methotrexate consist mostly of case reports, veitihfieported randomized controlled trials
(Haeck IM, et al., J Am Acad Dermatol 2011;64:1684; Schram ME, et al., J Allergy Clin
Immunol 2011;128:353). Prescribing practice demonstrates significanintry-specific
variation, highlighted by a recent survey of Eumpeéermatologists’ which reported no
clearly favored agent: 43% used cyclosporine, 8t8bcorticosteroids, and 22%
azathioprine (Proudfoot LE, et al., Br J Dermai®12;169:9019).

[0017] Although the step-up therapies, including systemimunosuppressants, used to
treat patients with moderate to severe AD showesd of modest to good efficacy, poor
tolerability due to side effects limit their prolged use. Even in cases where cyclosporine
has demonstrated substantial efficacy, approxima@do of patients relapse within 2 weeks,
and 80% relapse within 6 weeks after cessatioheyfipy (Amor KT, et al., J Am Acad
Dermatol 2010;63:92516). The continued use of these agents despitefhlside effects
and limitations indicates a high unmet medical needafer and more effective therapies.
[0018] In attempts to find novel therapies for moderategwere AD with an acceptable

benefit-risk profile, a number of biologic agertsatt specifically target inflammatory cells
and mediators have been tested (Taieb A, etRtsch Dermatol Ges 2012;10:178}
Guttman-Yassky E, et al., Expert Opin Biol Ther 20B:549-61). However, several of
these studies and case reports were performedyirm@mall number of patients (as few as
one or two) and have shown inconsistent efficad/@rsafety signals.

[0019] Accordingly, there is a need for new therapeutatiments and treatment
regimens that will reduce the severity of atopimuggitis disease symptoms and maximize
efficacy. In addition, there is a need for new #p&utic treatments and treatment regimens
that provide an improved safety profile with lindteoxicity compared to existing treatments
or provide more tolerability or convenience foripats thereby improving patient compliance
with usage of therapeutic agents and adherencedtnent regimens.

[0020] The invention described herein meets certain oathwe-described needs and
provides other benefits.

[0021] All references cited herein, including patent aggtions and publications, are

incorporated by reference in their entirety for aaypose.

SUMMARY

[0022] The disclosure is based, at least in part, onudhgrising and unexpected
discovery that an anti-IL-13 antagonist monoclargibody, lebrikizumab, provides

therapeutic benefit



when administered to atopic dermatitis patientagiihe dosing regimens provided herein,
including patients using topical corticosteroida@amitantly, as assessed by several efficacy
outcome measures. Accordingly, provided hereiruaes of IL-13 antagonists, including
anti-IL-13 antibodies such as lebrikizumab, in tirggaatopic dermatitis and methods of
treating atopic dermatitis with IL-13 antagonist&luding anti-IL-13 antibodies such as
lebrikizumab.

[0023] Accordingly, in one aspect, there is provided us& pharmaceutical composition
comprising a therapeutically effective amount ollad3 antagonist, in the manufacture of a
medicament for treating atopic dermatitis in aquatiwherein the pharmaceutical
composition reduces disease severity in the patietiiwherein disease severity is assessed
by an Atopic Dermatitis Disease Severity Outcomadlee. Also provided are methods of
treating atopic dermatitis in a patient comprisaggninistering to the patient a
pharmaceutical composition comprising a therapallyieffective amount of an 1L-13
antagonist, wherein the pharmaceutical composrtduces disease severity in the patient
and wherein disease severity is assessed by ancAdepmatitis Disease Severity Outcome
Measure (ADDSOM). In some embodiments, the atopranétitis is moderate to severe as
determined by Rajka/Langeland criteria score andraih the Rajka/Langeland criteria score
is determined to be between 4.5 and 9. In some émients, the use or method further
comprises administration of one or more topicaticosteroids. In some embodiments, the
one or more topical corticosteroids is administdrefibre administration of the IL-13
antagonist, at the same time as administratioheflt-13 antagonist, or after administration
of the IL-13 antagonist. In some embodiments, the @ more topical corticosteroids is
selected from triamcinolone acetonide, hydrocongs@nd a combination of triamcinolone
acetonide and hydrocortisone. In some embodim#regatient is aged 12 years and over. In
some embodiments, the patient is inadequately altedron topical corticosteroids. In some
embodiments, the IL-13 antagonist is a monoclonatla-13 antibody. In some
embodiments, the anti-IL-13 antibody is an antibodsnprising a VH comprising HVR-H1,
HVR-H2, and HVR-H3, wherein the respective VH HMViRs/e the amino acid sequence of
SEQ ID NO: 5, SEQ ID NO: 6, and SEQ ID NO: 7, andhprising a VL comprising HVR-
L1, HVR-L2, and HVR-L3, wherein the respective VIVRs have the amino acid sequence
of SEQ ID NO: 8, SEQ ID NO: 9, and SEQ ID NO: 189 ckrtain embodiments, the anti-IL-
13 antibody is an IgG1, 19G2, IgG3, or IgG4. Intaar embodiments, the anti-IL-13 antibody
is a human, humanized, or chimeric antibody. Ins@mbodiments, the anti-IL-13 antibody
is an antibody comprising a VH comprising a seqaeesatected from SEQ ID NO: 1 and
SEQ ID NO: 3, and comprising a VL comprising a sage selected from SEQ ID NO: 2
and SEQ ID NO: 4. In certain embodiments, the Anfi3 antibody is a full-length antibody
or a fragment thereof that binds human IL-13. Ime@mbodiments, the anti-IL-13 antibody
is 1gG4. In



one embodiment, the anti-IL-13 antibody is lebnkimb. In one embodiment, the anti-IL-13
antibody comprises a heavy chain having the amirbsequence of SEQ ID NO: 11 and a
light chain having the amino acid sequence of SBQIO: 12. In some embodiments, the IL-
13 antagonist is administered to the patient ugisgbcutaneous administration device. In
certain such embodiments, the subcutaneous adrairost device is selected from a prefilled
syringe, disposable pen injection device, microfeeddvice, microinfuser device, needle-free
injection device, and autoinjector device. In ongediment, the IL-13 antagonist is
lebrikizumab and lebrikizumab is administered te platient using a prefilled syringe. In one
embodiment, the IL-13 antagonist is lebrikizumal Bbrikizumab is administered to the
patient using an autoinjector device.

[0024] In another embodiment, the pharmaceutical compwosfor use in treating atopic

dermatitis comprises 125 mg or 250 mg or 500 mapout 125 mg or about 250 mg or about
500 mg of an anti-IL-13 antibody. In some emboditeethe pharmaceutical composition
comprises between 110 mg and 140 mg of an antBlasitibody or between 120 mg and 130
mg of an anti-IL-13 antibody. In some embodimetite,pharmaceutical composition
comprises between 225 mg and 275 mg of an antBlasitibody or between 240 mg and 260
mg of an anti-IL-13 antibody. In some embodimetite,pharmaceutical composition
comprises between 450 mg and 550 mg of an antBlasitibody or between 475 mg and 525
mg of an anti-IL-13 antibody or between 490 mg &h@ mg of an anti-IL-13 antibody. In
some embodiments, the pharmaceutical compositiorpases 125 mg, or about 125 mg, or
between 110 mg and 140 mg, or between 120 mg ahahg3 of the anti-IL-13 antibody and
the composition is administered subcutaneously emeey four weeks. In some
embodiments, the pharmaceutical composition is adtered for a period of 12 weeks or a
period of 20 weeks or a period of 24 weeks. In sembodiments, the pharmaceutical
composition comprises 250 mg, or about 250 mgebwben 225 mg and 275 mg, or
between 240 mg and 260 mg of the anti-IL-13 antytmad the composition is administered
subcutaneously once every four weeks or once aighy weeks. In some embodiments, the
pharmaceutical composition is administered for r@opleof 24 weeks or more or for 24
weeks. In some embodiments, the atopic dermaditisaderate to severe as determined by
Rajka/Langeland criteria score and wherein the &hfingeland criteria score is determined
to be between 4.5 and 9. In some embodiments|th8 hntagonist is a monoclonal anti-I1L-
13 antibody. In some embodiments, the anti-IL-18oaaly is an antibody comprising a VH
comprising HVR-H1, HVR-H2, and HVR-H3, wherein tfespective VH HVRs have the



amino acid sequence of SEQ ID NO: 5, SEQ ID NGl SEQ ID NO: 7, and comprising a
VL comprising HVR-L1, HVR-L2, and HVR-L3, whereih¢ respective VL HVRs have the
amino acid sequence of SEQ ID NO: 8, SEQ ID NGirgl SEQ ID NO: 10. In certain
embodiments, the anti-IL-13 antibody is an IgG52gI1gG3, or IgG4. In certain
embodiments, the anti-IL-13 antibody is a humamanized, or chimeric antibody. In some
embodiments, the anti-IL-13 antibody is an antibodsnprising a VH comprising a sequence
selected from SEQ ID NO: 1 and SEQ ID NO: 3, anahgasing a VL comprising a
sequence selected from SEQ ID NO: 2 and SEQ IDAN@1 certain embodiments, the anti-
IL-13 antibody is a full-length antibody or a fragnt thereof that binds human IL-13. In
some embodiments, the anti-IL-13 antibody is IglB4ne embodiment, the anti-IL-13
antibody is lebrikizumab. In one embodiment, the-An13 antibody comprises a heavy
chain having the amino acid sequence of SEQ ID NiCand a light chain having the amino
acid sequence of SEQ ID NO: 12. In some embodimémgdL-13 antagonist is administered
to the patient using a subcutaneous administralwice. In certain such embodiments, the
subcutaneous administration device is selected &qmefilled syringe, disposable pen
injection device, microneedle device, microinfudevice, needle-free injection device, and
autoinjector device. In one embodiment, the IL-tgonist is lebrikizumab and
lebrikizumab is administered to the patient usiqedilled syringe. In one embodiment, the
IL-13 antagonist is lebrikizumab and lebrikizumalkadministered to the patient using an
autoinjector device. In some embodiments, theouseethod further comprises
administration of one or more topical corticostdsoiln some embodiments, the one or more
topical corticosteroids is administered before adstiation of the IL-13 antagonist, at the
same time as administration of the IL-13 antagowoisafter administration of the I1L-13
antagonist. In some embodiments, the one or meieaiocorticosteroids is selected from
triamcinolone acetonide, hydrocortisone, and a d¢oation of triamcinolone acetonide and
hydrocortisone. In some embodiments, the patieagésl 12 years and over. In some
embodiments, the patient is inadequately contraletbpical corticosteroids.

[0025] In yet another embodiment, methods of treatingiatdermatitis in a patient
comprising administering to the patient a pharmacalucomposition comprising a
therapeutically effective amount of an IL-13 antaigg wherein the pharmaceutical
composition reduces disease severity in the patietiiwherein disease severity is assessed
by an Atopic Dermatitis Disease Severity Outcomeadlee (ADDSOM) are provided, and
wherein the Atopic Dermatitis Disease Severity ©ate Measure is Eczema Area and
Severity Index
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the IL-13 antagonist is a monoclonal anti-IL-13ilaodly. In some embodiments, the anti-IL-
13 antibody is an antibody comprising a VH compgsHVR-H1, HVR-H2, and HVR-H3,
wherein the respective VH HVRs have the amino aeguience of SEQ ID NO: 5, SEQ ID
NO: 6, and SEQ ID NO: 7, and comprising a VL comsimg HVR-L1, HVR-L2, and HVR-

L3, wherein the respective VL HVRs have the amicid aequence of SEQ ID NO: 8, SEQ
ID NO: 9, and SEQ ID NO: 10. In certain embodimettie anti-IL-13 antibody is an IgG1,
lgG2, 1gG3, or IgG4. In certain embodiments, the-Hr13 antibody is a human, humanized,
or chimeric antibody. In some embodiments, the-khnrli3 antibody is an antibody
comprising a VH comprising a sequence selected 8&® ID NO: 1 and SEQ ID NO: 3,
and comprising a VL comprising a sequence seldobed SEQ ID NO: 2 and SEQ ID NO:

4. In certain embodiments, the anti-IL-13 antibaglg full-length antibody or a fragment
thereof that binds human IL-13. In some embodimeéhtsanti-IL-13 antibody is 1gG4. In

one embodiment, the anti-IL-13 antibody is lebnikimb. In one embodiment, the anti-IL-13
antibody comprises a heavy chain having the amirbsequence of SEQ ID NO: 11 and a
light chain having the amino acid sequence of SEQO: 12. In some embodiments, the IL-
13 antagonist is administered to the patient ugisgbcutaneous administration device. In
certain such embodiments, the subcutaneous adrairost device is selected from a prefilled
syringe, disposable pen injection device, microfeeddvice, microinfuser device, needle-free
injection device, and autoinjector device. In ongediment, the IL-13 antagonist is
lebrikizumab and lebrikizumab is administered te platient using a prefilled syringe. In one
embodiment, the IL-13 antagonist is lebrikizumald &abrikizumab is administered to the

patient using an autoinjector device.

[0026] In another aspect, there is provided use of a pleertecally effective amount of an
IL-13 antagonist, in the manufacture of a medicamf@mntreating atopic dermatitis in a
patient, wherein the therapeutically effective antas selected from 125 mg and 250mg and
wherein the IL-13 antagonist is to be administexgoicutaneously once every four weeks or
once every eight weeks. Also provided are methodspeising administering to a patient a
therapeutically effective amount of an IL-13 antaigg wherein the therapeutically effective
amount is selected from 125 mg and 250 mg and whtre IL-13 antagonist is administered
subcutaneously once every four weeks. In some dimamts, the therapeutically effective
amount is about 125 mg or between 110 mg and 146frag anti-IL-13 antibody or between
120 mg and 130 mg of an anti-IL-13 antibody. In sembodiments, the therapeutically
effective amount is about 250 mg or between 22%nt)275 mg of an anti-IL-13 antibody
or between 240 mg and 260 mg of an anti-IL-13 aalyb In some embodiments, the IL-13
antagonist is a monoclonal anti-IL-13 antibodyséime embodiments, the anti-IL-13
antibody is an antibody comprising a VH comprisiiigR-H1, HVR-H2, and HVR-H3,
wherein the respective VH HVRs have the amino aemlence of
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SEQ ID NO: 5, SEQ ID NO: 6, and SEQ ID NO: 7, andhprising a VL comprising HVR-

L1, HVR-L2, and HVR-L3, wherein the respective VIVRs have the amino acid sequence
of SEQ ID NO: 8, SEQ ID NO: 9, and SEQ ID NO: 18 ckrtain embodiments, the anti-IL-
13 antibody is an IgG1, 1gG2, IgG3, or IgG4. Intaer embodiments, the anti-IL-13 antibody
is a human, humanized, or chimeric antibody. Ins@mbodiments, the anti-IL-13 antibody
is an antibody comprising a VH comprising a seqeesadected from SEQ ID NO: 1 and

SEQ ID NO: 3, and comprising a VL comprising a saue selected from SEQ ID NO: 2

and SEQ ID NO: 4. In certain embodiments, the Bnfi3 antibody is a full-length antibody
or a fragment thereof that binds human IL-13. Ime@mbodiments, the anti-IL-13 antibody
is IgG4. In one embodiment, the anti-IL-13 antibagliebrikizumab. In one embodiment, the
anti-IL-13 antibody comprises a heavy chain hatiregamino acid sequence of SEQ ID NO:
11 and a light chain having the amino acid sequeh&EQ ID NO: 12. In some
embodiments, the IL-13 antagonist is administeoetth¢ patient using a subcutaneous
administration device. In certain such embodimehis subcutaneous administration device
is selected from a prefilled syringe, disposable ipgection device, microneedle device,
microinfuser device, needle-free injection devaneg autoinjector device. In one
embodiment, the IL-13 antagonist is lebrikizumald &brikizumab is administered to the
patient using a prefilled syringe. In one emboditnehe IL-13 antagonist is lebrikizumab
and lebrikizumab is administered to the patiemhgisin autoinjector device. In some
embodiments, the atopic dermatitis is moderatevere as determined by Rajka/Langeland
criteria score and wherein the Rajka/Langelan@catscore is determined to be between 4.5
and 9. In some embodiments, the use or methodefucthmprises administration of one or
more topical corticosteroids. In some embodiméhespne or more topical corticosteroids is
administered before administration of the IL-13agunist, at the same time as administration
of the IL-13 antagonist, or after administratiortlod IL-13 antagonist. In some embodiments,
the one or more topical corticosteroids is selefri@uh triamcinolone acetonide,
hydrocortisone, and a combination of triamcinolacetonide and hydrocortisone. In some
embodiments, the patient is aged 12 years and mveome embodiments, the patient is
inadequately controlled on topical corticosteroidssome embodiments, the therapeutically
effective amount reduces disease severity in tliengaand disease severity is assessed by an
Atopic Dermatitis Disease Severity Outcome MeagARDSOM). In some embodiments,
the ADDSOM is Eczema Area and Severity Index (EA&)Severity Scoring of Atopic
Dermatitis (SCORAD), or Investigator Global Assessin(IGA), or a Patient Reported
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Outcome (PRO). In some embodiments, the ADDSONMASIEand the therapeutically
effective amount reduces the EASI by 50% or 75%086 compared to the EASI determined
prior to administration of a first dose of the IB-&ntagonist. In some embodiments, the EASI
is determined 12 weeks after administration offitst dose or 20 weeks after administration
of the first dose or 24 weeks after administratbthe first dose. In some embodiments, the
ADDSOM is SCORAD and the therapeutically effectaraount reduces the SCORAD by
50% compared to the SCORAD determined prior to adtmation of a first dose of the IL-13
antagonist. In some embodiments, the ADDSOM is SADRNd the therapeutically
effective amount reduces the SCORAD by 75% compiarégde SCORAD determined prior
to administration of a first dose of the IL-13 agudaist. In some embodiments, the SCORAD
is determined 12 weeks after administration offits¢ dose. In some embodiments, the
ADDSOM is IGA and the therapeutically effective ambreduces the IGA to zero or one. In
some embodiments, the IGA is determined 12 wedks afiministration of a first dose of the
IL-13 antagonist. In some embodiments, the ADDSGMRO and the PRO is pruritus visual
analogue scale (VAS), sleep loss VAS, or Atopicridaitis Impact Questionnaire (ADIQ)
score. In some embodiments, the PRO is determidadekks after administration of a first
dose of the IL-13 antagonist. In some embodimeh&sPRO is pruritus VAS and the
therapeutically effective amount reduces the puaitAS by 40% to 55%. In some
embodiments, the PRO is sleep loss VAS and thapkeetically effective amount reduces
the sleep loss VAS by 53% to 61%. In some embodisméme PRO is ADIQ and the

therapeutically effective amount reduces the ADiQrs by 54% to 65%.

[0027] In another aspect, there is provided use of a peeitacally effective amount of an
IL-13 antagonist, in the manufacture of a medicam@ntreating atopic dermatitis in a
patient, wherein the administration comprises adstration of at least one loading dose and
administration of at least one subsequent maintendase, wherein each of the at least one
loading dose and each of the at least one mainterdwse is to be administered
subcutaneously at a flat dose. Also provided arthoas of treating atopic dermatitis in a
patient by administering to the patient a therapally effective amount of an IL-13
antagonist, where the administration comprises aidtnation of at least one loading dose
and administration of at least one subsequent mraanice dose, and where each of the at
least one loading dose and each of the at leasthamgenance dose is administered
subcutaneously at a flat dose. In some embodimér@stopic dermatitis is moderate to
severe as determined by Rajka/Langeland criteaeesend wherein the Rajka/Langeland
criteria score is determined to be between 4.5%amd some embodiments, the use or method
further comprises administration of one or moradalpcorticosteroids. In some
embodiments, the one or more topical corticoster@ddministered before administration of
the IL-13 antagonist, at the same time as admatistr of the IL-13 antagonist, or after
administration of the IL-13 antagonist. In some ediments, the one or more topical
corticosteroids is selected from triamcinolone
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CLAIMS:

1. Useof apharmaceutical composition comprising a therapeutically effective amount of an
IL-13 antagonist, in the manufacture of a medicament for treating atopic dermatitisin a
patient, wherein the pharmaceutical composition reduces disease severity in the patient and
wherein disease severity is assessed by an Atopic Dermatitis Disease Severity Outcome
Measure.

2. Theuseof claim 1, wherein the IL-13 antagonist is a monoclonal anti-1L-13 antibody.

3. Theuse of claim 2, wherein the anti-I1L-13 antibody is an antibody comprising a VH
comprising HYR-H1, HVR-H2, and HVR-H3, wherein the respective VH HVRs have the
amino acid sequence of SEQ ID NO: 5, SEQ ID NO: 6, and SEQ ID NO: 7, and comprising a
VL comprising HVR-L1, HVR-L2, and HVR-L 3, wherein the respective VL HVRs have the
amino acid sequence of SEQ ID NO: 8, SEQ ID NO: 9, and SEQ ID NO: 10.

4. Theuse of claim 3, wherein the anti-1L-13 antibody is an antibody comprisingaVH
comprising a sequence selected from SEQ ID NO: 1 and SEQ ID NO: 3, and comprising a
VL comprising a sequence selected from SEQ ID NO: 2 and SEQ ID NO: 4.

5. Theuse of claim 3, wherein the anti-1L-13 antibody is an 1gG1, 1gG2, 1gG3, or 1gGA4.

6. Theuse of claim 5, wherein the anti-1L-13 antibody is a human, humanized, or chimeric
antibody.

7. Theuse of claim 6, wherein the anti-1L-13 antibody is a full-length antibody or a fragment
thereof that binds human IL-13.

8. Theuse of claim 5, wherein the anti-1L-13 antibody is 1gG4.

9. The use of claim 8, wherein the anti-I1L-13 antibody is |ebrikizumab.

10. The use of claim 4, wherein the anti-I1L-13 antibody comprises a heavy chain having the
amino acid sequence of SEQ ID NO: 11 and alight chain having the amino acid sequence of
SEQ ID NO: 12.

11. The use of claim 3, wherein the pharmaceutical composition comprises 125 mg or 250
mg or 500 mg of the anti-1L-13 antibody.

12. The use of claim 11, wherein the pharmaceutical composition comprises 125 mg of the
anti-1L-13 antibody and wherein the composition is to be administered subcutaneously once
every four weeks.

13. The use of claim 12, wherein the pharmaceutical composition isto be administered for a
period of 12 weeks or aperiod of 20 weeks or a period of 24 weeks.
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14. The use of claim 11, wherein the pharmaceutical composition comprises 250 mg of the
anti-1L-13 antibody and wherein the composition is to be administered subcutaneously once
every four weeks.

15. The use of claim 11, wherein the pharmaceutical composition comprises 250 mg of the
anti-1L-13 antibody and wherein the composition is to be administered subcutaneously once
every eight weeks.

16. The use of claim 14 or claim 15, wherein the pharmaceutical composition isto be
administered for a period of 24 weeks or more.

17. The use of claim 16, wherein the pharmaceutical composition isto be administered for a
period of 24 weeks.

18. The use of claim 1, wherein the Atopic Dermatitis Disease Severity Outcome Measureis
Eczema Area and Severity Index (EAS!).

19. The use of claim 18, wherein the pharmaceutical composition reduces the EASI by 50%
or 75% or 90% compared to the EASI determined prior to administration of afirst dose of the
pharmaceutical composition.

20. The use of claim 19, wherein the EASI is determined 12 weeks after administration of the
first dose or 20 weeks after administration of the first dose or 24 weeks after administration
of thefirst dose.

21. Theuse of clam 1, wherein the Atopic Dermatitis Disease Severity Outcome Measureis
Severity Scoring of Atopic Dermatitis (SCORAD).

22. The use of claim 21, wherein the pharmaceutical composition reduces the SCORAD by
50% or 75% compared to the SCORAD determined prior to administration of afirst dose of
the pharmaceutical composition.

23. The use of claim 22, wherein the SCORAD is determined 12 weeks after administration
of thefirst dose.

24. The use of claim 1, wherein the Atopic Dermatitis Disease Severity Outcome Measure is
Investigator Global Assessment (IGA).

25. The use of claim 24, wherein the pharmaceutical composition reduces the IGA to zero or
one.

26. The use of claim 25, wherein the IGA is determined 12 weeks after administration of a

first dose of the pharmaceutical composition.
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27. The use of claim 1, wherein the Atopic Dermatitis Disease Severity Outcome Measure is
a Patient Reported Outcome (PRO).

28. The use of claim 27, wherein the PRO is pruritus visual analogue scale (VAS), sleep loss
VAS, or Atopic Dermatitis Impact Questionnaire (ADIQ) score.

29. The use of claim 28, wherein the PRO is determined 12 weeks after administration of a
first dose of the pharmaceutical composition.

30. The use of claim 28 or claim 29, wherein the pharmaceutical composition reduces the
pruritus VAS by 40% to 55%.

31. The use of claim 28 or claim 29, wherein the pharmaceutical composition reduces the
sleep loss VAS by 53% to 61%.

32. The use of claim 28 or claim 29, wherein the pharmaceutical composition reduces the
ADIQ score by 54% to 65%.

33. The use of claim 1, wherein the atopic dermatitis is moderate to severe as determined by
Rajka/Langeland criteria score and wherein the Rajka/Langeland criteria score is determined
to be between 4.5 and 9.

34. Use of atherapeutically effective amount of an IL-13 antagonist, in the manufacture of a
medicament for treating atopic dermatitis in a patient, wherein the therapeutically effective
amount is selected from 125 mg and 250mg and wherein the IL-13 antagonist is to be
administered subcutaneously once every four weeks or once every eight weeks.

35. The use of claim 34, wherein the therapeutically effective amount is 125 mg and wherein
the IL-13 antagonist is to be administered once every four weeks.

36. The use of claim 34, wherein the therapeutically effective amount is 250 mg and wherein
the IL-13 antagonist is to be administered once every four weeks.

37. Theuse of claim 34, wherein the therapeutically effective amount is 250 mg and wherein
the IL-13 antagonist is to be administered once every eight weeks.

38. The use of claim 34, wherein the IL-13 antagonist is a monoclonal anti-I1L-13 antibody.
39. The use of claim 38, wherein the anti-I1L-13 antibody is an antibody comprising a VH
comprising HVYR-H1, HVR-H2, and HVR-H3, wherein the respective VH HVRs have the
amino acid sequence of SEQ ID NO: 5, SEQ ID NO: 6, and SEQ ID NO: 7, and comprising a
VL comprising HVR-L1, HVR-L2, and HVR-L3, wherein the respective VL HVRs have the
amino acid sequence of SEQ ID NO: 8, SEQ ID NO: 9, and SEQ ID NO: 10.
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40. Theuse of claim 39, wherein the anti-I1L-13 antibody is an antibody comprising a VH
comprising a sequence selected from SEQ ID NO: 1 and SEQ ID NO: 3, and comprising a
VL comprising a sequence selected from SEQ ID NO: 2 and SEQ ID NO: 4.

41. Theuse of claim 39, wherein the anti-1L-13 antibody isan 1gG1, 1gG2, 1gG3, or 1gG4.
42. Theuse of claim 41, wherein the anti-I1L-13 antibody is a human, humanized, or chimeric
antibody.

43. Theuse of claim 42, wherein the anti-1L-13 antibody is afull-length antibody or a
fragment thereof that binds human IL-13.

44. Theuse of claim 41, wherein the anti-1L-13 antibody is 1gG4.

45. Theuse of claim 44, wherein the anti-I1L-13 antibody is |ebrikizumab.

46. The use of claim 40, wherein the anti-1L-13 antibody comprises a heavy chain having the
amino acid sequence of SEQ ID NO: 11 and alight chain having the amino acid sequence of
SEQ ID NO: 12.

47. The use of any one of claims 34-46, wherein the therapeutically effective amount reduces
disease severity in the patient and wherein disease severity is assessed by an Atopic
Dermatitis Disease Severity Outcome Measure.

48. Theuse of claim 47, wherein the Atopic Dermatitis Disease Severity Outcome Measure
is Eczema Area and Severity Index (EASI).

49. The use of claim 48, wherein the therapeutically effective amount reduces the EASI by
50% or 75% or 90% compared to the EASI determined prior to administration of afirst dose
of the IL-13 antagonist.

50. The use of claim 49, wherein the EASI is determined 12 weeks after administration of the
first dose or 20 weeks after administration of the first dose or 24 weeks after administration
of thefirst dose.

51. Theuse of claim 47, wherein the Atopic Dermatitis Disease Severity Outcome Measure
is Severity Scoring of Atopic Dermatitis (SCORAD).

52. The use of claim 51, wherein the therapeutically effective amount reduces the SCORAD
by 50% or 75 % compared to the SCORAD determined prior to administration of afirst dose
of the IL-13 antagonist.

53. The use of claim 52, wherein the SCORAD is determined 12 weeks after administration
of thefirst dose.
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54. The use of claim 47, wherein the Atopic Dermatitis Disease Severity Outcome Measure is
Investigator Global Assessment (IGA).

55. The use of claim 54, wherein the therapeutically effective amount reduces the IGA to

Zero or one.

56. The use of claim 55, wherein the IGA is determined 12 weeks after administration of a
first dose of the IL-13 antagonist.

57. The use of claim 47, wherein the Atopic Dermatitis Disease Severity Outcome Measure is
a Patient Reported Outcome (PRO).

58. The use of claim 57, wherein the PRO is pruritus visual analogue scale (VAS), sleep loss
VAS, or Atopic Dermatitis Impact Questionnaire (ADIQ) score.

59. The use of claim 58, wherein the PRO is determined 12 weeks after administration of a
first dose of the IL-13 antagonist.

60. The use of claim 58 or claim 59, wherein the therapeutically effective amount reduces the
pruritus VAS by 40% to 55%.

61. The use of claim 58 or claim 59, wherein the therapeutically effective amount reduces the
sleep loss VAS by 53% to 61%.

62. The use of claim 58 or claim 59, wherein the therapeutically effective amount reduces the
ADIQ score by 54% to 65%.

63. The use of claim 34, wherein the atopic dermatitis is moderate to severe as determined by
Rajka/Langeland criteria score and wherein the Rajka/Langeland criteria score is determined
to be between 4.5 and 9.

64. Use of atherapeutically effective amount of an IL-13 antagonist, in the manufacture of a
medicament for treating atopic dermatitis in a patient, wherein the administration comprises
administration of at least one loading dose and administration of at least one subsequent

mai ntenance dose, wherein each of the at least one loading dose and each of the at least one
maintenance dose is to be administered subcutaneously at a flat dose.

65. The use of claim 64, wherein the IL-13 antagonist is amonoclona anti-1L-13 antibody.
66. The use of claim 65, wherein the anti-1L-13 antibody is an antibody comprising aVH
comprising HVYR-H1, HVR-H2, and HVR-H3, wherein the respective VH HVRs have the
amino acid sequence of SEQ ID NO: 5, SEQ ID NO: 6, and SEQ ID NO: 7, and comprising a
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VL comprising HVR-L1, HVR-L2, and HVR-L3, wherein the respective VL HVRs have the
amino acid sequence of SEQ ID NO: 8, SEQ ID NO: 9, and SEQ ID NO: 10.

67. Theuse of claim 66, wherein the anti-1L-13 antibody is an antibody comprising aVH
comprising a sequence selected from SEQ ID NO: 1 and SEQ ID NO: 3, and comprising a
VL comprising a sequence selected from SEQ ID NO: 2 and SEQ ID NO: 4.

68. The use of claim 66, wherein the anti-1L-13 antibody is an IgG1, 1gG2, 1gG3, or 1gGA4.
69. Theuse of claim 68, wherein the anti-1L-13 antibody is a human, humanized, or chimeric
antibody.

70. Theuse of claim 69, wherein the anti-1L-13 antibody is a full-length antibody or a
fragment thereof that binds human I1L-13.

71. The use of claim 68, wherein the anti-1L-13 antibody is 1gG4.

72. The useof claim 71, wherein the anti-1L-13 antibody is |ebrikizumab.

73. The use of claim 67, wherein the anti-I1L-13 antibody comprises a heavy chain having the
amino acid sequence of SEQ ID NO: 11 and alight chain having the amino acid sequence of
SEQ ID NO: 12.

74. The use of claim 64, wherein the loading dose is 250 mg or 500 mg and the maintenance
doseis 125 mg.

75. The use of claim 74, wherein the maintenance dose is to be administered four weeks after
administration of the loading dose and wherein the maintenance dose is to be administered
once every four weeks thereafter for the duration of treatment.

76. The use of claim 75, wherein the loading dose is 250 mg and the maintenance dose is 125
mg.

77. The use of claim 64, wherein the loading dose is 250 mg and wherein the loading dose is
to be administered followed by a second |oading dose administration 15 days later and
wherein the maintenance dose is 125 mg.

78. The use of claim 77, wherein the maintenance dose is to be administered two weeks after
administration of the second |oading dose and wherein the maintenance dose isto be
administered once every four weeks thereafter for the duration of treatment.

79. The use of claim 64, wherein the loading dose is 250 mg and wherein the loading doseis
to be administered followed by a second loading dose administration 29 days later and

wherein the maintenance dose is 125 mg.
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80. The use of claim 79, wherein the maintenance dose is to be administered four weeks after
administration of the second loading dose and wherein the maintenance dose isto be
administered once every four weeks thereafter for the duration of treatment.

81. The use of claim 64, wherein the loading dose is 500 mg and the maintenance dose is 250
mg.

82. The use of claim 81, wherein the maintenance dose is to be administered four weeks after
administration of the loading dose and wherein the maintenance dose is to be administered
once every four weeks thereafter for the duration of treatment.

83. The use of claim 81, wherein the maintenance dose is to be administered four weeks after
administration of the loading dose and wherein the maintenance dose is to be administered
once every eight weeks thereafter for the duration of treatment.

84. The use of any one of claims 75, 76, 78, 80, 82, or 83, wherein the duration of treatment
is 24 weeks or more.

85. Theuse of claim 84, wherein the duration of treatment is 24 weeks.

86. The use of any one of claims 64-85, wherein the therapeutically effective amount reduces
disease severity in the patient and wherein disease severity is assessed by an Atopic
Dermatitis Disease Severity Outcome Measure.

87. Theuse of claim 86, wherein the Atopic Dermatitis Disease Severity Outcome Measure
is Eczema Area and Severity Index (EASI).

88. The use of claim 87, wherein the therapeutically effective amount reduces the EASI by
50% or 75% or 90% compared to the EASI determined prior to administration of afirst dose
of the IL-13 antagonist.

89. The use of claim 88, wherein the EASI is determined 12 weeks after administration of the
first dose or 20 weeks after administration of the first dose or 24 weeks after administration
of thefirst dose.

90. The use of claim 86, wherein the Atopic Dermatitis Disease Severity Outcome Measure
is Severity Scoring of Atopic Dermatitis (SCORAD).

91. The use of claim 90, wherein the therapeutically effective amount reduces the SCORAD
by 50% or 75% compared to the SCORAD determined prior to administration of afirst dose
of the IL-13 antagonist.

92. The use of claim 91, wherein the SCORAD is determined 12 weeks after administration
of thefirst dose.
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93. The use of claim 86, wherein the Atopic Dermatitis Disease Severity Outcome Measure is
Investigator Global Assessment (IGA).

94. The use of claim 93, wherein the therapeutically effective amount reduces the IGA to
Zero or one.

95. The use of claim 94, wherein the IGA is determined 12 weeks after administration of a
first dose of the IL-13 antagonist.

96. The use of claim 86, wherein the Atopic Dermatitis Disease Severity Outcome Measure is
a Patient Reported Outcome (PRO).

97. The use of claim 96, wherein the PRO is pruritus visual analogue scale (VAS), sleep loss
VAS, or Atopic Dermatitis Impact Questionnaire (ADIQ) score.

98. The use of claim 97, wherein the PRO is determined 12 weeks after administration of a
first dose of the IL-13 antagonist.

99. The use of claim 97 or claim 98, wherein the therapeutically effective amount reduces the
pruritus VAS by 40% to 55%.

100. The use of claim 97 or claim 98, wherein the therapeutically effective amount reduces
the sleep loss VAS by 53% to 61%.

101. The use of claim 97 or claim 98, wherein the therapeutically effective amount reduces
the ADIQ score by 54% to 65%.

102. The use of claim 64, wherein the atopic dermatitis is moderate to severe as determined
by Rajka/lLangeland criteria score and wherein the Rajka/Langeland criteria scoreis
determined to be between 4.5 and 9.

103. The use of any one of claims 1-102, wherein the IL-13 antagonist isto be administered
to the patient using a subcutaneous administration device.

104. Theuse of claim 103, wherein the subcutaneous administration device is selected from
aprefilled syringe, disposable pen injection device, microneedle device, microinfuser device,
needle-free injection device, and autoinjector device.

105. The use of any one of claims 1-104, wherein the method further comprises
administration of one or more topical corticosteroids.

106. The use of claim 105, wherein the one or more topical corticosteroidsisto be
administered before administration of the IL-13 antagonist, at the same time as administration
of the IL-13 antagonist, or after administration of the IL-13 antagonist.
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107. The use of claim 106, wherein the one or more topical corticosteroids is selected from

triamcinol one acetonide, hydrocortisone, and a combination of triamcinolone acetonide and

hydrocortisone.
108. The use of any one of claims 1-107, wherein the patient is aged 12 years and over.
109. The use of any one of claims 1-108, wherein the patient is inadequately controlled on

topical corticosteroids.
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