 disease (HGG), sepsis (HNSCC), and cardiac arrest (NSCLC); TEAEs leading to death in the 
Pediatric and the Exploratory Cohorts were hypoxia and respiratory failure, respectively.

12 | © 2026 by American Society of Clinical Oncology

Carranza et al

D
ow

nl
oa

de
d 

fr
om

 a
sc

op
ub

s.
or

g 
by

 2
.1

57
.1

5.
9 

on
 J

ul
y 

17
, 2

02
6 

fr
om

 0
02

.1
57

.0
15

.0
09

C
op

yr
ig

ht
 ©

 2
02

6 
A

m
er

ic
an

 S
oc

ie
ty

 o
f 

C
lin

ic
al

 O
nc

ol
og

y.
 A

ll 
ri

gh
ts

 r
es

er
ve

d.
 



13 Fundação Antonio Prudente-A.C. Camargo Cancer Center, São Paulo, 
Brazil
14 Johnson & Johnson, Spring House, PA
15 Center for Neuro-Oncology, Dana-Farber Cancer Institute and Harvard 
Medical School, Boston, MA

CORRESPONDING AUTHOR

Omar Carranza, MD, PhD; e-mail: omar.carranza@hpc.org.ar.

PRIOR PRESENTATION

Presented in part at the 2024 ASCO Annual Meeting, Chicago, IL, May 
31-June 4, 2024; European Society for Medical Oncology Congress 
2024, Madrid, Spain, October 20-24, 2023; and Society for Neuro-
Oncology 28th Annual Meeting, Vancouver, Canada, November 16-19, 
2023.

SUPPORT

Supported by Johnson & Johnson.

DATA SHARING STATEMENT

A data sharing statement provided by the authors is available with this 
article at DOI https://doi.org/10.1200/PO-25-01094.
The data sharing policy of Johnson & Johnson is available at https:// 
innovativemedicine.jnj.com/our-innovation/clinical-trials/transparency. 
As noted on this site, requests for access to the study data can be 
submitted through the Yale Open Data Access [YODA] Project site at 
http://yoda.yale.edu.

AUTHOR CONTRIBUTIONS

Conception and design: Omar Carranza, Shubham Pant, Martin Schuler, 
Birgit Geoerger, Yohann Loriot, Sameer Farouk Sait, Dirk Arnold, Iwona 
Lugowska, Spyros Triantos, Hussein Sweiti
Provision of study materials or patients: Martin Schuler, Birgit Geoerger, 
Yohann Loriot, Sameer Farouk Sait, Dirk Arnold, Helen Winter, Capucine 
Baldini, Marcelo Corassa, David A. Reardon
Collection and assembly of data: Martin Schuler, Birgit Geoerger, 
Yohann Loriot, Sameer Farouk Sait, Dirk Arnold, Graziela Z. Dal Molin, 
Iwona Lugowska, Helen Winter, Marcelo Corassa, Shibu Thomas, 
Spyros Triantos, Hussein Sweiti, David A. Reardon
Data analysis and interpretation: Omar Carranza, Shubham Pant, Martin 
Schuler, Olaf Witt, Birgit Geoerger, Yohann Loriot, Sameer Farouk Sait, 
Dirk Arnold, Iwona Lugowska, Capucine Baldini, Shibu Thomas, Lauren 
Crow, Yichuan Xia, Spyros Triantos, Hussein Sweiti, David A. Reardon 
Manuscript writing: All authors
Final approval of manuscript: All authors
Accountable for all aspects of the work: All authors

AUTHORS’ DISCLOSURES OF POTENTIAL CONFLICTS 
OF INTEREST

The following represents disclosure information provided by authors of 
this manuscript. All relationships are considered compensated unless 
otherwise noted. Relationships are self-held unless noted. I 5 

Immediate Family Member, Inst 5 My Institution. Relationships may 
not relate to the subject matter of this manuscript. For more information 
about ASCO’s conflict of interest policy, please refer to www.asco.org/ 
rwc or ascopubs.org/po/author-center.
Open Payments is a public database containing information reported by 
companies about payments made to US-licensed physicians (Open 
Payments).

Omar Carranza
Honoraria: Janssen
Consulting or Advisory Role: Merck Serono
Speakers’ Bureau: Janssen
Travel, Accommodations, Expenses: Janssen, Raffo, AstraZeneca

Shubham Pant
Stock and Other Ownership Interests: Teleprian, Oncomed LLC 
Consulting or Advisory Role: Ipsen, Novartis, Janssen, Boehringer Ingelheim, 
AskGene Pharma, BPGbio, Jazz Pharmaceuticals, AstraZeneca, US 
WorldMeds, Nihon Medi-Physics, Alligator Bioscience, Revolution 
Medicines, Arcus Biosciences, Pfizer, Merck, Immuneering, EMD Serono, 
BMS GmbH & Co. KG, Daiichi Sankyo
Research Funding: Mirati Therapeutics (Inst), Lilly (Inst), Xencor (Inst), 
Novartis (Inst), Rgenix (Inst), Bristol Myers Squibb (Inst), Astellas Pharma 
(Inst), Purple Biotech (Inst), 4D Pharma (Inst), Boehringer Ingelheim (Inst), 
NGM Biopharmaceuticals (Inst), Janssen (Inst), Arcus Biosciences (Inst), 
Elicio Therapeutics (Inst), BIONTE (Inst), Ipsen (Inst), Zymeworks (Inst), 
Pfizer (Inst), ImmunoMET (Inst), Immuneering (Inst), Amal Therapeutics 
(Inst), BMS GmbH & Co. KG (Inst)

Martin Schuler
Honoraria: Bristol Myers Squibb, Amgen, GlaxoSmithKline, MSD, Roche, 
Johnson & Johnson/Janssen
Consulting or Advisory Role: AstraZeneca, Bristol Myers Squibb, Novartis, 
Roche, Amgen, GlaxoSmithKline, Sanofi, MSD, Tacalyx, Johnson & Johnson/ 
Janssen, Gilead Sciences, Regeneron, Immunocore
Research Funding: Bristol Myers Squibb (Inst), AstraZeneca (Inst), Janssen 
(Inst)
Patents, Royalties, Other Intellectual Property: Highly sensitive method for 
mutation detection by PCR (Inst)

Olaf Witt
Honoraria: Roche Pharma AG, Ipsen, Novartis, Day One Biopharmaceuticals 
(Inst)
Consulting or Advisory Role: Novartis, AstraZeneca, Janssen Research & 
Development (Inst), BMS, Roche, Day One Therapeutics, SK Life Sciences, 
Merck KGaA, Ipsen, Novartis, Day One Biopharmaceuticals
Research Funding: Janssen Research & Development (Inst), PreComb 
Therapeutics (Inst), Bristol Myers Squibb/Ono Pharmaceutical (Inst), Roche 
Pharma AG (Inst), Novartis (Inst), Loxo/Bayer (Inst), Loxo (Inst), AstraZeneca 
(Inst), Lilly (Inst), Day One Therapeutics (Inst), GlaxoSmithKline (Inst), 
Blueprint Medicines (Inst), Bayer (Inst), Day One Biopharmaceuticals (Inst)

Birgit Geoerger
Consulting or Advisory Role: AZD, Novartis, Roche/Genentech

Yohann Loriot
Consulting or Advisory Role: Janssen, Astellas Pharma, Roche, 
AstraZeneca, MSD Oncology, Seagen, Bristol Myers Squibb, Loxo/Lilly, 
Pfizer/EMD Serono, Merck KGaA, Gilead Sciences, Pfizer (Inst), Roche (Inst), 
MSD Oncology (Inst)
Research Funding: Janssen Oncology (Inst), MSD Oncology (Inst), 
AstraZeneca (Inst), Exelixis (Inst), Incyte (Inst), Pfizer (Inst), Sanofi (Inst), 
Seagen (Inst), Astellas Pharma (Inst), Gilead Sciences (Inst), Merck KGaA 
(Inst), Taiho Pharmaceutical (Inst), BMS (Inst), Roche (Inst), Tyra 
Biosciences (Inst), Amgen (Inst)
Travel, Accommodations, Expenses: Astellas Pharma, Janssen Oncology, 
Roche, MSD Oncology, AstraZeneca, Seagen

Sameer Farouk Sait
Consulting or Advisory Role: AstraZeneca, Day One Therapeutics 
Uncompensated Relationships: QED therapeutics

Dirk Arnold
Employment: Asklepios Kliniken
Honoraria: Merck Serono, SERVIER, Bristol Myers Squibb, Merck Sharp and 
Dome, AstraZeneca, Boston Scientific, Pierre Fabre, Gilead Sciences, 
GlaxoSmithKline, Janssen Oncology, Sanofi/Regeneron, Seagen, Sirtex 
Medical, Takeda, TERUMO, Taiho Pharmaceutical, Incyte, Pfizer, Boehringer 
Ingelheim, Daiichi Sankyo Europe GmbH
Consulting or Advisory Role: Oncolytics, Phanes Therapeutics

JCO Precision Oncology ascopubs.org/journal/po | 13

Erdafitinib in Advanced FGFR-Altered Tumors: Cohort Analyses

D
ow

nl
oa

de
d 

fr
om

 a
sc

op
ub

s.
or

g 
by

 2
.1

57
.1

5.
9 

on
 J

ul
y 

17
, 2

02
6 

fr
om

 0
02

.1
57

.0
15

.0
09

C
op

yr
ig

ht
 ©

 2
02

6 
A

m
er

ic
an

 S
oc

ie
ty

 o
f 

C
lin

ic
al

 O
nc

ol
og

y.
 A

ll 
ri

gh
ts

 r
es

er
ve

d.
 

mailto:omar.carranza@hpc.org.ar
https://ascopubs.org/doi/full/10.1200/PO-25-01094
https://innovativemedicine.jnj.com/our-innovation/clinical-trials/transparency
https://innovativemedicine.jnj.com/our-innovation/clinical-trials/transparency
http://yoda.yale.edu/
http://www.asco.org/rwc
http://www.asco.org/rwc
https://ascopubs.org/po/author-center
https://openpaymentsdata.cms.gov/
https://openpaymentsdata.cms.gov/
http://ascopubs.org/journal/po


Research Funding: Oncolytics (Inst)
Travel, Accommodations, Expenses: AstraZeneca, Daiichi Sankyo 
Europe GmbH
Uncompensated Relationships: ESMO, ESMO Open, Deputy Editor Clin 
Colorectal Cancer

Graziela Z. Dal Molin
Consulting or Advisory Role: MSD Oncology, AstraZeneca/Daiichi Sankyo, 
GlaxoSmithKline, AbbVie/Genentech
Speakers’ Bureau: AstraZeneca/Daiichi Sankyo, MSD/AstraZeneca, 
GlaxoSmithKline, AbbVie/Genentech
Research Funding: Pfizer, AstraZeneca
Travel, Accommodations, Expenses: MSD/AstraZeneca, AstraZeneca, 
AbbVie/Genentech

Iwona Lugowska
Stock and Other Ownership Interests: CliniNote (I)
Honoraria: Amgen, Roche, BMS, Janssen, AstraZeneca, Agenus, 
MacroGenics, Celon Pharma, MSD, Menarini, Pfizer, Sanofi, BeiGene, 
Jacobio, Loxo, Rhizen Pharmaceuticals, Takeda, Cullinan Oncology 
Research Funding: Roche (Inst), Agenus (Inst)
Travel, Accommodations, Expenses: BeOne, Pfizer

Capucine Baldini
Consulting or Advisory Role: Rising Tide Foundation, Bicycle Therapeutics, 
Janssen Oncology
Research Funding: Foundation BMS (Inst), Government (Inst)
Expert Testimony: Bristol Myers Squibb, AbbVie, MSD Oncology, 
AstraZeneca
Travel, Accommodations, Expenses: Roche/Genentech, Amgen, MSD 
Oncology, Janssen Oncology
Other Relationship: Fasten

Marcelo Corassa
Honoraria: AstraZeneca, MSD, Bristol Myers Squibb Brazil, Janssen, Lilly, 
Takeda, Amgen, Sanofi/Regeneron, Novartis, Pfizer
Consulting or Advisory Role: AstraZeneca, Bristol Myers Squibb, Takeda 
Speakers’ Bureau: Takeda, AstraZeneca, Bristol Myers Squibb, MSD, 
Janssen
Travel, Accommodations, Expenses: MSD

Shibu Thomas
Employment: Janssen Research & Development
Leadership: Janssen Research & Development
Stock and Other Ownership Interests: Janssen Research & Development 
Research Funding: Janssen Oncology
Patents, Royalties, Other Intellectual Property: Four Patents (Inst) 
Travel, Accommodations, Expenses: Janssen Research & Development

Lauren Crow
Employment: Johnson & Johnson/Janssen, Virginia Commonwealth 
University (I)
Stock and Other Ownership Interests: Johnson & Johnson/Janssen (Inst)

Spyros Triantos
Employment: Johnson & Johnson/Janssen
Stock and Other Ownership Interests: Johnson & Johnson/Janssen

Hussein Sweiti
Employment: Johnson & Johnson/Janssen
Stock and Other Ownership Interests: Johnson & Johnson/Janssen 
Patents, Royalties, Other Intellectual Property: FGFR Tyrosine Kinase 
Inhibitors for the Treatment of Advanced Solid Tumors

David A. Reardon
Stock and Other Ownership Interests: Anheart Therapeutics, Bionaut Labs 
Honoraria: Merck, Novocure, Regeneron, Bristol Myers Squibb, Oncorus, 
Agenus, EMD Serono, Merck KGaA, Taiho Pharmaceutical, Advantagene, 
Bayer, DelMar Pharmaceuticals, Imvax, Medicenna, Sumitono Dainippon 
Pharma, Vivacitas Oncology, Anheart Therapeutics, Deciphera, Ellipses 
Pharma, Genenta Science, Inovio Pharmaceuticals, Kintara Therapeutics, 
Kintara Therapeutics, Kiyatec, NeuvoGen, Taiho Pharmaceutical, Y-mAbs 
Therapeutics, Avita Biomedical, Inc, Blue Rock Therapeutics, Boston 
Biomedical, Boehringer Ingelheim, CeCaVa, Chimeric Therapeutics, 
Genentech/Roche, Monteris Medical, Novartis, Oxigene, Stemline 
Therapeutics
Consulting or Advisory Role: Merck, Novocure, Regeneron, Bristol Myers 
Squibb, Oncorus, Agenus, EMD Serono, Merck KGaA, Taiho Pharmaceutical, 
Delmar Pharmaceuticals, Advantagene, Bayer, Imvax, Medicenna, Vivacitas 
Oncology, Anheart Therapeutics, Ellipses Pharma, Genenta Science, Kintara 
Therapeutics, Kiyatec, Agios, Chimeric Therapeutics, Avita Biomedical, Blue 
Rock Therapeutics, Boston Biomedical, Boehringer Ingelheim, CeCava, 
Deciphera, Genentech/Roche, Inovio Pharmaceuticals, NeuvoGen, Novartis, 
Oxigene, Stemline Therapeutics, Sumitomo Dainippon Pharma Oncology 
Research Funding: Celldex (Inst), Incyte (Inst), Agenus (Inst), EMD Serono 
(Inst), Acerta Pharma (Inst), Omniox, Enterome (Inst), Inovio 
Pharmaceuticals (Inst), InSightec (Inst), Merck (Inst), Novartis (Inst), NeoTX 
(Inst), Asvattha Therapeutics (Inst)

No other potential conflicts of interest were reported.

ACKNOWLEDGMENT

Erdafitinib (JNJ-42756493) was discovered in collaboration with Astex 
Pharmaceuticals. The authors would like to thank Jiarui Zhang and 
Christopher Moy for analysis of FGFR target and nontarget mutations 
based on OncoKB.
Medical writing support was provided by Jennifer Venzie, PhD, CMPP 
and Gabrielle Knafler, PhD, CMPP (System One), funded by Johnson & 
Johnson, and editorial support was provided by Jennifer Han, MS, 
CMPP (Johnson & Johnson) under the direction of the authors in 
accordance with Good Publication Practice guidelines (Ann Intern Med 
2022; 175:1298-1304).

REFERENCES
1. Dienstmann R, Rodon J, Prat A, et al: Genomic aberrations in the FGFR pathway: Opportunities for targeted therapies in solid tumors. Ann Oncol 25:552-563, 2014
2. Helsten T, Elkin S, Arthur E, et al: The FGFR landscape in cancer: Analysis of 4,853 tumors by next-generation sequencing. Clin Cancer Res 22:259-267, 2016
3. Babina IS, Turner NC: Advances and challenges in targeting FGFR signalling in cancer. Nat Rev Cancer 17:318-332, 2017
4. Grochot R, Joshi K, Cammarota A, et al: Safety and activity of fibroblast growth factor receptor inhibitors in advanced malignancies: A pooled analysis of early-phase clinical trials. JCO Precis 

Oncol 10.1200/PO-24-00896
5. Pant S, Schuler M, Iyer G, et al: Erdafitinib in patients with advanced solid tumours with FGFR alterations (RAGNAR): An international, single-arm, phase 2 study. Lancet Oncol 24:925-935, 2023
6. Pant S, Schuler MH, Iyer G, et al: Efficacy and safety of erdafitinib in adults with cholangiocarcinoma (CCA) with prespecified fibroblast growth factor receptor alterations (FGFRalt) in the phase

2 open-label, single-arm RAGNAR trial: Expansion cohort results. J Clin Oncol 41, 2023 (suppl 4; abstr 610)
7. Lugowska IA, Schuler MH, Loriot Y, et al: Efficacy of erdafitinib in adults with advanced solid tumors and non-prespecified fibroblast growth factor receptor mutations in the phase 2 RAGNAR trial: 

Exploratory cohort. J Clin Oncol 42, 2024 (suppl 16; abstr 3119)
8. Witt O, Geoerger B, Dirksen U, et al: Erdafitinib in pediatric patients with advanced solid tumors with fibroblast growth factor receptor (FGFR) gene alterations: RAGNAR study pediatric cohort. 

J Clin Oncol 40, 2022 (suppl 16; abstr TPS10058)
9. Wick W, Gorlia T, Bendszus M, et al: Lomustine and bevacizumab in progressive glioblastoma. N Engl J Med 377:1954-1963, 2017
10. Friedman HS, Prados MD, Wen PY, et al: Bevacizumab alone and in combination with irinotecan in recurrent glioblastoma. J Clin Oncol 41:4945-4952, 2023
11. CYRAMZA (ramucirumab) Injection [package insert]. Indianapolis, IN, Eli Lilly and Company, 2022
12. XELODA (capecitabine) Tablets [package insert]. San Francisco, CA, Genentech, 2015
13. Viaud J, Brac C, Artru P, et al: Gemcitabine as second-line chemotherapy after folfirinox failure in advanced pancreatic adenocarcinoma: A retrospective study. Dig Liver Dis 49:692-696, 2017

14 | © 2026 by American Society of Clinical Oncology

Carranza et al

D
ow

nl
oa

de
d 

fr
om

 a
sc

op
ub

s.
or

g 
by

 2
.1

57
.1

5.
9 

on
 J

ul
y 

17
, 2

02
6 

fr
om

 0
02

.1
57

.0
15

.0
09

C
op

yr
ig

ht
 ©

 2
02

6 
A

m
er

ic
an

 S
oc

ie
ty

 o
f 

C
lin

ic
al

 O
nc

ol
og

y.
 A

ll 
ri

gh
ts

 r
es

er
ve

d.
 

https://ascopubs.org/doi/full/10.1200/PO-24-00896


14. Hainsworth JD, Spigel DR, Burris HA III, et al: Oxaliplatin and capecitabine in the treatment of patients with recurrent or refractory carcinoma of unknown primary site: A phase 2 trial of the Sarah 
Cannon Oncology Research Consortium. Cancer 116:2448-2454, 2010

15. Demirdjian L, Triantos S, Standish K, et al: Prognostic impact of oncogenic fibroblast growth factor receptor alterations in patients with advanced solid tumors in a real-world setting. Cancer Med 
14:e70546, 2025

16. Farouk Sait S, Fischer C, Antal Z, et al: Slipped capital femoral epiphyses: A major on-target adverse event associated with FGFR tyrosine kinase inhibitors in pediatric patients. Pediatr Blood 
Cancer 70:e30410, 2023

17. Savarirayan R, De Bergua JM, Arundel P, et al: Oral infigratinib therapy in children with achondroplasia. N Engl J Med 392:865-874, 2025
18. Lee A, Chou AJ, Williams PM, et al: Erdafitinb in patients with FGFR-altered tumors: Results from the NCI-COG pedZiatric MATCH trial arm B (APEC1621B). J Clin Oncol 41, 2023 (suppl 16; abstr 

10007)
19. Berlanga P, Leruste A, Karamouza E, et al: 930P phase I/II study of the pan-FGFR inhibitor futibatinib in children, adolescents and young adults with advanced tumors and FGFR alterations: Arm O 

of the AcS´ e-ESMART trial. Ann Oncol 36:S571, 2025

JCO Precision Oncology ascopubs.org/journal/po | 15

Erdafitinib in Advanced FGFR-Altered Tumors: Cohort Analyses

D
ow

nl
oa

de
d 

fr
om

 a
sc

op
ub

s.
or

g 
by

 2
.1

57
.1

5.
9 

on
 J

ul
y 

17
, 2

02
6 

fr
om

 0
02

.1
57

.0
15

.0
09

C
op

yr
ig

ht
 ©

 2
02

6 
A

m
er

ic
an

 S
oc

ie
ty

 o
f 

C
lin

ic
al

 O
nc

ol
og

y.
 A

ll 
ri

gh
ts

 r
es

er
ve

d.
 

http://ascopubs.org/journal/po

	Erdafitinib in Patients With Advanced Solid Tumors With FGFR Alterations (RAGNAR): Results of Tumor ...
	INTRODUCTION
	METHODS
	Patients and Study Design
	Outcomes and Statistical Analysis
	Ethical Compliance

	RESULTS
	Efficacy
	Gliomas.
	NSCLC.
	Breast cancer.
	Pancreatic cancer.
	Head and neck cancers.

	Exploratory Cohort
	Pediatric Cohort
	Safety

	DISCUSSION
	REFERENCES


