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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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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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G. Matschinert, S. Huang*, S. Constant*,

TPiarts Prarmeceulicals, 259 Seals S 9 Figor, Doston, WA 02008, LIGA; ©
Wabiyne, Ghent, Belgium; * Dopariment of Gosalics, UNC o Chapel Hil, USA

T T T T

I 5-10% af asthma patients cont ral of disease (s not achiswed with

care " waled corti ids in instion with
long-acting beta-2 agonistsi. This inabllity ko achieve asthena contral
significantly imaacts patients’ quakty of Iife and hoalthcare coats. Type 2
(T2) sxtokines, specificalby starkkin (-4, IL-5, and 1L-13, pliy crucial mibes
im asthma pathoge resis' 7. Dupilumaly, 2 fully human anti-IL-4 recsptor
alph{IL-4Ra] manoclonal antiody guen by subtutanecus injection,
inilits IL-4 and IL-13 signaling, key drivors of T2-madistnd indlanenatian,
and has been shown o reduce macerbations snd improve lung function in
moderate to severe asthma subjects’. Fitrakine, an inhaled IL-4 mutein that
antagonises i-4Rre, has also been shown 1o have beneficial effects ina
suibried al msthira patients®, PRE-DBOVATONAZ, s b Framan bedr pocalin
derived inticabn antagoniet that has a high patency and selectivity for the
Friman IL-4 receptar alpha. Selediity has beon established by testing
againat a range of eytokies recegnons, PRG-DED/AT D400 is being dewloped
a3 n inkaled rrestment for moderace to severe ssthma,

TFL el knawn 10-express L-4fka, were uses in 8 PACS assay mesuring

cer and act eartor of tr STATE|
phasgharylatian follcwing IL-8 cr IL-13 stimulatian in the presence and
absancs af PRS-D60/AZTA02. To demansizats functional acthvity of PRS-
DG0MAZDIA02, & prliferation assay using hiG-CSF starved TFL cells
stimulated with a low dase of 1L-4 |01 nh) or IL-12 (10 nM| was set up,
using as adeast the reloase of ATP by [ing calls.

Inah i 0 Mhsct i ™, icubation with
IL= 23 {10 nggfred, ewery 2 elays dor 2 toeal of 14 days) induced a goblet coll
AN R 6 d by i il ALG N Bhos staining.

A PRG-DEDVAT D00 S NoE Croks falt with IL-4Ra Tro sgecies
cornmuonty used for in who efficecy sbudies, a syntenic [humanized) mouse
was gensrated by Dr. Beverly Soller at UNC-Chape! Hil and the mouse
studies wora portanmed in hor labaratony. |n this mouso the gores for 1L
Al nd B-AFLE w e reglaoed with the respective human anthalogues,
This mouse bath respands to humnan IL-4 and iL-13 but also generates
hurman |4 and 1113 wien the T2 cytckine patieay s actvated.

& pharmacodynomic murine moded for the evaluation of the potency and
duration of action of PRS-DG0/A2 01400 was developed in this mouse.
Human IL-13 (3jd) was ghwenvia tha tra-trachial i 1) route and the
expregsion of Cel11 (eatis n-1) v quantified in lung tisue by GPCA 24-
hewr post challengz.

A epaplleneriio (EVA) ool of asthena was aba develcpsd in Thase migy,
Pelice wmne sy itived to 0 (g G4 inoblum i p.ion deed and dey 7
and wene challenged with an aenosol of CWA on day 14, Animals were
sacrificed 24 and &8hr latar and the inflammatory response was assessed
in the branchateslar lvage fuid by performing totsl snd dffenential cel
coants. In seoarate animalk, lungs ware parfussd with PBSY haparin

fodl g ey 4% PEA In PRS. Lisngs wore ther indlated with 4% FRa/ PRG at a
coedtant hagd pragsure of 10 om Hy0, and thee maintained in the inflaticn
selytion umil Feation. Three serigl sagittal lung sections were ther
prepared from formalin fixed, paraffin blocked lurg tissue and staired far
haomateseylin and oasin, Foriadic-acid Schift and trichrs:
dermorntratians, respectietk

Table L. Dual inhibition of hiL-4 and hiL-13 induced STATG
phospharylation in TE1 cells by PRS-060/AZ01802

08T Nk 4 0,007 014 5 2004

I mwtein
{Fitrakinral
& b an in vt assay wsing TF-1 cell, PRS-D60MAZDIA02 showed dusal

invkitbon of IL-4R and IL-13R sigralling by Inhibiting both the 1L-4 and

IL-13 induced STATE phasphorylation with 50 - 90 fold preater patency

compared ta pitrakinr {table 11, respectiely,
Figure 1. Inhibition of a] IL-4 and b) IL-13 induced TF1 cell
praliferation by PRS-DE/AZD1402
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* In afunctianad cell-based assay, PRS-DE0/201402 Inhibited IL-4 3nd 1L-13

af TF-1 cells
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Figure 2. Inhibition of IL-13-induced gablet cell metaplasia by
PRS-DEQ/AZD 1402
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Figare 1),

Swedne: " mon Gomauling, Madardnn, Germany;

® by i humian airway epithelinm culturesystem (30 Mucildie™), PRS-
EOAZD1AE effectively inhibits IL-13 induced goblet cell metaplasio with o
similar potency to AMGE17, an anthii-4 receptor alpha (iL-&Ra| monocional
antibody, and & greates potendy than pitraking (figure 2).

Figure 3. Effect of PRS-D60/AZD1402 on IL-13-induced
Increases n eotaxin gene expression in murine PO maodel
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Figure 5, Effect of PAS-060/AZD1402 an OVA induced
48 hours post ima
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I g i rharm s adyeaic medel dmlooedmnuma sad mice, pre-
e atrwers with FRCS-DGOYATTIIA0D gheen win the it route, inhibited 1L-13-
induced eataxn gene expression. & dose of 2jsg fmouse inhibited this
resEpanse cuir & 2-hour period {figune 31

= In g e a5t hma madel developed in the humsnised mouse, PRS-
OBIATDL 02 grven it (3@ ienausal twice, 0% hours pros to and 24
haars past (W challongs, Inhibited antigen-induced
Ml in the BAL 45 hours gast chalkénge (figune 5. In this madl,

breatrern was assodated

sigridficant reductinns in broncriolar and svestar inflammation,

osinaphil, neut iaghi, macraphags nfiration, branchiclar @ pithelial

hygwerplasis and fiimpiasin (figurs 4).

ummary

* PRS-DE0/AZDNA0D is & potent and selacti antagonist of tha IL-4Ra that
bas & camparshle prafile to the maneclonal sibody 8o this receptarn,
chugslumab, and 50-50 fold greater potency than the inhaled 1L-4 mutein.
pitrakine.

* PRS-060/AZ0I400 wifectively inhibits 1L-13 i rduced ganket cel
metagiasia i viere supporting the concept that treatment will reduce:
mecus fypersecretion in moderate fo sevene asthma patients.

= I a muring PD model a single intra-tracheal dase of PRS-OS0/AZD40T
ot nthy inkibited an B-13 induced response and Fad o 24-haur doration
of action.

® I & muning asthma modal, intra-tracheal PRE-DS0/AI01402 reduced
plmcmary inflarmaticon as sisecaed by an hiion of BAL cell
recruitment and via 3 reduction in sntiger-induced hetopatholegical

5,

h all prodile of 02 supperts its desslopment &san
inhaled therapy for moderate to severe asthma. Non-clinical sadety studies
s..qm that this inhalad Ancicalin thevipetic b ala s wel toisrated and
and efficacy in

ically for safety,
mu Phaze 1sudles (NETO34250) and NCTO578051,
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