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Item 7.01: Regulation FD Disclosure.

On September 16, 2018, Pieris Pharmaceuticals, Inc. presented preclinical data regarding PRS-060. The poster is furnished as Exhibit 99.1
to this Current Report on Form 8-K and is incorporated by reference herein.

The information set forth under this “Item 7.01. Regulation FD Disclosure,” including the exhibits attached hereto, shall not be deemed
“filed” for purposes of Section 18 of the Securities Exchange Act of 1934, as amended, nor shall it be deemed incorporated by reference
into any filing under the Securities Act of 1933, as amended, except as shall be expressly set forth by specific reference in such filing.



Item 9.01 Financial Statements and Exhibits
(d) Exhibits.

99.1 Conference Poster, Dated September 2018.
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Dated: September 17, 2018 /s/ Allan Reine

Allan Reine
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The Discovery and Development of AZD1402/PRS-060 a Potent and
Selective Blocker of the IL-4 Receptor alpha
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In asthena p . Dupilumab, 2 fidly b t-IL-4 receptor
alpha{IL4Ra| manaclonal antody gen by subutinecis injection,
bl IL-4 anedIL-13 signalling, ke drivees af T2-madiaed il &

and has besn shown fo red b d improve lung Function in
moderate b severe asthma subjects’, Rtrakinr, an inhaled L4 mutein that
antagonises 1L-4Ri, ha alse haen shormn 1o have beneficial affectiing
st af mthim panients®, PRE-DE0/ATONA0Z, i o barnim tear Fpecslin
derfved dnticaln antagonis that has a high patency and selectivity for the

Table 1. Dual inhibition of hiL-4 and hil-13 induced STATG
phospharylation in TF2 cells by PRS-060/AZD1402
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© 11 an i it gy using TF-1 cell, PRS-CBO/AZDIA02 showesd ciatl
rkikithan of IL-4R and IL-23R sigralfing by Inhibiting bath the IL-4 and
13 Indu:od ETATE phasphordation with 50 - 50 fold graatar patancy

F i tabl 1) i spetiey.

Frarnan IL-4 recepbar alpha. Seledhdty has been
Againat & rangs of eyioking receitors, PRS-DED/AZD140Y is being dewwlaped
s an inkaled trestment for modarate ta severm mthma,

TR il krremont 1 ermpriesi 1L-Rn, weers wied in o FALS aisdy rsiruring
the signal transducer and actfator of transcrigtion & {$TATG}
phoegharylation fabowing L4 o IL<13 stimulatian in th presence and
albeanca al PRS-DA0/AZNANZ, To demansteats functianal acthity of PRS-
CBAZD1402, o proliferation assay using hER-CSF starved TF cells
stimulated with 2 low dase of 1l-4 0.1 nbd) o IL-13 (10 M| was set up,
using as readut the relazse of ATP by liing cells.

testing

Inah sk ™, cubition with
L33 10 g, mrfzdmiumm of 14 days) induced a goblet cell
raitigiiaiia ai s by b ait Aliian Bhae staining,

A4 PRO-CED/AZDIA0T doses Nt 2o raact wath IL-4R Tra sgicies
cormmanky used for i whe efficacy studies, a syntenic [humanised) mouss
was generated by r, Beery Koller at UNC-Chape! HIl and the mouse
studies wera perfammed i her lbaratany. In this mouse the geres for L
flee v -1 5 swre resbaced with the respssctive haman anthalogues,
This mouse bath respands to Fuman IL-4 and 1-13 but alsa generates
hisrmian |14 and |(-13 whes the T2 cyokine pathvasy i acthated,

A gt e murine model far the avaluation of th and
duration of action of FRS-DEQAZ01400 was developed in this mause.
Human 1L-13 {8j4g) wass ghearvta thi intra-trachial |11.) route and the
wnpregaban o Col 11 (eatanin-1) wirs quantified in lung tisue by gPCR -
howr post challenge.

A eralbneni (VA el of asthena was ab develogsd in thase i,
Tlice were sensitised to 04 [ g 0% in lum i.p.) on day O and day 7
and were challenged with an aercect of OVA on day 14, Animals were
sacrificad 24 and 48he latar and th inflammatary esponsd was sscssed
in the branchea ol lswge Tluid by performing 1otsl s diflenntial cel
vt I seguarate animals, lungs ware perfused with PBY hepann
ofloupead by 4% PFA in PBS. Lurgs ware thenindlated with 4% FRA/ PRS ata
emant e prwsaue f 20 i H,O,and mmnainrainedinrheinl‘lalion
an uenil frestion, Theee serid sagi i
pn:nm fram furmalin fixed, paraffin biocked lung tssue and staired far
lin and easin, Parkdic-acid Schidt
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Figure 1. Inhibition of a] IL-4 and b} IL-13 induced TF1 cell
prolifaration by PRS-060/AZD1402
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In afunctional cell-based assay, FRS-060/A201402 Inhibited IL-t and 1113

LT numenamytnplhehum<u|lumsle-n[30w<nmt“'] RS-
CRAZD140L effectively f
similar potency ta AMG21T, an ant) Il 4rb:l:nh0rm [[E llhl mnnndmﬂ
antibady, and & greater patency than itmking [igure 7).

Figure 3, Effect of PRS-DG0/AZD1402 on IL-13-induced
Increases n eotaxin gene expression in murine PD madel
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Flgure 4, Effect of PRS-D60/AZ0402 on OVA Induced
histopathalogical outcomes 48 Rours post challenge i a
fmiutine asthima madel
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Flgure 2. Inhibition of IL-13-induced goblet cell metaplasia by
PRS-060/AZD1 402
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Figure 5, Effect of PRS-060/AZ01402 on OVA induced
s tion 48 hours past challenge i n
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* I it o i i fiice, -
tresireers with PRS-G0/ATI1400 gmnﬂuthe it mlnhlhm 13
Induced eatasin gene Adoseof g s
mmmw H-ha periad |figure 3]

Nl el developed in the humanised mese, PRS-
UGAZCTAE gropn .8 (300, mause] bwice, 0.3 hours pror toand 34
haurs post (A challenge, inhibited antigen-nduced pumonary
i i in i BAL 48 heurs pest challées (g 5. 1n this model,
tresireers with PRS-OG0MIINI400 was associated with Rasologeally
sipniflcant reductions in bronhiclar and alvealar inflammation,
aneinophil, neitreahi, macraphags idiratian, bronchiolar apithedial

hygerplita and fibrplasia (figure 4),
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® FRS-DB0AZ01400 s & potant and selacthn antagonist of the IL4Ra that
baas b camparahle prafile to the mancekaul wtibody b this eceptnr,
dapslumab, and 50-50 fold greater patency than the inhated IL-4 mutein,
pitrakinr.

* PRG-DGOAIDN400 & Metively inhifits 1L-13 irduced gaplet cel
retaglasia M vir supportng the concepd that Ereatment will reduce
mhscus Hypersecrithon in moderate to severe asthma patients
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Thie gversll profile of PRS-04AZ001402 supperts its development & an
Inbaled therapy Sar mederate to severe asthma, Non-clinkal saety studies
st that this inhalad Anticadin theragwatic B sl and vl toherated and
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