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Abstract: 191 

Background: We previously reported the safety and efficacy of epicutaneous immunotherapy 192 

(EPIT™) for peanut allergy (250 µg, daily epicutaneous peanut protein; DBV712 250µg) in a 12-193 

month randomized controlled study (PEPITES) of peanut-allergic children aged 4-11 years. 194 

 195 

Objective: To assess interim safety and efficacy of an additional 2 years of EPIT from the 196 

ongoing (5-year treatment) open-label extension PEOPLE study.  197 

 198 

Methods: Subjects who completed PEPITES were offered enrollment in PEOPLE. Following an 199 

additional 2 years of daily DBV712 250µg, subjects who had received DBV712 250µg in PEPITES 200 

underwent Month-36 double-blind, placebo-controlled, food challenge (DBPCFC) with an 201 

optional Month-38 sustained unresponsiveness (SU) assessment.  202 

 203 

Results: 198 (93%) of 213 eligible subjects who had received DBV712 250µg in PEPITES entered 204 

PEOPLE, of whom 141 (71%) had assessable DBPCFC at Month 36. At Month 36, 51.8% (73/141) 205 

of subjects reached an eliciting dose (ED) of ≥1000 mg, compared with 40.4% (57/141) at 206 

Month 12. 75.9% (107/141) demonstrated increased ED compared to baseline. 13.5% (19/141) 207 

tolerated the full DBPCFC of 5444 mg. Median cumulative reactive dose increased from 144 to 208 

944 mg. 18 subjects underwent an optional SU assessment; 14/18 (77.8%) maintained an ED of 209 

≥1000 mg at Month 38. Local patch-site skin reactions were common but decreased over time. 210 

There was no treatment-related epinephrine use in years 2 or 3. Compliance was high (96.9%), 211 

and withdrawals due to treatment-related adverse events low (1%).  212 

 213 

Conclusion: These results demonstrate that daily EPIT treatment for peanut allergy beyond 1 214 

year leads to continued response from a well-tolerated, simple-to-use regimen.  215 

 216 

 217 

 218 

Key Messages: 219 

• Epicutaneous immunotherapy (EPIT) demonstrated durable, long-term clinical benefit 220 

with an additional two years of treatment in peanut-allergic children (4-11 years)   221 

• High compliance and low discontinuation rates due to adverse events enabled extended 222 

study participation 223 

• Results from this largest, long-term peanut allergy immunotherapy trial to date further 224 

support the overall favorable benefit-to-risk profile of EPIT 225 

 226 

 227 

 228 



  

 

  

 

Capsule Summary:  229 

This report represents the largest long-term study of peanut immunotherapy, out to 3 years, 230 

demonstrating long-term tolerability, low treatment-related discontinuations, and durable 231 

improvements in peanut desensitization thresholds with epicutaneous immunotherapy. 232 

 233 
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Abbreviations: 244 

AE=adverse event 245 

CI=confidence interval 246 

CRD=cumulative reactive dose 247 

DBPCFC=double-blind placebo-controlled food challenge 248 

ED=eliciting dose 249 

EPIT=epicutaneous immunotherapy 250 

HRQL=health-related quality of life 251 

ICH GCP =International Council for Harmonisation Good Clinical Practice 252 

IgE=immunoglobulin E 253 

IgG4=immunoglobulin G4 254 

IQR=interquartile range 255 

mBOCF=modified baseline observation carried forward 256 

mLOCF=modified last observation carried forward 257 

medDRA=Medical Dictionary for Regulatory Activities 258 

MMRM=mixed-effect model repeated measure  259 

OIT=oral immunotherapy 260 

OLFUS-VIPES=Open-Label Follow-Up Study of VIPES  261 

PEOPLE=PEPITES Open-Label Extension  262 

PEPITES=Peanut EPIT Efficacy and Safety  263 

PP=per protocol 264 

PT=preferred term 265 

Q1=first quartile 266 

Q2=second quartile  267 

SAE=serious adverse event 268 

SD=standard deviation 269 

SPT=skin prick test  270 

SU=sustained unresponsiveness 271 

TEAE=treatment-emergent adverse event 272 

Tregs=regulatory T cells 273 

VIPES=Viaskin Peanut’s Efficacy and Safety 274 

 275 
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Introduction 278 

 279 

Peanut allergy affects up to 2.2% of children in the United States, equating to 280 

approximately 1.6 million children.
1
 Among children with a food allergy, those with peanut 281 

allergy report the highest rates of anaphylaxis and severe reactions.
1
 Moreover, peanut allergy 282 

results in more emergency room visits for anaphylaxis compared with other food allergies,
2,3

 283 

with 1 in 4 children with peanut allergy requiring an emergency room visit each year for 284 

management of allergic reactions.
1
  285 

 Avoidance of peanut is inherently difficult because of its widespread consumption, and  286 

more active treatment options are needed and desired by peanut-allergic patients, their 287 

families, and allergists.
4-6

 Moreover, it is estimated that 50% of peanut-allergic children will 288 

react to 30-100 mg of peanut protein and most to less than 1 peanut (approximately 300 mg of 289 

peanut protein).
7,8

 Therefore, despite strict avoidance and readiness to manage allergic 290 

reactions, these reactions continue to occur with an estimated annual incidence of 12%-14% in 291 

peanut-allergic individuals, affecting ~40% of patients within 3 years of their diagnosis.
9,10

  292 

Health-related quality of life (HRQL) is significantly impaired in children with peanut 293 

allergy and their families, in part because of the stress and anxiety stemming from fear of 294 

allergic reactions due to accidental exposures.
11-14

 Patients and caregivers have expressed a 295 

desire for treatment options that would provide a degree of desensitization to peanut that 296 

would reduce the risk of reactions following accidental exposure and improve quality of life, 297 

with minimal risk from the treatment itself.
4
  298 

Epicutaneous immunotherapy (EPIT) is one of several immunotherapies currently under 299 

investigation in clinical trial programs for the potential treatment of peanut allergy. EPIT for 300 

peanut allergy aims to utilize the unique immune properties of the skin to induce 301 

desensitization using an epicutaneous patch.
15-17

 Following several phase 2 clinical trials,
18,19

 302 

including the VIPES study that included children aged 6 to 11 years and an open-label phase 303 

(OLFUS-VIPES) of up to 36 total months of treatment, the efficacy and safety of an 304 

epicutaneous peanut patch, Viaskin Peanut 250µg peanut protein (DBV712 250 µg), was 305 

assessed in PEPITES (NCT02636699), a phase 3, randomized, double-blind, placebo-controlled 306 

study of children with peanut allergy aged 4 to 11 years.
20

 In PEPITES, DBV712 250 µg was well 307 



  

 

  

 

tolerated, and a statistically significant difference (P<0.001) in the primary outcome response 308 

rate between the active (35.3%) and placebo (13.6%) treatment groups was observed. Subjects 309 

who successfully completed the 12-month PEPITES study were offered the opportunity to enroll 310 

in the open-label extension PEOPLE study (NCT03013517), the largest long-term study of EPIT 311 

for peanut allergy, which was initially designed to assess a total of 3 years of treatment with 312 

DBV712 250 µg and has now been extended to a total duration of therapy across PEPITES and 313 

PEOPLE of 5 years, with years 4 and 5 currently in progress. 314 

 The objective of the current report is to present data on subjects from the PEOPLE 315 

study, initially randomized to receive DBV712 250 µg, who have now completed 3 years of 316 

active treatment, whilst years 4 and 5 of the open-label extension study continue.   317 

 318 

 319 

Methods 320 

Study design 321 

PEOPLE is an open-label follow-on of the PEPITES study to evaluate the long-term 322 

efficacy and safety of DBV712 250 µg following up to 5 years of active treatment. The study is 323 

being conducted in accordance with the International Council for Harmonisation Good Clinical 324 

Practice (ICH GCP) Guidelines,
21

 the Declaration of Helsinki, and all applicable regulatory 325 

requirements. Subjects entering PEOPLE received 24 months of open-label treatment if they 326 

were in the active treatment arm of PEPITES and will receive 36 months of open-label 327 

treatment if they were in the placebo arm of PEPITES. Subjects in both treatment arms will then 328 

have the option of a further 24 months of treatment, to a potential total active treatment time 329 

over PEPITES and PEOPLE of 5 years (Figure 1). The study protocol is available in Supplement 1 330 

in the Online Repository. Subjects and their families received no compensation for study 331 

participation, aside from reimbursement for travel and parking expenses to attend study visits, 332 

where required by regional governance bodies.  333 

Standardized, double-blind, placebo-controlled food challenges (DBPCFC) were 334 

conducted as previously described during the PEPITES study
20

 following the PRACTALL criteria 335 

after 1 and 3 years of active treatment (Month 12 and Month 36 DBPCFCs, respectively).
22

 The 336 

eliciting dose (ED) was defined as the dose ingested immediately prior to emergence of 337 



  

 

  

 

objective signs or symptoms meeting prespecified stopping criteria requiring treatment (Table 338 

E1, online repository). Subjective symptoms (e.g., abdominal pain or oropharyngeal itching) 339 

were assessed and recorded, but alone were insufficient to stop the challenge. Reaching an ED 340 

in this context means the dose during the DBPCFC that elicited the prespecified objective 341 

symptoms. The cumulative reactive dose (CRD) was defined as the sum of all doses (including 342 

partial doses) up to and including the ED, which led to the emergence of the prespecified 343 

symptoms. The ED and CRD were the DBPCFC parameters assessed consistently at every point 344 

of PEPITES and PEOPLE, and consistent with the 2016 US Food and Drug Administration 345 

Allergenic Products Advisory Committee briefing statement on determining response in food 346 

immunotherapy clinical trials.
23

 Subjects were challenged to a maximum cumulative dose of 347 

3444 mg of peanut protein at Month 12 in PEPITES and 5444 mg at Month 36 of active 348 

treatment in PEOPLE. When the total final dose was reached without eliciting symptoms 349 

meeting the prespecified stopping criteria, as described above, the subject was considered to 350 

have tolerated that dose. Subjects achieving an ED of ≥1000 mg during the Month 36 DBPCFC 351 

were eligible to undergo an optional sustained unresponsiveness (SU) assessment, with an 352 

additional DBPCFC conducted after a 2-month treatment discontinuation (during which time 353 

strict peanut avoidance was continued).  354 

 355 

Subjects and eligibility 356 

Subjects aged 4 to 11 years were initially enrolled in PEPITES according to the eligibility 357 

criteria as previously described,
20

 including being required to react (based on a scoring system 358 

requiring sufficient level of objective signs) on DBPCFC to an ED of ≤300 mg peanut protein at 359 

baseline. All subjects who completed PEPITES, including the final of the two Month-12 DBPCFC 360 

visits, were offered enrollment in PEOPLE (Figure 1). Visit 1, the start of the open-label 361 

treatment period, was conducted on the same day as or within 1 week of the final visit in 362 

PEPITES.  363 

The current report is restricted to the outcomes of those subjects who were initially 364 

randomized to receive DBV712 250 µg in PEPITES and who have received a further 2 years of 365 



  

 

  

 

DBV712 250 µg therapy in PEOPLE. It does not include those subjects initially randomized to 366 

placebo. 367 

 368 

Inclusion criteria 369 

All subjects who successfully completed the Month-12 DBPCFC in PEPITES were 370 

considered eligible to enter the PEOPLE study. Subjects with a past history of anaphylaxis were 371 

not excluded; however, those having a history of severe anaphylaxis (hypotension requiring 372 

vasopressor support, hypoxia requiring mechanical ventilation, or neurological compromise) to 373 

peanut or with an unstable chronic condition, including poorly controlled asthma (per Global 374 

Initiative for Asthma Guidelines
24

), were excluded from entry into the PEPITES study due to 375 

ethical and safety concerns regarding the performance of multiple DBPCFCs (including 376 

potentially after placebo treatment) in these subjects. 377 

 378 

Interventions  379 

In PEOPLE, all subjects received an unblinded daily dose of 250 µg peanut protein per 380 

patch immediately following enrollment, were required to maintain a peanut-free diet and 381 

continued to have epinephrine autoinjectors available. The PEOPLE study population is 382 

comprised of 2 groups according to the treatment allocation in PEPITES (Figure 1): the DBV712 383 

250 µg group included subjects who received active treatment in both PEPITES and PEOPLE. The 384 

placebo + DBV712 250 µg group includes subjects who received the placebo in PEPITES 385 

followed by DBV712 250 µg in PEOPLE; this latter group has not yet completed their Month-36 386 

DBPCFC and, therefore, are not reported in this publication. Unblinding of PEPITES allocation 387 

occurred on October 16, 2017 (Supplement, Protocol V7). 388 

 389 

Outcomes  390 

Key outcomes of interest for assessing treatment response in this analysis included the 391 

percentage of DBV712 250 µg subjects reaching an ED of ≥1000 mg after 3 years of active 392 

treatment, and the difference between this and the percentage of subjects reaching an ED of 393 

≥1000 mg after 1 year of active treatment. Further prespecified endpoints included ED at each 394 



  

 

  

 

time point; CRD of peanut protein; the percentage of subjects unresponsive to the highest dose 395 

of peanut protein (i.e., showing no objective symptoms leading to stopping the DBPCFC with a 396 

cumulative dose of 5444 mg peanut protein at 3 years); and the percentage of treatment 397 

responders defined per the PEPITES primary outcome (subjects with baseline ED of ≤10 mg 398 

reaching ≥300 mg or baseline ED between >10 mg and ≤300 mg reaching ED of ≥1000 mg). SU 399 

was assessed after the 2-month off-treatment period by the percentage of subjects reaching an 400 

ED of ≥1000 mg at the Month-38 compared with the Month-36 DBPCFC within this subset. 401 

Peanut-specific immunoglobulin E (IgE) and immunoglobulin G4 (IgG4) and peanut skin prick 402 

test (SPT) average wheal diameters were explored longitudinally during the active treatment 403 

period. Compliance was defined as the total number of patches applied in the treatment period 404 

divided by the number of days in that period. 405 

Adverse event (AE) outcomes included treatment-emergent adverse events (TEAEs) and 406 

serious TEAEs. AEs were assessed by investigators, with serious AEs defined according to the 407 

ICH GCP definition. Skin reactions were openly graded by the site investigator from 0 to 4, 408 

according to European Academy of Allergy and Clinical Immunology (EAACI) and the Global 409 

Allergy and Asthma European Network (GA
2
LEN), where Grade 0 is no skin reaction and Grade 4 410 

is erythema and vesicles (Table E2, online repository).
25

 Site investigators assessed the 411 

causality/relationship between the study drug and AE, including anaphylaxis, according to the 412 

causality criteria (related, probable, possible, unlikely, or not related). Anaphylactic reactions 413 

were defined as the occurrence of acute hypotension (>20% drop in blood pressure) or 414 

associated cardiovascular symptoms or 2 or more concomitant acute allergic symptoms from at 415 

least 2 different organs systems.
26

 AEs related to a DBPCFC were excluded from the safety 416 

analyses.  417 

 418 

Statistics  419 

All analyses reported here were conducted exclusively in the DBV712 250 µg group after 420 

they completed 3 years of active treatment. The safety set, completer set and per protocol (PP) 421 

set were defined a priori. The safety set included all DBV712 250 µg subjects who received at 422 

least 1 dose of study drug during PEOPLE. The completer set was defined as all DBV712 250 µg 423 



  

 

  

 

subjects from the safety set having evaluable DBPCFC results at both Month 12 and Month 36. 424 

The PP set was defined as those subjects who completed all treatment according to the study 425 

protocol without major deviations that could affect the assessment of the treatment effect, 426 

which included an evaluable DBPCFC performed as required by the protocol at Month 12 and 427 

Month 36 and compliance of ≥80%.  428 

Additional post-hoc analyses included ED and CRD change from baseline (PEPITES entry) 429 

to Month 36 according to the following: the overall percentage of treatment responders, as 430 

defined per the OLFUS-VIPES primary outcome (subjects reaching an ED of ≥1000 mg and/or 431 

≥10-fold increase from baseline ED)
19,20

; the percentage of subjects tolerating (i.e., passing the 432 

DBPCFC without meeting the prespecified, modified PRACTALL stopping criteria) a cumulative 433 

dose of ≥3444 mg peanut protein during a DBPCFC; and the difference between paired Month-434 

12 and Month-36 ED by Wilcoxon’s test.  435 

Categorical variables were summarized using number of observations and percentages, 436 

and continuous variables were summarized using descriptive statistics. For the main endpoint, 437 

the 95% confidence interval (CI) between paired binomial proportions was calculated using the 438 

Newcombe’s method based on Wilson score intervals with continuity correction. Supportive 439 

analyses of the main endpoint were performed using Modified Baseline Observation Carried 440 

Forward (mBOCF) and Modified Last Observation Carried Forward (mLOCF) imputations for 441 

subjects who had at least started the peanut challenge at the Month-36 DBPCFC and for the 442 

whole safety set, where Month-36 ED was missing. If an ED at the Month-12 and/or Month-36 443 

DBPCFC was not reached, the mBOCF ED was considered as the higher value of the last dose 444 

given at the DBPCFC in question and the ED value at baseline. The mLOCF ED was considered as 445 

the higher value of the last dose given at the DBPCFC in question and the ED value at the 446 

previous DBPCFC. 447 

 448 

Results 449 

 450 

Subject characteristics 451 

Of the 213 subjects who were randomized in the active treatment arm of PEPITES and 452 

completed the 12-month trial, 198 (93.0%) subjects opted to enter PEOPLE (safety set) (Figure 453 



  

 

  

 

1). A total of 50 subjects did not continue the study through to Month 36 or had incomplete 454 

assessments at Month 36 and were not part of the “completer set” (n=148).  455 

A total of 141/198 (71.2%) subjects who entered PEOPLE were considered the PP set, 456 

having completed all treatment according to the study protocol including assessable DBPCFC 457 

outcomes. Efficacy data were analyzed from these 141 subjects. Of the 7 (of 148 completers) 458 

excluded from the PP analysis set, 1 subject was excluded for compliance of 62.6%, while 6 had 459 

DBPCFC-related protocol deviations, rendering the determination of the DBPCFC result 460 

unreliable during either the Month-12 or Month-36 DBPCFC.  461 

The 50 subjects who did not complete the study to Month 36 included 39 subjects who 462 

discontinued the study before Month 36 and 11 who started the Month-36 DBPCFC but did not 463 

complete it. Of the 39 subjects who discontinued before Month 36, 30 withdrew consent, 4 464 

withdrew due to AEs, and 5 were lost to follow-up, with 27 of these 39 discontinuing between 465 

Months 30 and 36. Six of 39 subjects (3% of the 198 subjects enrolling in PEOPLE; i.e.,  safety 466 

set) withdrew consent because they were tired of applying the patch. A total of 22 subjects 467 

(44% of subjects who discontinued the study) withdrew either prior to or during the Month-36 468 

assessments because of fear of DBPCFC and/or distaste of food challenge material. Of the 469 

remaining 11/50 subjects who started the Month-36 DBPCFC, 7 subjects withdrew their 470 

consent because of fear of DBPCFC and/or distaste of challenge material during assessment, 3 471 

refused to complete the DBPCFC, and 1 DBPCFC was terminated before stopping criteria was 472 

reached. 473 

 The baseline characteristics of the PEOPLE study populations (including PP, completer, 474 

and safety set) and that of the whole PEPITES cohort were comparable across groups and are 475 

presented in Table 1. The 50 subjects who were not included in the completer set were, in 476 

general, similar to the overall population (Table 1), but had higher median baseline peanut-sIgE, 477 

and one dose increment lower median Month-12 ED, with large overlap in IQR with that of the 478 

completer set (Table 1). This was not true of the 11 subjects who commenced but did not 479 

complete the Month-36 DBPCFC, where no differences were observed compared with the 480 

completer set, including in baseline or Month-12 median ED (Table E3, online repository).   481 



  

 

  

 

Overall mean compliance rate in the whole safety set was 98.1% (standard deviation [SD]: 4.1) 482 

observed over 3 years of treatment and 96.9% (SD: 5.45) during the 2 years of treatment in 483 

PEOPLE (n=198).  484 

  485 

 486 

Changes in eliciting dose 487 

At Month 36, 51.8% (73/141) of subjects in the PP set reached an ED of ≥1000 mg, 488 

compared with 40.4% (57/141) at Month 12 (11.3% difference; 95% CI: 2.8-19.6) (Figure 2; 489 

Table E4, online repository). Following 3 years of treatment, 75.9% (107/141) of subjects 490 

demonstrated an increase in ED compared to baseline. Of the subjects who had a baseline ED 491 

of ≤100 mg, 67.4% (62/92) reached an ED of at least 300 mg. The proportion of subjects who 492 

tolerated the 3444-mg dose (the highest possible cumulative dose at Month 12) increased 493 

between Month 12 and Month 36 from 4.3% (6/141) to 18.4% (26/141). In addition, at Month 494 

36, 13.5% (19/141) of subjects were able to tolerate the full DBPCFC of 5444 mg (i.e., passed 495 

the DBPCFC without meeting the prespecified, modified PRACTALL stopping criteria). Within the 496 

completers set, using mLOCF for imputation, 43.9% (87/198) of subjects reached an ED of 497 

≥1000 mg at Month 36 compared with 35.9% (71/198) at Month 12, and under all imputations, 498 

response was generally in favor of 36 months compared with 12 months of treatment (Figure 499 

E1, online repository). 500 

When the results were analyzed according to the primary outcome criteria used in 501 

PEPITES, which considers lower and higher baseline ED strata, 55.3% (78/141) of subjects were 502 

considered treatment responders based on reaching an ED of ≥300 mg (for subjects with a 503 

baseline ED ≤10 mg) or ≥1000 mg (for subjects with a baseline ED >10 mg and ≤300 mg) at 504 

Month 36 (Figure 3).  505 

 When analyzed by mixed-effect model repeated measure (MMRM) over the 3-year 506 

treatment period, there was a 5.0-fold (95% CI: 4.0-6.3) increase in geometric mean ED in the 507 

PP population (n=141). In subjects with a baseline ED of ≤10 mg (n=18), there was a 22.5-fold 508 

increase in geometric mean ED (95% CI: 10.7-47.3). In those with a baseline ED >10 mg (n=123), 509 

the geometric mean ED increased 4.0-fold by Month 36 (95% CI: 3.2-5.0).   510 



  

 

  

 

  Overall, the response observed between the DBPCFC at Month 12 and at Month 36 was 511 

maintained and/or improved in the majority of subjects (Table 2). By Wilcoxon’s test (using 512 

paired data), there was a significant difference in ED between Month 12 and Month 36 in both 513 

PP and completer sets (P=0.006 and 0.032, respectively). At Month 36, 49.3% (73/148) of 514 

subjects in the completer set reached an ED of ≥1000 mg, compared with 41.2 % (61/148) at 515 

Month 12 (8.1.% difference; 95% CI: -0.05-16.5). At Month 36, 43.9% (87/198) of subjects in the 516 

safety set reached an ED of ≥1000 mg, compared with 35.9% (71/198) at Month 12 using 517 

mLOCF imputation (8.1.% difference; 95% CI: -2.0-14.1).  518 

Of the 11 (7.8%) subjects who reached an ED of ≥1000 mg at Month 12 but not at Month 36, 519 

there were no clear baseline characteristics that could be associated with this trajectory, 520 

including age, baseline ED, or peanut IgE (Table E5, online repository); in addition, compliance 521 

was >90% in 9 subjects and between 80% and 90% in the remaining 2 subjects over the course 522 

of 3 years of treatment. These 11 subjects had less relative decrease in their peanut-sIgE from 523 

Month 12 to Month 36, but a similar IgG4 trajectory relative to the remainder of the cohort 524 

(Figure 4).  525 

 526 

Changes in cumulative reactive dose and immune markers  527 

Mean and median CRD rose over the 3-year treatment period (Figure 5). At Month 36, 528 

24.1% (34/141) of subjects reached a CRD of 3444 mg compared to 15.6% (22/141) at Month 529 

12. This trend was similarly observed when analyzed by MMRM using log-transformed data 530 

(Figure E2, online repository). Peanut IgG4 levels progressively increased throughout the first 531 

18 months of treatment and remained at peak levels for the remainder of the treatment to 532 

Month 36, whereas peanut IgE levels increased initially at the start of the study and then 533 

returned to baseline, remaining around or below baseline through Month 36 (Figure 4). The 534 

median (IQR) absolute change in SPT mean wheal diameter from baseline to Month 36 was 535 

3.5 mm (-5.5, -1); with median values of 11 mm (9-14) at baseline, 7.5 mm (6-10) at Month 12, 536 

and 7.5 mm (6.5-10) at Month 36.  537 

 538 

Sustained unresponsiveness (SU) 539 



  

 

  

 

Seventy-three subjects who reached an ED ≥1000 mg at Month 36 were eligible to 540 

undertake an SU assessment, which was entirely optional. Those who did not elect to 541 

undertake this assessment continued daily treatment as part of the PEOPLE extension study. 542 

Those who elected to undertake the assessment recommenced daily therapy at the end of the 543 

SU assessment. Eighteen subjects elected to stop DBV712 250 µg for 2 months (whilst 544 

maintaining a peanut-free diet) and underwent a further DBPCFC at Month 38 whilst still off 545 

treatment. Of these subjects, 77.8% (14/18) maintained an ED of ≥1000 mg. Of the 4 subjects 546 

who did not maintain an ED of ≥1000 mg at Month 38, 3 subjects reached an ED of 300 mg and 547 

1 subject reached an ED of 100 mg. Three of these 4 subjects maintained a higher ED at Month 548 

38, following the cessation of therapy, compared with their baseline ED. The individual ED 549 

trajectories over the 38-month period for these 18 subjects are shown in Figure E3 (online 550 

repository). Baseline, 12-, and 36-Month characteristics were similar between those subjects 551 

who opted in or out of this assessment, including Month-12 median ED, and IgE/IgG4, except 552 

for median Month-36 ED, which was one increment higher in those who opted in (Table E6, 553 

online repository).  554 

 555 

Adverse events 556 

In the safety set (n=198), the median study duration in PEOPLE was 754.5 days (range: 557 

35-953), with a median treatment exposure duration of 735 days (range: 39-863). From the 558 

start of the PEOPLE study to Month 36, the incidence of all TEAEs (irrespective of treatment 559 

relatedness) was 100%, with the majority of TEAEs being reported as mild or moderate (Table 560 

E7, online repository). The most commonly reported treatment-related TEAEs were application 561 

site reactions, observed in 77.8% (154/198) of subjects, including erythema (63.1%), pruritus 562 

(45.5%), and site swelling (20.2%) (Table 3). During PEOPLE, no treatment-related SAEs were 563 

reported. 564 

 Fewer TEAEs were reported over the third year of treatment (162 [88.0%] subjects; 927 565 

events) compared to the first and second years (191 [96.5%] subjects; 1835 events and 196 566 

[99.0%] subjects; 1628 events, respectively) (Table E7, online repository). Overall, fewer 567 

subjects experienced local skin reactions over time, particularly from Month 18 onwards, and 568 



  

 

  

 

during the third year of treatment, local skin reactions were observed in 29.9% (55/184) of 569 

subjects. The majority of local skin reactions (as assessed by investigators) were Grade 1 570 

(43.9%) or 2 (40.9%) with no Grade 4 events. 571 

A single anaphylactic reaction was reported over the 2-year PEOPLE treatment period as 572 

possibly related to DBV712 250 µg (assessed as mild, which resolved without any treatment, 573 

Table E8, online repository). There were no episodes of epinephrine use related to treatment 574 

reported throughout the PEOPLE study (years 2 and 3 among the 198 subjects) (Table 3). There 575 

were an additional 29 anaphylactic reactions, reported and assessed by the investigators to be 576 

unrelated to DBV712 250 µg over the 2-year period among 23 subjects, excluding reactions at 577 

food challenge. Details of these episodes are available in Table E8 (online repository).  578 

Between the start of PEOPLE (Month 12) and Month 36, 4 (2.0%) subjects 579 

discontinued due to TEAEs: 1 subject due to moderate application site pruritus, mild application 580 

site rash and swelling; 1 due to moderate application site pruritus; 1 due to benign lymphoid 581 

tissue hyperplasia of the oropharynx, with reactive follicular hyperplasia on biopsy (deemed 582 

unrelated to treatment by the investigator); and 1 due to anxiety. 583 

 584 

Discussion 585 

 586 

The PEOPLE trial represents the largest long-term trial evaluating peanut allergy 587 

immunotherapy to date. An extended duration of study participation was possible with the 588 

simple one-dose regimen that was associated with high compliance and low treatment-related 589 

discontinuation rates. The potency of the skin as a route for desensitization is illustrated by the 590 

very low total dose skin exposure required over the 3-year treatment period: only ~273 mg of 591 

peanut protein, approximately a single peanut kernel. In this analysis of the ongoing open-label 592 

study, which is assessing DBV712 250 µg treatment out to 5 years, the current results 593 

demonstrate desensitization over 36 months of treatment and support the long-term 594 

tolerability and clinical benefit of DBV712 250 µg in peanut-allergic children. Overall, more than 595 

half of subjects, all of whom started in PEPITES with a baseline ED of ≤300 mg, achieved an ED 596 

of ≥1000 mg, which is equivalent to approximately 3-4 peanut kernels, and overall, three 597 

quarters of subjects improved their ED from baseline to Month 36. ED increases in the most 598 



  

 

  

 

sensitive subjects were especially robust; while the group as a whole experienced a 5-fold 599 

increase in geometric mean ED over 36 months, the group who entered with an ED of ≤10 mg 600 

saw a 22-fold increase over the treatment period, and there was a large change in the CRD from 601 

a median of 144 mg to 944 mg over the 3 years.  602 

There are few prior reports of treatment outcomes for peanut immunotherapy beyond 603 

12-18 months. Most large oral immunotherapy (OIT) studies have reported results limited to 12 604 

or 18 months treatment duration.
27-29

 The longest peanut immunotherapy study published to 605 

date followed 39 subjects receiving OIT out to 5 years and demonstrated SU in 12 subjects after 606 

1 month of peanut avoidance.
30

 The POISED study, which included 120 subjects followed to a 607 

maximum of 156 weeks under varying OIT regimens, reported that discontinuation of 608 

treatment or lower doses of daily oral peanut exposure increased the likelihood of regaining 609 

clinical reactivity to peanut.
31

 The CoFAR6 consortium followed 56 of 74 subjects out to a total 610 

of up to 130 weeks of treatment with EPIT, with an interim report suggesting longer treatment 611 

with 250-µg peanut protein could lead to improved outcomes beyond 1 year.
32

  612 

Peanut allergy has a significant economic impact and an adverse effect on HRQL for 613 

both patients and caregivers, with fear of reactions due to accidental exposure a key driver of 614 

impairment in HRQL.
33

 As such, caregivers of peanut-allergic children express a desire for 615 

therapy that will offer a level of protection against unintentional peanut exposure.
4
 Therapies 616 

such as EPIT, that are well tolerated and can reduce the risk of reactions to accidental ingestion, 617 

can potentially lead to improvements in HRQL, as we have recently demonstrated.
34

 Given that 618 

most peanut-allergic children react to a single peanut kernel (~300 mg of peanut protein) or 619 

less,
35

 we believe the improvements observed with EPIT, and specifically the improvement in 620 

ED over 36 months of therapy as presented here, are meaningful and may reduce the risk of 621 

reaction from accidental exposure as predicted by quantitative risk assessment approach that 622 

models potential risk reduction. For example, a 73% to 78% reduction in risk of reaction per 623 

eating occasion for packaged foods was predicted for children treated with DBV712 250 µg for 624 

12 months based upon the PEPITES study results, with up to 93% risk reduction to cross-625 

contamination through restaurant meals.
6,36

 626 



  

 

  

 

It is encouraging that in the present study, the total median cumulative reactive and 627 

tolerated doses of peanut increased substantially from Month 12 to Month 36, suggesting there 628 

is an enhancement of effect over the second and third years of therapy. This is supported by 629 

the changes observed in peanut IgG4, which progressively increased throughout the first 18 630 

months of treatment and remained at peak levels for the remainder of the treatment to Month 631 

36. In addition, a higher proportion of subjects were tolerant to 3444 mg at Month 36 than at 632 

Month 12, and 13.5% (19/141) of subjects completed the full DBPCFC at Month 36 (cumulative 633 

dose of 5444 mg) without meeting stopping criteria. This further supports the notion that 634 

continued increases in threshold, not just a maintenance of effect beyond 12 months of 635 

therapy, is observed in a proportion of subjects undergoing EPIT with 250-µg peanut protein.  636 

Exploratory analyses in a small sub-cohort of subjects, who were eligible (ED ≥1000 mg) 637 

and willing to stop therapy for a 2-month period and be reassessed with a further DBPCFC, 638 

suggest that DBV712 250 µg may offer a sustained effect even after a period without treatment 639 

and with peanut avoidance. Consistent with the high rates of SU previously reported in the 640 

open-label extension of the phase 2b study in a similar age range (6-11 years) at 73.7% 641 

(14/19),
19,37

 we observed that 77.8% (14/18) of subjects in PEOPLE were able to maintain 642 

protection for a 2-month period while off therapy and without peanut consumption. Consistent 643 

with previous observations, those subjects who attained SU tended to have a lower baseline 644 

peanut-sIgE, although the IQR was large, with the 3
rd

 quartile exceeding 100 kUA/L, limiting the 645 

value of this parameter for predicting any given individual’s response.
38

 This capacity of EPIT to 646 

drive SU in these subjects may relate to the proposed mechanism of action of EPIT. It is likely 647 

that unwillingness to undergo further DBPCFC was the major reason why only 18/73 eligible 648 

subjects underwent the SU assessment in this study, with the characteristics of the subjects 649 

who opted-in similar to those who opted-out. Likewise, approximately half of all withdrawals 650 

from the study were accounted for due to dislike or distaste for the food challenge, and very 651 

few were related to the actual treatment itself.  652 

Based on preclinical studies, EPIT-delivered allergen is captured in the superficial layers 653 

of the skin by Langerhans cells, as well as dermal dendritic cells, which induce a specific 654 

population of regulatory T cells (Tregs), primarily in regional peripheral lymph nodes, capable of 655 



  

 

  

 

suppressing the allergic response
39-43 

with no significant, early allergen-driven effector cell 656 

desensitization. This suggests both a different mechanism of action of EPIT compared with 657 

immunotherapy delivered by alternative routes, and a mechanism by which SU following 658 

cessation of immunotherapy might occur. Although a direct effect on effector cell 659 

desensitization may also contribute to this response, a role for Treg induction is supported by 660 

the presence of hypermethylation of the Gata 3 promoter region and hypomethylation of Fox p 661 

3 promoter region on Tregs in murine EPIT models.
44

 It is, therefore, plausible that the 662 

therapeutic trajectory of EPIT treatment, as suggested by animal models and seen in a high 663 

proportion of subjects who underwent SU evaluation in the VIPES-OLFUS and PEOPLE studies, 664 

may lead to more sustained duration of desensitization, with effects continuing after therapy 665 

has ceased.    666 

There are currently no data to support strong differentiating features at baseline that 667 

could be used to predict an individual peanut-allergic child’s response to therapy. In a recent 668 

post-hoc analysis of PEPITES, those with lower median baseline peanut s-IgE may exhibit a more 669 

robust treatment response (manuscript submitted May 2020), although the trial was not 670 

designed to detect such differences, so conclusions must be interpreted with caution. In 671 

addition, given the overall very high baseline IgEs of the entire cohort, even lower peanut-672 

specific IgE levels are still relatively high compared with the general peanut-allergic population, 673 

and the baseline ED required for entry ensured a sensitive and sensitized cohort vulnerable to 674 

accidental ingestion reactions. Further work and exploration in this area continue. As the 675 

subjects were predominantly Caucasian, it was not possible to determine whether there are 676 

any differences in response related to race or ethnicity at this stage. We identified a subgroup 677 

of subjects who did not respond to treatment over the 3-year period and did not identify any 678 

differences in baseline characteristics or biomarkers measured during the study that were able 679 

to distinguish these subjects from those who responded to treatment. It will be important to 680 

continue to search for possible, as yet unidentified factors and novel biomarkers that may assist 681 

in identifying these patients prior to or early in treatment. We did identify a small proportion 682 

(7.8%) of subjects who, having reached an ED of 1000 mg or greater after 12 months of 683 

therapy, see a decrease at 36 months’ time. No baseline characteristics distinguish these 684 



  

 

  

 

subjects, nor did they have apparent differences in the induction of peanut IgG4 at 12, 24, or 36 685 

months, which would have identified them as at-risk for this trajectory. However, they did have 686 

a tendency to lesser decreases in their peanut-sIgE at 24 and 36 months compared to the 687 

remainder of the cohort. Given the small numbers (n=11) in this subgroup, this observation 688 

should be interpreted with caution. Treatment continues for an additional 2 years in PEOPLE, 689 

and it is plausible that subjects who have shown resistance to EPIT or fluctuations during the 690 

first 3 years may improve at the 4- and 5-year endpoints. 691 

The safety profile of DBV712 250 µg in PEOPLE was consistent with that observed in the 692 

clinical program to date in over 1000 subjects
18-20 

and in alignment with preclinical data 693 

showing little or no systemic peanut protein absorption.
45

 Overall there were fewer safety 694 

events of interest associated with DBV712 250 µg relative to published data,
20

 such as no 695 

epinephrine use deemed related to treatment, highlighting a favorable benefit-to-risk profile. 696 

Local application-site reactions decreased in frequency and severity over the 3-year period.  697 

The most common AEs were mild-to-moderate skin reactions localized to the administration 698 

site, and no treatment-related SAEs were reported. One subject experienced a case of mild 699 

anaphylaxis that was determined by the investigator to be possibly related to DBV712 250 µg 700 

and resolved without medical intervention. Treatment compliance remained very high 701 

throughout the study at a mean of 98% over 3 years. Study withdrawals were very infrequently 702 

related to treatment, but most often due to the ongoing requirement to undertake peanut food 703 

challenges, an issue which will continue to be problematic for clinical trials of treatment for 704 

food allergy until a reliable surrogate for assessing outcome emerges. Overall, this suggests that 705 

as EPIT is continued, the therapeutic window and benefit-to-risk ratio becomes more 706 

pronounced with both accruing benefits and lower rates of adverse events. 707 

Weaknesses of the current study include the open-label nature of the extension study; 708 

due to ethical and logistical concerns, the placebo phase of the trial was limited to 12 months. 709 

As assessment of ongoing treatment response and safety were the primary goals of this 3-year 710 

analysis, we elected to analyze efficacy by including those subjects with reliable DBPCFC data. 711 

Only 7 subjects were excluded on this basis, and as per Table 1, the baseline characteristics of 712 

the analysis set were very similar between the completer set (n=148), PP set (n=141), safety set 713 



  

 

  

 

(n=198), and the original PEPITES cohort; however, there was a large drop-out rate due to 714 

reluctance to undergo repeated peanut challenges in the form of DBPCFCs. On this basis, we 715 

believe the analyses presented are representative and generalizable. Conclusions regarding the 716 

potential for EPIT to induce SU are limited by the fact that only a small subset of eligible 717 

subjects elected to participate in the SU assessment. This may have been due to perceived 718 

benefit associated with continuing treatment with the patch (i.e., not willing to interrupt 719 

therapy), as well as reluctance/fear to undergo another DBPCFC. Indeed, while the dropout rate 720 

from Month 12 to Month 36 of this open-label study was approximately 25%, over one-half of 721 

those who discontinued did so in the final 6 months of the study, with concerns about the 722 

DBPCFC (fear of reaction at challenge and/or distaste of challenge material) identified as the 723 

leading reason. Study discontinuation due to TEAEs was low at 2%. The median baseline 724 

peanut-sIgE was greater in the 50 subjects who discontinued and were not included in the 725 

completer set; however, they had a similar increase in peanut-sIgG4 and decrease in peanut-726 

sIgE as those in the completer set over the first 2 years of treatment. It is possible that the 50 727 

subjects who did not successfully complete the study may have influenced the outcome of the 728 

remaining PP population. 729 

Immunotherapy for peanut allergy has progressed significantly over this century, with 730 

an orally administered product recently approved by the US Food and Drug Administration,
46

 731 

and other forms of peanut immunotherapy under investigation. It is likely that EPIT has 732 

different mechanistic and clinical outcomes because it provides low dosing of allergen via the 733 

skin over several years. Data presented here suggest that EPIT may represent a persistent and 734 

durable treatment option, on a background of being well-tolerated. Moreover, EPIT has 735 

minimal impact or restrictions on daily activities and lifestyle and is easy to use, resulting in high 736 

compliance rates. While longer-term data with EPIT will continue to accumulate with the 737 

current study continuing to 5 years, the present results demonstrate that daily EPIT for peanut 738 

allergy beyond 1 year leads to continued response to treatment, with ED improvements that 739 

may translate into increased protection from reactions due to accidental peanut ingestion. 740 
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Tables 922 

 923 

Table 1. Demographics and Subject Characteristics by Data Set 
 

Subject Characteristics  

 
PEPITES Safety  

Population (n=238) 
PEOPLE Safety  

Population (n=198) 
PEOPLE Completer  

Population (n=148) 
PEOPLE Per-Protocol  

Population (n =141) 
PEOPLE Non-

Completer 

Population (n=50) 
Baseline (PEPITES enrollment)      

Age, median (Q1, Q3), y 7 (6, 9) 7 (5, 9) 7 (5.5, 9) 7 (5, 9) 8 (5, 9) 
Sex, No. (%) 

  
    

 Male 149 (62.6) 124 (62.6) 89 (60.1) 88 (62.4) 35 (70.0) 
Female 89 (37.4) 74 (37.4) 59 (39.9) 53 (37.6) 15 (30.0) 

Race/ethnic origin, No. (%) 
 

      
 White 194 (81.5) 159 (80.3) 117 (79.1) 110 (78) 42 (84.0) 

Black or African American 1 (0.4) 1 (0.5) 1 (0.7) 1 (0.7) 0 
Asian 19 (8) 15 (7.6) 12 (8.1) 12 (8.5) 3 (6.0) 
Hispanic 2 (0.8) 2 (1) 1 (0.7) 1 (0.7) 1 (2.0) 
Other 22 (9.2) 21 (10.6) 17 (11.5) 17 (12.1) 4 (8.0) 

Peanut-specific IgE, median, kUA/L 77.95 77.15 70.75 69.9 114.5 
Q1, Q3 (range) 20, 192 (0.78-1008.38) 19.83, 184 (0.78-978) 16.15, 175 (0.78-978) 15.1, 173 (0.78-978) 47.70; 258.00 

Peanut-specific IgG4, median, mg/L 0.69 0.68 0.63 0.64 0.76 
Q1, Q3 (range) 0.28, 1.39 (0.07-10.2) 0.28, 1.33 (0.07-10.2) 0.27, 1.32 (0.07-10.2) 0.27, 1.33 (0.07-10.2) 0.32; 1.51 

Peanut protein eliciting dose, median, mg 100 100 100 100 100 
Q1, Q3 (range) 30, 300 (1-300) 30, 300 (1-300) 30, 300 (1-300) 100, 300 (3-300) 10,300 (1-300) 

Peanut protein eliciting dose, No. (%) 
    

  
1 mg 3 (1.3) 2 (1) 1 (0.7) 0 1 (2.0) 
3 mg 10 (4.2) 9 (4.5) 5 (3.4) 4 (2.8) 4 (8.0) 
10 mg 28 (11.8) 25 (12.6) 16 (10.8) 14 (9.9) 9 (18.0) 
30 mg 24 (10.1) 21 (10.6) 18 (12.2) 17 (12.1) 3 (6.0) 
100 mg 97 (40.8) 78 (39.4) 58 (39.2) 57 (40.4) 20 (40.0) 
300mg 76 (31.9) 63 (31.8) 50 (33.8) 49 (34.8) 13 (26.0) 

Ongoing medical history at PEPITES 

baseline, No. (%)     
 



  

 

  

 

Asthma 111 (46.6) 95 (48) 68 (45.9) 62 (44) 27 (54.0) 
Eczema/atopic dermatitis 101 (42.4) 81 (40.9) 60 (40.5) 56 (39.7) 21 (42.0) 
Allergic rhinitis 131 (55) 113 (57.1) 77 (52) 73 (51.8) 36 (72.0) 
Allergy(ies) other than peanut 198 (83.2) 169 (85.4) 125 (84.5) 119 (84.4) 44 (88.0) 

Month 12      

Month 12 Peanut protein eliciting dose, 

median, mg  
300 300 300 300 100 

Q1, Q3 (range) 100, 1000 (1-2000) 100, 1000 (10-2000) 100, 1000 (30-2000) 100, 1000 (30-2000) 100, 300 (10-2000) 

 924 

 925 



  

 

  

 

Table 2. Proportion of Treatment Responders in the Per Protocol Data Set (n=141) at Month 12 

and Month 36 

  Responder at Month 36 

  
Yes No 

Responder at Month 12 
Yes 46 (32.6%) 11 (7.8%) 

No 27 (19.1%)  57 (40.4%) 

 926 

Percentages are based on the number of subjects with non-missing values for each group. 927 

Responders: subjects reaching an ED ≥1000 mg. 928 

  929 



  

 

  

 

 930 

Table 3. Summary of Treatment-Emergent Adverse Events (TEAEs) Considered Related to Treatment 

During the PEOPLE Study (Month 12 to Month 36 of Active Treatment) in the Safety Population 

(n=198)*  

 

DBV712 250 µg  
(n=198) 

n (%) m 
Any TEAE considered related to treatment 158 (79.8%) 805 
By Preferred Term 

(Occurring in ≥2% of Subjects) 
  

Administration site erythema 125 (63.1%) 282 
Administration site pruritus 90 (45.5%) 178 
Administration site swelling 40 (20.2%) 90 
Administration site papules 29 (14.6%) 43 
Administration site urticaria 24 (12.1%) 41 
Administration site eczema 12 (6.1%) 14 

Administration site erosion 12 (6.1%) 13 

Administration site dermatitis 7 (3.5%) 7 

Administration site discoloration 4 (2.0%) 4 
Administration site rash 4 (2.0%) 5 
Urticaria 8 (4.0%) 8 
Eczema 4 (2.0%) 9 

TEAE considered related to treatment   

Serious 0 0 
Severe 9 (4.5%) 31 
Moderate 43 (21.7%) 163 
Mild 149 (75.3%) 611 

TEAEs related to treatment leading to epinephrine intake 0 0 
TEAEs related to treatment leading to temporary 

discontinuation 
20 (10.1%) 67 

TEAEs related to treatment leading to permanent 

discontinuation 
2 (1.0%) 4 

 931 

n=number of subjects with at least 1 AE; m=number of AEs. 932 

*Any AEs related to double-blind, placebo-controlled, food challenges were excluded. 933 

 934 

 935 

 936 

 937 

 938 



  

 

  

 

Figure Legends 939 

 940 

Figure 1. Study Design. 941 

Eligible subjects in PEPITES were enrolled in the long-term follow-on study PEOPLE for up to 5 942 

years of treatment with DBV712 250 µg. Subjects receiving placebo during PEPITES received 943 

treatment with DBV712 250 µg in PEOPLE. The highlighted area represents the scope of the 944 

current report. 945 

 946 

Figure 2. Proportion of Subjects from Per Protocol Data Set at Each Eliciting Dose (Baseline, 947 

Month 12, and Month 36). 948 

The percentage of subjects at each ED was determined at baseline (M0), Month 12 (M12), and 949 

Month 36 (M36) in the per protocol population. For study entry, subjects were required to have 950 

an ED at baseline of ≤300 mg of peanut protein.  951 

 952 

Figure 3. Proportion of Subjects Meeting Prespecified Primary Outcome at Month 12 and 953 

Month 36 in PEOPLE Per Protocol Set According to Primary Outcome Criteria in PEOPLE, 954 

PEPITES, and OLFUS-VIPES.  955 

The proportion of subjects in the PEOPLE per protocol data set (n=141) at Month 12 and at 956 

Month 36 meeting the prespecified primary outcome criteria of PEOPLE, PEPITES, and OLFUS-957 

VIPES (PEOPLE: ED ≥1000 mg; PEPITES: ED ≥300 mg if baseline ED ≤10 mg or ≥1000 mg if 958 

baseline ED >10 mg and ≤300 mg; OLFUS-VIPES: ED ≥1000 mg or ≥10-fold baseline). 959 

 960 

Figure 4. Relative Change from Baseline in Peanut IgG4 and IgE Over the 3-year Treatment 961 

Period in the Per Protocol Data Set (n=141) and by Responder Group. 962 

In the per protocol data set, median (IQR) levels of peanut-specific IgG4 were 0.64 mg/L (0.27; 963 

1.33) at baseline and 5.005 mg/L (1.98; 8.83) at Month 36 (A); median (IQR) levels of peanut-964 

specific IgE were 69.9 kUA/L (15.1; 173) at baseline and 38.4 kUA/L (7.21; 186) at Month 36 (B). 965 

Changes from baseline in IgG4 (C) and IgE (D) were assessed according to responder status at 966 

Month 12 and Month 36: subjects who were non-responders at both Month 12 and Month 36 967 



  

 

  

 

(orange), non-responders at Month 12 who were responders at Month 36 (light blue), 968 

responders at Month 12 who were non-responders at Month 36 (yellow), and responders at 969 

both Month 12 and Month 36 (black). 970 

 971 

Figure 5.  Cumulative Reactive Doses of Peanut Protein at Baseline, Month 12, and Month 36 972 

in the Per Protocol Data Set (n=141). 973 

Mean and median cumulative reactive doses (mg peanut protein) in the per protocol data set 974 

(n=141) were measured during the DBPCFCs at baseline (Month 0), Month 12, and Month 36. 975 

 976 

 977 

 978 
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M=month; SU=sustained unresponsiveness.

Double-blind, placebo-controlled food challenge planned.
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Figure 4A-D. Relative Change from Baseline in Peanut IgG4 (A,C) and IgE (B,D) Over the 3-year Treatment Period in the Per 

Protocol Data Set (n=141) and by Responder Group
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Figure 5. Cumulative Reactive Doses of Peanut Protein at Baseline, Month 12, and Month 36 in the Per Protocol Data Set 

(n=141)
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