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Abstract
Tralokinumab  (Adtralza®) is a human IgG4 monoclonal antibody being developed by LEO Pharma for the treatment of atopic 
dermatitis. The T-helper cytokine IL-13 is thought to play a key role in the pathogenesis of atopic dermatitis. Tralokinumab 
specifically binds with high affinity to IL-13, inhibiting its interaction with the IL-13 receptor and thereby neutralising the 
biological activity of the cytokine. Based on results from the ECZTRA 1-3 trials, tralokinumab has recently been approved 
in the EU for the treatment of moderate-to-severe atopic dermatitis in adult patients who are candidates for systemic therapy. 
This article summarizes the milestones in the development of tralokinumab leading to this first approval for atopic dermatitis.
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Tralokinumab  (Adtralza®): Key points 

A human IgG4 monoclonal antibody is being developed 
by LEO Pharma for the treatment of atopic dermatitis

Received its first approval on 22 June 2021 in the EU

Approved for the treatment of moderate-to-severe atopic 
dermatitis in adult patients who are candidates for sys-
temic therapy

1 Introduction

Atopic dermatitis is a chronic inflammatory skin disease that 
is characterized by pruritus and skin barrier dysfunction [1, 
2]. While the pathogenesis of atopic dermatitis is multifacto-
rial, recent evidence has identified T-helper (Th)2 cytokines, 

in particular interleukin (IL)-13, as key components of the 
underlying inflammation leading to the disease [1, 3, 4]. The 
over-expression of IL-13 cytokine in skin cells results in the 
down regulation and inhibition of several proteins essential 
for skin-barrier function, such as filaggrin and loricrin [1]. 
Recently, IL-13 cytokine has been found to be the dominant 
cytokine in lesional atopic dermatitis skin and in addition, 
levels of IL-13 (mRNA and protein) have been shown to 
correlate with disease severity [4–6]. IL-13 also promotes 
the recruitment of eosinophils and activated T-cells, which 
amplifies the Type 2 inflammation [5]. Furthermore, by 
reducing the keratinocyte antimicrobial peptide production, 
IL-13 predisposes the skin to Staphylococcus aureus colo-
nization and raises the risk of infection [5].

Tralokinumab is a first in class, fully human IgG4 mono-
clonal antibody that binds specifically to IL-13 with high 
affinity, preventing interaction with the IL-13 receptor and 
subsequent downstream signalling, thereby inhibiting the 
induction of inflammatory mediators and down-regulation 
of genes involved in the maintenance of the skin barrier [6].

Tralokinumab was approved on 22 June 2021 in the EU 
[7] for the treatment of moderate-to-severe atopic dermatitis 
in adult patients who are candidates for systemic therapy [8]. 
The drug received a Complete Response Letter in the USA 
for this indication, with additional data requested relating to 
a device component of tralokinumab; no additional data on 
clinical efficacy or safety of the drug product formulation 
was requested [9]. Tralokinumab was clinically evaluated 
for the treatment of severe uncontrolled asthma in phase 3 
trials [10], although inconsistent beneficial effects on annu-
alized asthma exacerbation rate (primary endpoint) led to 
development in this indication being discontinued. Clinical 
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evaluation of tralokinumab for idiopathic pulmonary fibro-
sis, COPD and ulcerative colitis has also been discontinued.

The recommended dosage of tralokinumab is an initial dose 
of 600 mg (four 150 mg subcutaneous injections) followed by 
300 mg (two 150 mg subcutaneous injections) administered 
every other week [8]. A dosage regimen of tralokinumab once 
every 4 weeks may be considered for patients who achieve clear 
or almost clear skin after 16 weeks of treatment; the probability 
of maintaining clear or almost clear skin may be lower with 
tralokinumab once every 4 weeks [8]. Tralokinumab can be 
used with or without topical corticosteroids (TCS); topical 
calcineurin inhibitors may be used, but should be reserved for 
problem areas only. A patient may self-inject tralokinumab or 
the patient’s caregiver may administer tralokinumab if their 
healthcare professional determines that this is appropriate. 
Proper training should be provided to patients and/or caregiv-
ers on the administration of tralokinumab prior to use.

1.1  Company Agreements

AstraZeneca (MedImmune) granted LEO Pharma an exclusive, 
global license for tralokinumab in skin diseases in an agree-
ment that was completed in August 2016, with LEO Pharma 
obtaining exclusive global rights to tralokinumab in atopic der-
matitis and any future additional dermatology indications [11, 
12]. AstraZeneca will manufacture and supply tralokinumab to 
LEO Pharma, with AstraZeneca retaining all rights to the drug 
in any other indications outside of dermatology.

2  Scientific Summary

2.1  Pharmacodynamics

Tralokinumab, a fully human IgG4 monoclonal antibody, 
specifically binds to the type 2 cytokine IL-13 with high 
affinity, thereby inhibiting its interaction with IL-13 recep-
tors, the IL-13Rα1/IL-4Rα receptor complex, and neutralis-
ing the biological activity of IL-13 [8]. In an in vitro study in 
human skin cells, tralokinumab modulated atopic dermatitis-
associated genes regulated by IL-13 (e.g. CCL2, CCL26, 
NTRK1, IL13RA2 in keratinocytes and CCL2, CCL11 and 
POSTN in dermal fibroblasts), resulting in a dose-depend-
ent and full inhibition of the inflammatory markers at sub-
nanomolar tralokinumab  IC50 values [6].

In clinical trials in patients with moderate-to-severe 
atopic dermatitis, treatment with tralokinumab resulted in 
a reduction in type 2 signature inflammation biomarkers 
in both lesional skin (CCL17, CCL18 and CCL26) and in 
blood (CCL17, periostin and IgE) [8, 13]. Tralokinumab 
treatment was also associated with lesional skin improve-
ments, including reductions in epidermal thickness and an 
increase in loricrin (marker of epithelial barrier integrity) 
[8, 13]. Tralokinumab treatment was also associated with a 
> 10-fold reduction in skin colonization with Staphylococ-
cus aureus [2, 8].

The effect of tralokinumab on immune responses to 
non-live vaccines was assessed in the phase 2 ECZTRA 5 

Key milestones in the development of tralokinumab for the treatment of atopic dermatitis, focussing on phase 3 clinical trials.
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study (NCT0356237) in adult patients with atopic dermatitis 
[14]. Subcutaneous tralokinumab administered at an initial 
dose of 600 mg (four 150 mg injections) followed by 300 mg 
every second (other) week for 12 weeks had no impact on 
the immune response to each of component of a combined 
tetanus, diphtheria and acellular pertussis vaccine, and a 
meningococcal vaccine, when assessed 4 weeks later [8, 14]. 
Therefore, patients receiving tralokinumab may receive con-
current inactivated or non-live vaccinations [8, 14].

2.2  Pharmacokinetics

Tralokinumab demonstrates linear pharmacokinetics, with 
exposure of tralokinumab increasing proportionally over the 
dosages evaluated (150–600 mg) [8]. Subcutaneous traloki-
numab has an estimated absolute bioavailability of 76% [8]. 
Following single subcutaneous injections of tralokinumab 
150 and 300 mg in healthy adult subjects (n = 20), the bio-
availability was 62% and 60%, respectively [15].

The median time to tmax was 5–8 days following a subcu-
taneous dose of tralokinumab [8]. With a 600-mg starting 
dose followed by tralokinumab 300 mg subcutaneously once 
every 2 weeks, steady-state pharmacokinetics were reached 
by week 16. Across phase III clinical trials, a dosage regi-
men of tralokinumab 300 mg every 2 weeks produced a 
mean steady-state trough concentration ranging between 98 
and 101 µg/mL. Tralokinumab has an estimated total volume 
of distribution of approximately 4.2 L [8].

Although the specific pathways have not been deter-
mined, as tralokinumab is a protein it is expected to 
degrade to small peptides and amino acids [8]. Elimi-
nation of tralokinumab is via non-saturable proteo-
lytic pathway. Tralokinumab has an elimination half-
life of 22 days, which is consistent with the typical 
estimate for human IgG4 monoclonal antibodies that 
target soluble cytokines. Across phase III clinical tri-
als, population pharmacokinetic analyses estimated 
tralokinumab clearance rate to be 0.149  L/day. In 
phase 1 trials where tralokinumab was administered 
intravenously, the estimated clearance rate was 0.179 
to 0.211 L/day [8].

Higher body weight was associated with lower traloki-
numab trough concentrations; for patients with high body 
weight (> 100 kg) who achieve clear or almost clear skin 
after 16 weeks of treatment, reducing the dosage fre-
quency to every fourth week might not be appropriate 
[8].

Elderly age does not appear to affect tralokinumab 
pharmacokinetics to a clinically relevant extent; the phar-
macokinetic profile of tralokinumab in paediatric patients 
has not yet been studied. No formal studies have been 
conducted to investigate any possible impact of hepatic 
or renal impairment on tralokinumab pharmacokinetics 
[8]. The effects of tralokinumab on the pharmacokinetics 
of CYP substrates are being investigated and results are 
awaited [8].

Features and properties of drug name

Alternative names Adtralza; CAT-354; LP-0162

Class Anti-inflammatories; Antiasthmatics; Antifibrotics; Monoclonal antibodies; Skin disorder therapies
Mechanism of action Interleukin 13 inhibitors
Route of administration Subcutaneous injection
Pharmacodynamics Specifically inhibits the interaction of IL-13 with the IL-13Rα1/IL-4Rα receptor complex, neutralising the 

biological activity of IL-13
Pharmacokinetics Median time to  tmax 5-8 days after a single dose; reaches steady-state pharmacokinetics by 16 weeks; 

estimated absolute bioavailability of 76%; estimated total volume of distribution is ~4.2 L; clearance rate 
0.149 L/day; elimination half-life of 22 days

Most common adverse reactions Upper respiratory tract infections (mainly reported as common cold), injection site reactions, conjunctivitis, 
allergic conjunctivitis

ATC codes
 WHO ATC code D11A-H07 (Tralokinumab); D11A-X (Other dermatologicals); R (Respiratory System)
 EphMRA ATC code D11A (Other Dermatological Preparations); D5 (Nonsteroidal Products for Inflammatory Skin Disorders); R 

(Respiratory System)
Chemical name Immunoglobulin G4, anti-(human interleukin 13) (human monoclonal CAT-354 heavy chain), disulfide with 

human monoclonal CAT-354 light chain, dimer
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2.3  Therapeutic Trials

2.3.1  Monotherapy

The therapeutic efficacy of tralokinumab monotherapy was 
evaluated in two identical randomized, double-blind, 52-week, 
placebo-controlled phase 3 trials in adult patients with mod-
erate-to-severe atopic dermatitis, ECZTRA 1 (n = 802) and 
ECZTRA 2 (n = 794) [2]. Following a wash-out period of 
4 weeks for systemics and 2 weeks for topical treatments, 
patients were randomized (3:1) to placebo or subcutane-
ous (SC) tralokinumab 300 mg every 2 weeks for 16 weeks. 
Patients received 600 mg of tralokinumab or placebo (loading 
dose) on day 0. After the 16-week treatment period, patients 
achieving the primary endpoints of clinical response (Inves-
tigator’s Global Assessment [IGA] score of 0 [clear] or 1 
[almost clear] or 75% improvement in Eczema Area and Sever-
ity Index [EASI 75]) were re-randomized (2:2:1) to placebo 
or tralokinumab 300 mg every 2 or every 4 weeks, or pla-
cebo for 36 weeks; placebo responders at 16 weeks continued 
receiving placebo to maintain study blinding, although were 
not included in analyses beyond week 16. Patients treated with 
tralokinumab or placebo who did not achieve the primary end-
points continued on open -label tralokinumab 300 mg every 
2 weeks with optional topical corticosteroids [2].

In ECZTRA 1 and 2, a significantly greater proportion 
of patients receiving tralokinumab than placebo achieved 
the primary endpoints at week 16 of IGA score of 0 or 1 
(15.8% vs 7.1% in ECZTRA 1 [p = 0·002] and 22.2% vs 
10.9% in ECZTRA 2 [p < 0.001]) and EASI 75 (25.0% 
vs 12.7% [p < 0·001] and 33.2% vs. 11.4% [p < 0.001]). 
Tralokinumab treatment was also associated with signifi-
cant (p < 0.01) improvements in the proportion of patients 
achieving a reduction in weekly average worst daily pruritus 
numerical rating scale (NRS) of ≥ 4 points (20.0% vs 10.3% 
for placebo in ECZTRA 1; 25.0% vs 9.5% in ECZTRA 2), 
and mean changes in SCORing Atopic Dermatitis (SCO-
RAD) [– 25.2 vs – 14.7; – 28.1 and – 14.0] and Dermatology 
Life Quality Index (DLQI) [– 7.1 vs – 5.0; – 8.8 vs – 4.9] 
scores [2].

Following 52 weeks of maintenance therapy, the major-
ity of tralokinumab recipients maintained clinical responses 
achieved at week 16 without the use of rescue medication, 
including TCS [2]. In a prespecified pooled analysis of 
patients in ECZTRA 1 and 2 who achieved clinical response 
with tralokinumab at week 16, response rates (IGA 0/1 or 
EASI-75) at week 52 were 56.2% and 50% for tralokinumab 
300 mg every 2 weeks and tralokinumab 300 mg every  
4 weeks, respectively [8]. Of the tralokinumab recipients 
who did not achieve IGA 0/1 or EASI-75 at week 16 and 

Key clinical trials of tralokinumab

Drug(s) Organisation (s) Indication Phase Status Location(s) Identifier

Tralokinumab LEO Pharma Atopic dermatitis Phase 3 Completed France, Germany, Japan, 
Spain, USA

ECZTRA 1, NCT03131648, 
EudraCT2016-004200-65

Tralokinumab LEO Pharma Atopic dermatitis Phase 3 Completed Multinational ECZTRA 2, NCT03160885, 
EudraCT2016-004201-13

Tralokinumab LEO Pharma Atopic dermatitis Phase 3 Completed Belgium, Canada, England, 
Germany, Netherlands, 
Poland, Spain, United King-
dom, USA

ECZTRA 3, NCT03363854, 
EudraCT2017-002065-21

Tralokinumab LEO Pharma Atopic dermatitis Phase 3 Completed Multinational ECZTRA 6, NCT03526861, 
EudraCT2017-005143-33

Tralokinumab LEO Pharma Atopic dermatitis Phase 3 Completed Belgium, Czech Republic, 
England, France, Germany, 
Poland, Scotland, Spain, 
United Kingdom, Wales

ECZTRA 7, NCT03761537, 
EudraCT2018-000747-76

Tralokinumab LEO Pharma Atopic dermatitis Phase 3 Ongoing Japan ECZTRA 8, NCT04587453
Tralokinumab LEO Pharma Atopic dermatitis Phase 3 Ongoing Multinational ECZTEND, NCT03587805, 

EudraCT2018-000746-19
Tralokinumab LEO Pharma Atopic dermatitis Phase 2 Completed Canada, USA ECZTRA 5, NCT03562377
Tralokinumab LEO Pharma Atopic dermatitis Phase 2 Ongoing Germany TraSki, NCT04556461, 

EudraCT2019-000598-22
Tralokinumab AstraZeneca, 

MedImmune
Atopic dermatitis Phase 2 Completed Australia, Canada, Germany, 

Japan, Poland, USA
NCT02347176, 

EudraCT2014-003725-17
Tralokinumab LEO Pharma Atopic dermatitis Phase 1 Completed France, Netherlands, USA ECZTRA 4, NCT03556592, 

EudraCT2018-000534-35
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were transferred to open-label tralokinumab 300 mg every 
2 weeks plus optional TCS, at the week 52 timepoint, 20.8% 
in ECZTRA 1 and 19.3% in ECZTRA 2 achieved IGA 0 
or 1, and 46.1% in ECZTRA 1 and 39.3% in ECZTRA 2 
achieved EASI-75; the clinical response observed was 
shown to be attributable to tralokinumab treatment rather 
than optional TCS [8].

2.3.2  Combination with Topical Corticosteroids

2.3.2.1 Phase 3 Trials The efficacy and safety of traloki-
numab in combination with TCS was evaluated in the double-
blind, randomized, placebo-controlled, phase 3 ECZTRA 
3 trial in adults with moderate-to-severe atopic dermatitis 
who were candidates for systemic therapy (n = 380) [16]. 
Following a wash-out period of 4 weeks for systemics and 
2 weeks for topical treatments, patients were randomized to 
an initial dose of tralokinumab 600 mg (four 150 mg injec-
tions) on day 1, followed by tralokinumab 300  mg every 
2 weeks up to week 16 (n = 253) or to matching placebo 
(n = 127). All patients were instructed to apply a thin layer 
of the supplied TCS as needed, once daily to areas with 
active lesions [mometasone furoate 0.1% cream; Europe 
class 3 (potent); US class 4 (mid-strength), provided free 
of charge in kit sizes of 180–200 g every 2 weeks]. Patients 
were instructed to return used and unused tubes at each trial 
visit to allow measurement of the amount of TCS used. 
Patients achieving the primary endpoints (IGA 0/1 or EASI 
75) at week 16 with initial tralokinumab plus TCS treatment 
were re-randomized to maintenance treatment with traloki-
numab 300  mg every 2  weeks plus TCS or tralokinumab 
300 mg every 4 weeks plus TCS for 16 weeks (32 weeks’ 
cumulative use); placebo responders at 16 weeks continued 
receiving placebo to maintain study blinding, although were 
not included in analyses beyond 16 weeks. Patients who 
did not respond to treatment at week 16 (tralokinumab or 
placebo) continued to receive tralokinumab 300 mg every 
2 weeks plus TCS, irrespective of their initial treatment.

In ECZTRA 3, a significantly greater proportion of 
tralokinumab plus TCS recipients than placebo recipi-
ents achieved the primary endpoints of IGA 0/1 (38.9% 
vs 26.2%; p = 0.015) and EASI 75 (56.0% vs 35.7%; p < 
0.001) at week 16 [16]. Tralokinumab was also associated 
with significant improvements in key secondary endpoints 
compared with placebo; a significantly greater proportion 
of tralokinumab plus TCS recipients than placebo plus TCS 
recipients achieved a ≥ 4-point reduction in weekly aver-
age of worst daily pruritus NRS score (45.4% vs 34.1%; 
p < 0.05) after 16 weeks, while significant (p < 0.001) 
improvements in SCORAD (– 37.7 vs – 26.8) and total 
DLQI (– 11.7 vs – 8.8) scores were also seen with traloki-
numab at this timepoint. At week 16, patients receiving 
tralokinumab 300 mg every 2 weeks had used 50% less of 

the supplied TCS compared with patients receiving placebo 
[8, 16]. Of the patients who had met the primary endpoints 
with tralokinumab plus TCS at week 16 (n = 138), the IGA 
0/1 and EASI 75 response was maintained at week 32 in 
high proportion of patients who continued receive traloki-
numab every 2 (89.6% and 92.5%) or 4 (77.6% and 90.8%) 
weeks; the maintained response was not associated with 
an increased use of TCS [16]. In patients receiving traloki-
numab every 2 weeks who did not achieve IGA 0/1 and 
EASI 75 at 16 weeks (n = 95), 30.5% and 55.8% achieved 
these endpoints at week 32, indicating that the initial partial 
response may subsequently improve further with continued 
treatment every 2 weeks beyond 16 weeks.

2.3.2.2 Phase 2 Trials Tralokinumab was associated 
with improvements in atopic dermatitis symptoms in 
a randomized, double-blind, placebo-controlled, dose-
ranging phase 2b study in adult patients with moderate-
to-severe atopic dermatitis receiving concomitant TCS 
(NCT02347176) [17]. Following a 2-week run in period 
with TCS, patients (n = 204) were randomized 1:1:1:1 to 
tralokinumab 45, 150 or 300 mg every 2 weeks for 12 weeks 
or placebo. At 12 weeks, mean adjusted improvements from 
baseline in EASI score (co-primary endpoint) in traloki-
numab 45, 150 and 300 mg recipients were –2.89, –4.36 
and –4.94, respectively, relative to placebo, with statistical 
significance (p  < 0.05) reached for the tralokinumab 150 
and 300 mg groups. The proportion of tralokinumab 45, 
150, and 300 mg recipients achieving an IGA response (of 0 
or 1 and reduction of ≥ 2 grades from baseline; co-primary 
endpoint) was 11.6%, 19.5% and 26.7% at week 12, respec-
tively, and was 11.8% in placebo recipients [17].

2.4  Adverse Events

Tralokinumab was generally well tolerated in clinical trials 
in patients with moderate-to-severe atopic dermatitis [2, 3, 
8, 16]. A pooled safety analysis of the three pivotal phase 
3 studies (ECZTRA 1, 2, and 3), the dose-ranging phase 
2b study (NCT02347176) and the vaccine-response study 
(ECZTRA 5) evaluated the tolerability profile of traloki-
numab, with or without concomitant TCS (n = 1991). Dur-
ing the initial treatment period, the proportion of patients 
who experienced ≥1 treatment-emergent adverse event was 
similar between tralokinumab and placebo recipients (65.7% 
vs 67.2%, respectively). Most adverse events were mild or 
moderate; severe AEs occurred in 4.6% of the tralokinumab 
group and 6.3% of the placebo group. The proportion of 
patients who discontinued treatment due to adverse events 
was low (2.3% and 2.8% in tralokinumab and placebo recipi-
ents, respectively).

The most common adverse events reported during the 
initial 16-week treatment period were upper respiratory tract 
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infections (mainly reported as common cold), injection site 
reactions, conjunctivitis and allergic conjunctivitis [8, 18]. 
Conjunctivitis occurred in 5.4% of tralokinumab recipients 
and 1.9% of placebo recipients; most patients recovered or 
were recovering during the treatment period. Eosinophilia 
occurred in 1.3% of tralokinumab recipients (vs 0.3% for pla-
cebo) during the initial 16-week treatment period, although 
increases from baseline observed were transient and mean 
eosinophil counts returned to baseline with continued treat-
ment [8]. The rate of injection site reactions was higher with 
tralokinumab treatment than with placebo during the initial 
16-week treatment period (7.2% vs 3.0%); however, the vast 
majority of events were of mild to moderate severity and 
few required treatment discontinuation; most (76%) injec-
tion site reactions resolved within 1 to 5 days. Tralokinumab 
treatment was associated with a lower rate of skin infections 
requiring systemic treatment (2.5% vs 5.5% for placebo) and 
eczema herpeticum (0.3% vs 1.5%) compared with placebo 
in the initial treatment period [8, 18].

As with all therapeutic proteins, tralokinumab has a 
potential for immunogenicity. In clinical trials, anti-drug 
antibodies were detected in 1.4% tralokinumab recipients 
compared with 1.3% for placebo, and neutralising antibodies 
seen in 0.1% of tralokinumab recipients and 0.2% of placebo 
recipients. [8]. The presence of anti-drug antibodies was not 
associated with any impact on exposure, efficacy and safety 
of tralokinumab. No immunogenicity related adverse events 
(such as immune complex disease, serum sickness/serum 
sickness-like reactions, or anaphylaxis) were observed with 
tralokinumab in patients with atopic dermatitis [3].

The long-term tolerability profile of tralokinumab up to 
52 weeks (as monotherapy in ECZTRA 1 and 2 [2]) and up 
to 32 weeks (plus TCS in ECZTRA 3 [16]) was consistent 
with that observed over the initial 16-week treatment period 
[8].

2.5  Ongoing Clinical Trials

Phase III clinical trials evaluating tralokinumab in patients 
with atopic dermatitis are ongoing, namely the ECZTRA 8 
trial (NCT04587453) in Japanese patients with moderate-
to-severe atopic dermatitis (n = 126) and the long-term 
(5 year) safety and efficacy extension trial ECZTEND 
(NCT03587805) in patients with atopic dermatitis who 
participated in previous tralokinumab trials (n = 1600). 
Interim analyses from ECZTEND have shown tralokinumab 
to be generally well tolerated with 1235.7 patient-years of 
exposure and consistent with parent trials (n = 1174) [19], 
and efficacy was maintained through 56 weeks of treatment 
(49.7% achieved IGA 0/1 and 82.8% achieved EASI 75, 
compared with parent trial baseline) [20]. An open label, 

phase II clinical trial TraSki (NCT04556461) investigating 
the effects of tralokinumab on skin barrier physiology and 
function in patients with atopic dermatitis (n = 16) is also 
ongoing in Germany.

In addition, a number of trials have recently completed 
and are awaiting results: the phase 3 trial ECZTRA 6 
(NCT03526861) evaluating tralokinumab in monotherapy 
in adolescents with moderate-to-severe atopic dermatitis; 
the phase 3 ECZTRA 7 (NCT03761537) evaluating traloki-
numab plus TCS in patients with severe atopic dermatitis 
who have contraindications or disease that is not well con-
trolled with oral cyclosporine; and the phase 1 trial ECZ-
TRA 4 (NCT03556592) evaluating drug interactions with 
tralokinumab.

3  Current Status

Tralokinumab received its first approval on 22 June 2021 
for the treatment of moderate-to-severe atopic dermatitis in 
adult patients who are candidates for systemic therapy in 
the EU.
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