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MepiTTwoelg acOevwy pe avOeKTIKR TTpooBoAn dépupaTtog (1)

NMEPINTQZH 1:
['uvaika, 32 eTwv
= KamvioTpia
= 2EA amé 12¢tiag: vepitida t1agns V lupus, TepikapdiTidq,
OTOMATIKA €AKN, apBpaAyieg, AAWTTEKIA, TTAVKUTTAPOTTEVIQ

= [lponyouueveg Beparreiec: topical tacrolimus, clobetasol,
prednisone, HCQ, MMF rituximab kai belimumab.

[Tapouoa VOOOC: EKTETAMEVN OEPUATIKI TTPOCBOAN UE
OUAWTIKI aAwTTEKIa KAl DIOKOEIDEIG TTAAKES OTO TPIXWTO TNG
KEQAANG, OTO TTPOOWTTO KAl KNAIOEG Kal TTAAKES OTIC TTAAAUEG,
Ta X€pPIa Kal Ta TTOdIa

Twpivr Bepartreia: kKopTikooTeEPoEIdry, MMF, HCQ kai 1 déon
rituximab 3 pAveg vwpitepa

‘Evap¢n Anifrolumab 300mg/pRva + MMF 3 g/uépa + prednisone 40mg/pépa

Blum F.R., et al. Clinical and Experimental Dermatology 2022, 47, pp1998-2001.



MepiTTwoelg acOevwy pe avOeKTIKR TTpooBoAn dépupaTtog (1)

MEPINTQXZH 1:
‘Evap¢n Anifrolumab 300mg/pAva + MMF 3 g/pépa + prednisone 40mg/pépa

s
_;:
v\ "4

Emituxnc Sdiakorrn) mpedvi{oAdvng amo
40mg og Omg nuePNOiIwg META ATTo 4
gBoouadec Anifrolumab

Xwpic urrorporrn) kai AE 6 unveg usra

Blum F.R., et al. Clinical and Experimental Dermatology 2022, 47, pp1998-2001.



MepiTTwoelig acOevwy pE avOeKTIKE TTPOCROANR dEppATOG (2)

NMEPINTQZH 2:

» [uvaika 51eTwv

= KarmvioTtpia 29py

= 2EA ammd 13¢Tiag: deppaTIKOG AUKOG, AsukoTTevia, BpopuBoTtrevia, apBpalyiec, KOTTwon Kal BETIKOG
OPOAOYIKOC £AEYXOC

» [lponyoupevec BepaTreiec: TOTTIKY KAOBETACOAN, TOTTIKA KAl P.0. KOPTIKOOTEPOEIDN, HCQ, MTX,
AZA ka1 dayovn.

[Mapouoa véooc:
ATTOXPWMATIOUEVEG, UTTEPTPOPIKES TTAAKEG OTA AVW AKPA, TIPOCWTTO KAl KOPUO

Qepartreia: HCQ ,AZA kai rpedvidovn.

‘Evapén Anifrolumab 300 mg/ 4 eBdopadeg + HCQ 400mg/nuépa + AZA+ 1TpedvifoAovn

Blum F.R., et al. Clinical and Experimental Dermatology 2022, 47, pp1998-2001.



MepiTTwoelig acOevwy pE avOeKTIKE TTPOCROANR dEppATOG (2)

NEPINTQZH 2:
(b) [

Week 20

Emituxric diakorrn mmpedvi{oAovng kai AlaBsiomrpivng pera amo 4 eBéouadeg Anifrolumab

Xwpic urrorporrn) kai AE 7 unveg usra

Blum F.R., et al. Clinical and Experimental Dermatology 2022, 47, pp1998-2001.



MepimTTwoelig acOevwy pe avOeKTIKR TTpoo oA dEppaTtog (3)

NEPINTQZZH 3:
» [uvaika 22 eTwv
= 2EA ammd 9etiag Kupiwg depuaTiki TTPOCBOAN
» [lponyoupeveg BePATTEIES: TPIAUKIVOAOVN, KAOBETAOAN Kal TTIMEKPOAIMOUG, quinacrine,
prednisolone, HCQ, MMF, belimumab (4 €1n)

[Mapouoa voooc:

" ATTOXPWHOTIOMEVEG, ATPOPIKEC TTAAKEC OTIC TTAPEIEC KAl TO TPIXWTO KEPAANG. YTTEPXPWHATIKEC,
UTTEPTPOPIKEG TTAAKEG OTA AVW AKPA, METWTTIAIA/ HETWTTOKPOTAPIKI XWEA, AUTIA, AAWTTEKIO

» EmmAéov ekdNAwon veppitidag tacns V

» Twpivr) Bepartreia: ToTTIKA betamethasone, tacrolimus, quinacrine, belimumab kai TToAAaTTAG
oxnuara Tpedvi(oAdvng

‘Evap¢n Anifrolumab 300mg/pAva + MMF 3 g/pépa+ HCQ 400mg/ pyépa+ prednisone 20mg

Blum F.R., et al. Clinical and Experimental Dermatology 2022, 47, pp1998-2001.



MepimTTwoelig acOevwy pe avOeKTIKR TTpoo oA dEppaTtog (3)

NEPINTQZH 3:

Week O Week 12 post Anifrolumab

Blum F.R., et al. Clinical and Experimental Dermatology 2022, 47, pp1998-2001.



MepiTTwWOEIg aoBevwv e avBeKTIK TTPOooBOAN dEpuaTog (4)

NMEPINTQZXH 4:

['uvaika 31 eTwv

= 2EA ue apBpitida, chilblain lupus kal dioko€1dn
AUKO

= AoToxia gg uWnAEG OOOEIC KOPTIKOOTEPOEIDWV,
HCQ, ouvBeTika kai Biodoyikd DMARDs

= [lapodikr) BeATiwon pe KukAo@wo@auidon po

= SLEDAI 2K: 13

‘Evapén Anifrolumab 300mg/pAva + MTX 7.5
mg/eBd + prednisone, 5mg

Week 8: BeAtiwon apBpitidag (Tj=10 / Sj=2 — Tj =0/Sj=0)
BeAtiwon deppartikiic TpooBoAnc (CLASI-A 26 — 9)

Week 20: CLASI-A — 3
Week 24: SLEDAI-2K 13 —2

% 2ZUvéXIon BeATiwoNG evepyoTNTAG OTTO TO dEPPA EWG TNV I &
eBoOopada 32 (CLASI-A — 1)

Trentin F., et al. JAMA Dermatology, 2023



MepimTTwoeig acOevwy pe avOeKTIKE TTPOOBOAR dEpuaTog (5)

MEPINTQZXH 5:
['uvaika 59 eTwv
= XpOvIog depUATIKOG AUKOG Je DLE kai Xpovia oUAWTIKA
QAWTTEKIO

=  AocToxia/ducavetia o€: TOTTIKA KOPTIKOOTEPOEIDN,
avBeAovooiakd, docetaxel, doxorubicin, KuKAOQWO@aAuidN,
ouvBeTikd DMARDs kai JAK inhibitors

‘Evapén Anifrolumab 300mg/uRva

Week 4: CLASI-A 24 — 5
SLEDAI-2K 4 —2 (Ggpeon TpIXOTITWONC)

Week 12: CLASI-A — 5

Trentin F., et al. JAMA Dermatology, 2023



MepiTTwoelig acOevwy peE avOeKTIKE TTPpocBoAR dEpuaTog (6)

&

NMEPINTQZXZH 6:
['uvaika 40 eTwv
= XPOVIOG EKTETANEVOG DEPUATIKOG AUKOG UE
TTPOCBOAN KEPAARG, TTPOCWTTOU, BWPAKOC,
AKPWYV

= AogToxia o€:
HCQ, MTX, AZA, MMF, Rituximab
= Xpovia Xpron KOPTIKOOTEPOEIDWV ' _
(MpedvidoAdvn 10mg/day) baseline

‘Evapén Anifrolumab 300mg/pRva

Emiruxnc¢ eAarrwon
mpedvI(OAOVNC Ao

10mg o€ 2mg
NHEPNOIWS META ATTO
6 unveg Anifrolumab

2 months on ANIFROLUMAB

Shaw K., et al. JAMA Dermatology, 2023
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AutoavTiowpaTa Kal Type | IFN gg@avidovtal TTpIv TNV EVApEn KAIVIKWYV

EKONAwoewyv 2ZEA

Longitudinal changes in serum level/activity

preceding SLE classification in patients with SLE (n=55)

(

Years prior to classification

IFN = interferon; La = lupus antigen; RNP = ribonucleoprotein; SLE = systemic lupus erythematosus; Sm = anti-Smith.
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Munroe ME, et al. Ann Rheum Dis. 2016;75(11):2014-2021
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Type | IFN and the Pathogenic Feedback Loop Driving SLE'™®
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1. Rénnblom L, Leonard D. Lupus Sci Med. 2019;6(1):e000270. 2. West PK, et al. Glia. 2019;67(10):1821-1841. 3. Menon M, et al. Immunity. 2016;44(3):683-697. 4. Chan VS,
et al. Autoimmun Rev. 2012;11(12):890-897. 5. Liu Z, Davison A. Nat Med. 2012;18(6):871-882.



O poAog TnG Type | IFN oTIg KAIVIKEG EKONAwOoeIg ZEA Tou (1/3)

m * Increased expression

UV light, smoking_ Rl of several Type | IFNs and
~ ) Type | IFN-regulated Fully

| ™~ D {37 genes?? developed skin MUCOCULANEOUS
lesion (interface ) )

s 4[ - Keratinocyte production of dermatitis)? manifestations

Type | and Type Il IFNs?
Type | IFN
Cytotoxic @@ 2/
chlls - /

Epiphyseal bone
* Increased expression Chronic synovial

Synovial cavity fT | IEN=inducibl
Synovial lining 0] ype_ —II’.I ucible o Lupus
Articular genes in synovial arthritis

cartilage tissueb.?

Joint capsule

*IFN = interferon; SLE = systemic lupus erythematosus.

1. Wenzel J. Nat Rev Rheumatol. 2019;15(9):519-532. 2. Sarkar MK, et al. Ann Rheum Dis. 2018;77(11):1653-1664. 3. Berthier CC, et al. J Clin Med. 2019;8(8):1244. 4. Ceccarelli F, et al. Semin Arthritis Rheum.
2017;47(1):53-64. 5. Structure of synovial joints. Updated August 13, 2020. Accessed March 8, 2021. https://med.libretexts.org/@go/page/7516. 6. Nzeusseu Toukap A, et al. Arthritis Rheum. 2007;56(5):1579-

1588. 7. Hubbard E, et al. Sci Rep. 2020;10(1):17361.




O poAog TG Type | IFN oTIg KAIVIKEG EKODnNAwoelg ZEA Tou (2/3)

Podocyte

IC deposits

* Accumulation of pDCs Increased nephron

and express_,ion of mass, inflammatory TR Yot e s Lupus
P g Type | IFN-inducible infiltrates, hypoxia, St ' nephritisa
& oo genes in kidney kidney fibrosis!
‘ " Monocytes biopsies*®
SR>

. ©0g0
Cytokines o

o

Vascular injuries and thrombosis

Atheroma

Cytokines - o —i )
.o ics o 4 Paae T?\lgletlthl'Nl éndrﬁced 4 Premature Cardiovascular
09 | endothena’ damage and  atherosclerosis!2 disease
o Enltliothellal foam cell formation#
cells

Foam cells

aAvailable at: https://kidneypathology.com/English_version/Lupus_nephritis.html with permission.

IC = immune complex; IFN = interferon; pDC = plasmacytoid dendritic cell; SLE = systemic lupus erythematosus.
1. Liu Z, Davidson A. Nat Med. 2013;18(6):871-882. 2. Crow M. J Immunol. 2014;192(12):5459-5468. 3. Tsokos GC. Nat Immunol. 2020;21(6):605-614. 4. Tucci M, et al. Arthritis Rheum. 2008;58(1):251-262. 5. Der E, et al. Nat Immunol. 2019;20(7):915-927. 6. Peterson KS, et
al. J Clin Invest. 2004;113(12):1722-1733.




O poAog TnG Type | IFN oTIg KAIVIKEG EKONAwOoeIg ZEA Tou (3/3)

BBB loss of integrity

Endothelial
L L ol ol _}cgll il in the CSF of patients

Antibadies . CYtOKINes with NPSLE?
I;] I /@I 0N _—~ Interstitial ]
Y at ofo 3:{% flud <+ Type I IFN—-induced
— Astrocyte feeNiCroglia activation®*

Activated
microglia

Elevated levels of IFN-a

Neuropsychiatric
disease

Parenchymal
brain injury?!

BBB = brain-blood barrier; CNS = central nervous system; CSF = cerebrospinal fluid; IFN = interferon; NPSLE = neuropsychiatric SLE; SLE = systemic lupus erythematosus.
1. Schwartz N, et al. Nat Rev Rheumatol. 2019;15(3):137-152. 2. Shiozawa S, et al. Arthritis Rheum. 1992;35(4):417-422. 3. Ronnblom L, Leonard D. Lupus Sci Med. 2019;6(1):e000270.



To Anifrolumab Trapeptrodilel Tn onuarodoétnon IFN TutToU |
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uTTOd0XEA IVTEPPEPOVNG JORNARL T

TuTou I (IFNAR1) “a Binding inhibits Type | IFN Inhibits | llul
Uqu])\r'] £|6|KéTnTG KQl signaling, thereby blocking the
biologic activity of Type | IFNs Signaling

OUYYEVEIQ.

Blockade of receptor inhibits IFN-
Blocks the Expression responsive gene expression as
of IFN-regulated genes well as downstream inflammatory

and immunological processes.

Wegge

Riggs JM, et al. Lupus Sci Med. 2018;5(1):e000261.
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Screening
Day -30to -1

Eligibility criteria
Adults with
moderate to
severe SLE
Seropositive (ANA
and/or anti-dsDNA
and/or anti-Smith)
Receiving
standard therapy

TULIP-1 and TULIP-2

O1 TULIP-1 and TULIP-2 gixav TrTopOpoi1o oXedIaouo

TULIP-112

N=457
123 sites

TULIP-234

N=362
119 sites

WO

Anifrolumab 300 mg
IV Q4W n=180

Follow-up

w8 W40 W52

I\
Anifrolumab 150 mg ] 1° endpoint: ||_ """~ T
IV Q4W n=93 Treatment period SRI(4) _EZ(Ee_zrls_lf)p_
| I,
2:1:2
—» Placebo n=184
Mandatory
Taper glucocorticoid No taper
permitted taper attempt to permitted
<7.5 mg/day?
Anifrolumab 300 mg
= 1 AR
IV QAW n=180 E iod 1° endpoint: ||~ """ o
11 ! Treatment perio BICLA I§>Et_e_n_s_|9r_1I
! I//
Placebo n=182

SLEDAI-2K score

IFNGS test status (high or low) (<10 or 210)

aFor patients with baseline glucocorticoid dosage 210 mg/day prednisone or equivalent.

1. Furie RA, et al. Supplementary Appendix. Lancet Rheumatol. 2019;1:€208-19. 2. Furie RA, et al. Lancet Rheumatol. 2019;1:€208-19. 3. Morand EF, et al. N Engl J Med.
2020;382:211-21. 4. Morand EF, et al. Supplementary Appendix. N Engl J Med. 2020;382:211-221.

Glucocorticoid dosage
(<10 mg/day or 210 mg/day of prednisone or equivalent)

8W>



TULIP-1 and TULIP-2

Meiwon TnG CUVOAIKNG EVEQPYOTNTAOG VOO OU

TUL|P-11'a m Anifrolumab
n=180
60 - Placebo
Difference: 3.9 n=184
47 95% ClI: -6.3t0 14.1
50 4 Nominal p=0.455 47,1
43 Difference: 16.4
95% CI: 6.7 to 26.2
40 A pP=NR
S
" 30,2
= 30 -
Q
©
o
20 -
10 -
0

SRI(4) BICLA
primary endpoint secondary endpoint

The primary endpoint of TULIP-1, SRI(4) response at

Week 52, was not statistically significant?!

aData shown are from the amended rules for restricted medications analysis.

Patients (%)

60

50

N
o

w
(@]

N
o

10

TULI |:)_22,3 m Anifrolumab
n=180
. Placebo
55,5 _
Difference: 16.3 n=182
95% CI: 6.3 t0 26.3 ;
_ Difference: 18.2
1 47,8 p=0.001 95% Cl: 8.1 to 28.3
Nominal p<0.001
_ 37,3
31,5
BICLA SRI(4)
primary endpoint secondary endpoint

The primary endpoint of TULIP-2, BICLA response

at Week 52, was statistically significant?3

1. Furie RA, et al. Lancet Rheumatol. 2019;1:e208-219. 2. Morand EF, et al. N Engl J Med. 2020;382:211-221. 3. Morand EF, et al. Supplementary Appendix. N Engl J Med. 2020;382:211-221.




Pooled TULIP-1 and TULIP-2

Atravrnon Kata BICLA avegapTnTou ETITTEOWYV IVTEPPEPOVNG
(IFNGS Test—High and —Low Subgroups)

Proportion of Patients With Baseline IFNGS Test—High and Test-Low With BICLA Response at W52

IFNGS Test—High Subgroup? IFNGS Test-Low Subgroup?2
60 - _ 60 - Difference: 9.3
Difference: 18.2 95% Cl: -8.0-26.5
50 47.6 95% CI:_ll\i)I.QS—ZS.S 50 4 46,8 0=NR
< i 2
(] ()
g 40 2 40- 37,5
: 29,4 :
$ 30 ’ S 30 -
S S
) 20 A © 20 A
m m
B3 S5
10 - 10 A
O . T O 1 T
Anifrolumab 300 mg Placebo Anifrolumab 300 mg Placebo
n=142 n=88 n=29 n=24

Regardless of IFNGS status, a higher percentage of patients on anifrolumab achieved

a BICLA response compared to placebo at W52

aType | IFNGS was classified as either high or low by central laboratory screening using a 4-gene gPCR-based test from whole blood.
TULIP-1 data were analyzed incorporating the prespecified restricted medication rules. Differences in treatment estimates and associated 95% Cls were weighted and calculated

using a stratified CMH approach.
Morand EF, et al. Presentation OP0049. Presented at: European Alliance of Associations for Rheumatology (EULAR) Annual Congress (All Virtual); June 3-6, 2020



Pooled TULIP-1 and TULIP-2

ATTavTnon avegapTnTa A1TO TNV TTPONYOUHEVN XPNon BIoAoyikwy

TTAPAYOVTWYV

Patients were permitted entry despite prior biologic use, regardless of the reason for cessation, provided that they underwent a 3—-6 month

washout period. Previous biologic use was with belimumab (n=70), epratuzumab (n=49), tabalumab (n=18), or rituximab (n=14)

. a . . Anifrolumab 300 Placebo . 0 0
Efficacy endpoint Biologic use mg nN (%) n/N (%) Treatment Difference, % (95% CI)
: 4.2 ® 34.6
BICLA response, Experienced 32/75 (44.1) 17/70 (24.6) ! 19.4
@
hiieetiez Naive 139/285 (49.1) 95/296 (32.4) 8.8 e 24.5
: 9.9 ® 40.7
SRI(4) response, Experienced 39/75 (53.4) 19/70 (28.1) : 25 3
Week 52 Naive 149/285 (52.3) 128/296 (43.2) 0 o1 2
. : °
Sustained oral GC Experienced 20/39 (52.9) 9/32 (28.2) 20 24.7 47.4
taper <7.5 mg/day, 6.6 O
Week 40-52° Naive 76/151 (50.0) 50/153 (32.5) L 17.5 28.4
-30 -20 -10 0 10 20 30 40 50
Naive 0.51(0.40,0.64) | 0.64(0.51,0.81) SO EIE LV EN SO0 [

Efficacy favoring anifrolumab over placebo was observed in patients with or without previous biologic exposure

Results are descriptive only.

Reprinted from ACR Convergence held November 3-10, 2021. The American College of Rheumatology does not guarantee, warrant, or endorse any commercial products or services.
Reprinted by AstraZeneca. @The response rates, treatment differences, and associated 95% Cls were calculated using a stratified Cochran—Mantel-Haenszel method with stratification
factors of Systemic Lupus Erythematosus Disease Activity Index-2000 score at screening, glucocorticoid dosage at baseline, type | interferon gene signature status at screening, and trial
(TULIP-1 and TULIP-2). Data are descriptive only as this was a post hoc analysis of pooled TULIP-1 and TULIP-2 data. PAmong patients with baseline dosage 210 mg/day prednisone or
equivalent. “Annualized flare rate was analyzed with a negative binomial regression model.
Furie RF, et al. Poster 1740. Presented at: American College of Rheumatology Annual Meeting (All Virtual); November 3-10, 2021.



EAATTWON XPONS KOPTIKOOTEPOEIOWYV

TULIP-1 and TULIP-2

Patients With a Sustained Glucocorticoid Dosage Reduction of <7.5 mg/day From W40-522

TULIP-1%b

80 1

Difference: 16.7 80
95% CI: 3.51t0 29.8 N
70 1 70
Nominal p=0.013 _
60 60
< S .
2 = N
o 401 T 40
= s
o 30 A % 30
20 - 20 |
10 A 10 71
0 A 04
Anifrolumab 300 mg Placebo
n=103 n=102

TULIP-22

Difference; 21.2
95% CI: 6.8 to 35.7

p=0.01

52

Anifrolumab
n=87

300 mg

30

Placebo
n=83

More patients had a sustained glucocorticoid dosage reduction with anifrolumab vs placebo

Results for TULIP-1 are descriptive only.

a|n patients with glucocorticoid dosage =10 mg/day at baseline. An attempt at tapering to 27.5 mg/day was required between weeks 8 and 40; PData shown are from the amended

rules for restricted medications analysis.

1. Furie RA, et al. Lancet Rheumatol. 2019;1:208-219. 2. Morand EF, et al. N Engl J Med. 2020;382:211-221.1



TULIP-1 and TULIP-2

Meiwon e€apoewyv oTIG 52 eOOMADEG

~8 out of 10 patients treated with Anifrolumab+ SOC had no flares versus ~1 out of 2 patients on SOC alone

TULIP-1tac TULIP-222

12 - Rate ratio: 0.83 12 - Rate ratio: 0.67
95% CI: 0.60to 1.14 95% CI: 0.48 to 0.94
Nominal p=0.258 Nominal p=0.08
1,0 - 1,0 -
S g £
g o8 0.72 e 087
o IS
o 0,6 - \q_: 0,6 -
© ®
® o
g 04 1 S 04 -
o o
0,2 - 0,2 -
0,0 I T 0,0 I T
Anifrolumab 300 mg Placebo Anifrolumab 300 mg Placebo
n=180 n=184 n=180 n=182

Annualized flare rate was lower with anifrolumab vs placebo at W52

Results are descriptive only.

aA flare is defined as either 21 new BILAG-2004 A or =22 new BILAG-2004 B items compared with the previous visit; °Data shown are from the amended rules for restricted medications
analysis.

1. Furie RA, et al. Lancet Rheumatol. 2019;1:e208-219. 2. Morand EF, et al. N Engl J Med. 2020;382:211-221



Pooled TULIP-1 and TULIP-2

ATTOTEAEOUATIKOTNTA OTA OINPOPETIKA domains pe Baon 10 S
eBOopada 52

SLEDAI-2K ‘Responders’ by Organ Domain?

100 -~ _
B Anifrolumab

90 1 n=360

80

70 - B Placebo

60 4 55 56 60 n=366

50 ~
40 A
30 ~
20 A
10 -
0 _

n, baseline 348 351 335 349 237 320 39 40 41 32 25 35 30 29 2 2

49 51 52 50 50

Patients (%)

Mucocutaneous Musculoskeletal Immunology Vascular Hematologic® Renal Cardiorespiratory Central nervous
system

More patients responded in the mucocutaneous, musculoskeletal, and immunologic SLEDAI-2K domains with

anifrolumab 300 mg than with placebo; similar results were also seen in less frequently affected domains

apatients treated with restricted medication beyond protocol-allowed threshold, and those who discontinued anifrolumab, are regarded as nonresponders. SLEDAI-2K responder rates were calculated
using a stratified Cochran—Mantel-Haenszel approach; PPatients with severe active lupus nephritis or severe active central nervous system manifestations were excluded; °Excluding fever.

Morand EF, et al. Poster 1828. Presented at: American College of Rheumatology All-Virtual
Annual Meeting; November 5-9, 2020
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Aoc@daA&ia kai AE Tou Anifrolumab 300 mgt

Clinical Trial Program

Patients, n (%)? ANIro s 0 mg e ‘:'.'

Any AE 399 (86.9) 370 (79.4)

Serious AE 54 (11.8) 78 (16.7)

AE with outcome of death 2 (0.4) 0

AE leading to discontinuation 19 (4.1) 24 (5.2)
Nasopharyngitis? 75 (16.3) 44 (9.4)
Upper respiratory tract infection® 71 (15.5) 45 (9.7) ‘
Urinary tract infection 55 (12.0) 63 (13.5)
Bronchitis® 45 (9.8) 20 (4.3)

Any AEs occurring in 25% ‘ Infusion-related reaction 43 (9.4) 33 (7.1) ‘

of patients in the

anifrolumab group Headache 37 (8.1) 45 (9.7)

| Herpes ZosterP 28 (6.1) 6 (1.3) |

Back pain 24 (5.2) 20 (4.3)
Sinusitis 24 (5.2) 24 (5.2)
Cough 23 (5.0) 15 (3.2)

least twice the reported rate of the placebo group).

Tummala R, et al. Lupus Sci Med. 2021:8:e000464. doi:10.1136/lupus-2020-000464

tData from Pooled TULIP-1, TULIP-2 and MUSE Trials

aAn AE during the intervention period was defined as an AE with a date of onset on or after the day of the first dose of anifrolumab or placebo and on or before the day of the last dose of
anifrolumab or placebo plus 28 days. PAEs more common in the anifrolumab 300 mg group than in the placebo group (ie, 25% difference, or 25% incidence in the anifrolumab group and at
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Take Home Messages

To anifrolumab gival 0 pévog BlIoAoyIKOG TTapAyovTaG TTOU AVACTEAAEI T ONUATOdOTNON
Type | IFN . , g . ’
IFN TUTtrou |, eptrodidovTag €101 TN BioAoyikr) TNG dpdacn.

©

H xprion Tou Anifrolumab eixe wg armrotéAeopa:
v' Tnv eAdTTWON GUVOAIKAG evepyodTNTAG TOU ZEA

e o _ v' Tnv eA&TTWON YAUKOKOPTIKOEIDWV
\/\llw Efficacy v' Tn BeATiwon evepydTNTaC TNG OEPMUATIKIG VOOOU
» Ta o@€An Tou Anifrolumab TTapaTnpriBnkav aveedpTnTa atrd Ta XOPOKTNPIOTIKA TOU
acBevoug, Tn diIdpKeIa TNG vOoou, TNV opoloyikr) kataotaon (C3/C4 kal anti-dsDNA),
TIC TTpoNyouueveG Bepartreiec | Ta etTitreda IFNGS.
O1 1m0 cuxVvEC AE TOU QOpPUAKOU €ival O AOIMWEEIG TOU AVWTEPOU AVATTVEUCTIKOU, N
@ Safety BpoyxiTida kal ol avTiIdpaoelg TTou oxeTiovral uE TNV Eéyxuon. O £€p1rng {WoTAPAS
ATav TTI0 ouxVvog Je To Anifrolumab évavri Tou placebo.
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