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KAwvikn Meplmtwon

Woman 33 years old, nulliparous

History of hypothyroidism

Diagnosed with SLE in 2011: ANA 1:320+, anti-dsDNA+, anti-Ro/SSA+, arthritis,
thrombocytopenia (>70.000/mm3), acute cutaneous lupus, hair loss/alopecia,

In 2013, she developed kidney disease (minimal change disease) attributed to lupus, and
she responded very well to glucocorticoids (18 months’ course) and azathioprine

2015-2016: repeated episodes of active rash and arthritis, managed with short course of
glucocorticoids. Azathioprine was temporarily switched to methotrexate, which was not
tolerated (Gl distress)

On 02/2016 she presented with an acute flare:

o Fever >38, fatigue, rash (ACLE) over the trunk and upper arms, hair loss, arthritis
(wrists, MCPs, MTPs), 1 anti-dsDNA, {, C3/C4, 1 ESR/CRP

o Treatment: HCQ 400 mg/d, azathioprine 150 mg/d

o She received pulses IV methylprednisolone (2 grams) followed by oral prednisone
(30 mg/day, gradually tapered to 7.5 mg/day after 3 months)



KAwvikn Meplmtwon

* During the next months, the patient experienced

o 3 additional relapses of SLE (arthritis, fever, rash) at a prednisone dose of 7.5-10

mg/day

o She also had lymphopenia (1000/uL), serological activity (> anti-dsDNA, {,

C3/C40 and 1™ ESR/CRP

o All flares were treated with increases in glucocorticoids while ciclosporin was

added to azathioprine

* On06/2017:

While on treatment with HCQ 400 mg/day, azathioprine 150 mg/day,
ciclosporin 100 mg/day, prednisolone 10 mg/day, she developed left pleurisy

Chest CT reveled mild/moderate pleural effusion (left) and mild pericardial
effusion. She still had serological activity, and residual activity from skin, joints
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Ol UTtOTPOTIEC EiVaL CUXVEG Kol EMILEOPOUV OLPVNTLKA GTNV
nPOyvVwon tng vooou

AoOeveic «uPnAov KwvéUvou» yla

Survival Function
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Ines L, et al. Rheumatology. 2014; 53: 85-9
Ugarte-Gil MF, et al. Lupus. 2018; 27(4): 536-44
Petri M, et al. Arthritis Rheum. 2013; 65(8): 2143-53



More than 50% of patients remain on GC treatment after more than 4
years of follow up

“survival” of treatment
with glucocorticoids

« 2860 patients, >19800 visits i S S

e Asia-Pacific Collaboration SLE cohort A

* Mean follow-up: 2 years

survival probability

 30.5% had SLEDAI-2K >4 at
baseline

T
750 1000 1250
Total PNL exposure time (days)

* 48% developed at least one flare

 12% accrued new organ damage _
Immunosuppressives were more frequently

discontinued as compared to glucocorticoids,
espically in patients with moderate activity !!

Kandane-Rathnayake et al. Arthritis Care Res. 2022; DOI
10.1002/acr.24740



BAGBNn opydvwv & ocuvwoonpotnteg

Fibrosis

Atherosclerosis (Ml, CVD) Kidney fibrosis-atrophy Osteonecrosis

Jonsen A, et al. Arthritis Care Res 2011; 63:1233-1237; Yurkovich M, et al. Arthritis Care Res 2014; 66:608—-616
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Up to 40-50% of SLE patients accrue organ damage within 7
years since diagnosis

Plot of Kaplan-Meier Estimate of « Damage develops in 15-20% of SLE patients

the Survivor Function for SDI Worsening, cops . . .
Stratified by Initial SDI State within the first two years since disease
diagnosis
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Bruce IN, et al. Ann Rheum Dis. 2015; 74:1706-13; Pego-Reigosa JM, et al. Rheumatology (Oxford). 2016 (epub);
Conti F, et al. Lupus. 2016; 25: 719-726; Gergianaki |, et al. Ann Rheum Dis. 2017; 76(12):1992-2000; Nikolopoulos D, et al. Lupus. 2020; 29(5): 514-522
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Reduced quality of life (QolL) in patients with SLE

v'HRQol is reduced in SLE patientsl . Only partially related to disease activity = rather,
associated with pain, fatigue and other patient-related factors

v'The extent of this reduction is comparable to severe medical illnesses, including AIDS,
Sjogren’s syndrome and RA , psoriatic arthritis, congestive heart failure, post-myocardial
infarction?34
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SLE

1) Kiani A, et al. Rheumatology 2013; 52:1651-1657; 2) Mc Elhone, et al. Lupus 2006;15:633—643; 3) Thumboo J and Strand V. Ann
Acad Med Singapore 2007; 36:115-122; 4) Jolly M. J Rheumatol 2005;32:1706-1708
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Attainment of theapeutic goals (remission, low disease activity)
is linked to improved outcomes in patients with SLE

Reduced organ damage accrual

Reduced flares (including severe)

Low disease activity
::> Reduced hospitalizations

Remission

Reduced direct healthcare costs

SLEDAI <4 1 clinical
SLEDAI-2K=0 Impraved health-related quality of life

<5 mg/nu. npedvilovn

G Reduced mortality

Yeo A-L, et al. Arthritis Care Res. 2019; doi: 10.1002/acr.24023; Zen M, et al. Ann Rheum Dis. 2015;74: 2117-2122; Zen M, et al. Ann Rheum Dis.
2017; 76: 562-565; Ugarte-Gil MF, et al. Lupus Sci Med. 2021; 8(1):e000542; Golver V, et al. Lancet Rheumatol. 2019; 1: €95-102; Golder V, et al.
Lancet Rheumatol. 2019; 1: e103-10; Sharma C, et al. Arthritis Care Res (Hoboken). 2020; 72: 447-51; Kandane-Rathnayake R, et al. Lancet
Rheumatol. 2022; 4: e822-30; Petri M and Magder LS. Arthritis Rheumatol. 2018; 70: 1790-5



Targeted (biologic) therapies in SLE

* Tailored to the underlying pathophysiology of the disease

* Indicated as ‘add-on’ therapy especially for cases with incomplete disease control
under ‘standard-of-care’ treatment

* Belimumab (anti-BAFF)

* Anifrolumab (anti-IFNAR)



Belimumab (anti-BAFF mADb)
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ABpoLoTIKA SESOUEVA OTIOTEAEGLOTLKOTTOG OLTLO TLG
TUXOLLOTTOLNEVEC KALVLKEG SOKLMEC
(h=1217 SoC, n=1869 BEL+S0C)

Figure 2. SRI-4 response over 52 weeks in the overall population

@ Placebo + ST (N=1203) @ Belimumab + ST (N=1846)
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Time since first dose (weeks)
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*p=0.2701; **p<0.01, **p<0.0001

Patients receiving belimumab were
52% more likely to experience
sustained SRI-4 response (maintained
through Week 52)

(hazard ratio [95% Cl]: 1.52 [1.36,
1.69]; p<0.0001)

Petri M, et al. Ann Rheum Dis. 2022; 81 (Suppl 1): 323; DOI: 10.1136/annrheumdis-2022-eular.1807



ABpPOoLoTIKA SESOMEVA ATTOTEAEGLATIKOTNTOG OLTTO TLG TUXOLLOTIOLNLEVEG
KAWLKEG SOKLUEG (n=1217 SoC, n=1869 BEL+SoC)

Favours placebo Favours belimumab
Placebo + ST OR (95% CI)

(;;1[2)1]?’] vs placebo; p value ¢

Overall population 501/1203 (41.6) 1011/1846 (54.8) 1.70 (1.46, 1.98); p<0.0001 ——
Subgroups at baseline 1
SELENA-SLEDAI score 1

=g 186/524 (35.5)  337/312(415) 1.26 (1.00, 1.59); p=0.0540 -e—

=10 315/679 (46.4) 674/1034 (652) 2.12 (1.73, 2.59); p=0.0001 I ——
3D score :

0 344/750 (45.3)  TO7/1246 (56.7)  1.56 (1.29, 1.89); p<0.0001 —8—

=1 157/444 (35.4)  303/598 (50.7)  1.95 (1.50, 2.54); p=0.0001 : —
Disease duration, years 1

<2 166/345 (48.1)  313/550 (56.9)  1.38 {1.05, 1.83); p=0.0218 —e—

=2 335/856 (39.0)  698/1295 (53.9) 1.85 (1.54, 2.22); p=0.0001 I —e—
Biomarkers 1

Anti-dsDNA+ and low C3/C4, yes ~ 199/580 (34.3) 511/933 (54.8)  2.53 (2.01, 3.19); p=0.0001 1 ——

Anti-dsDNA+and low C3/C4, no 302623 (485)  500/913 (54.8)  1.26 {1.02, 1.56); p=0.0292 e

1

Low C3 and/or C4, yes 245/685 (35.8)  5B6/M069 (54.8) 2.34 (1.89, 2.89); p=0.0001 1 ——

Low C3 andior C4, no 256/518 (49.4) 425777 (54.7) 1.22 (0.97, 1.53); p=0.0882 —e—

Anti-dsDNA positive 332/846 (39.2) 7271336 (54.4) 1.92 (1.60, 2.30); p=0.0001 1 —8—

Anti-dsDNA negative 169/357 (47.3) 284/510 (55.7)  1.33 (1.00, 1.76); p=0.0499 !—.—l
Concomitant medications 1

Glucocorticoid use, yes 442/1065 (415) 911/1629(55.9) 1.81 (1.54, 2.12); p=0.0001 1 ——

Glucocorticoid use, no 59138 (42.8) 1007217 (46.1)  1.04 (0.66, 1.62); p=0.8809 I—'—i

Glucocorticoid dose <7.5 mg 174/448 (38.8)  344/666 (51.7)  1.67 (1.30, 2.15); p=0.0001 —e—

Glucocorticoid dose =7.5 mg 3271755 (43.3)  667/1180(56.5) 1.73 (1.42, 2.09); p<0.0001 —e—

IS use, yes 2430636 (38.2) 5006959 (52.1)  1.77 (1.43, 2.18); p=0.0001 —8—

IS use, no 258/567 (45.5)  511/887 (57.6)  1.63 (1.31, 2.03); p=0.0001

Glucocorticoid + IS + AM use, yes  136/353 (38.5)  301/575 (52.3)  1.71 (1.29, 2.27); p=0.0002
Glucocorticoid + IS + AMuse, no ~ 365/850 (42.9)  710/1271 (55.9)  1.68 (1.40, 2.02); p=0.0001
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Petri M, et al. Ann Rheum Dis. 2022; 81 (Suppl 1): 323; DOI: 10.1136/annrheumdis-2022-eular.1807



Cumulative probability

Belimumab helps to stabilize SLE and reduce the need for glucocorticoids

Prevention of flares

= Placebo
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HR:0.71 HR: 0.64
0.30= _ -
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33.9%
n=558/1648

—e— Placebo —e— Belimumab

27.4%
n=296/1079
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Visit (week)

The risk for increasing the dose of GC was
significantly lower in belimumab- vs. placebo-treated
patients (HR 0.65; 0.52, 0.81, p=0.0001)

Week 52 Odds Ratio (95% Cl) vs placebo: 1.41 (1.18, 1.70)
p=0.0002



Belimumab reduces the risk for severe flare irrespective of improvement in
disease activity

40 Responders (n = 761)

Placebo
= = = Belimumab 1 mg/kg HR:1.28 (0.62, 2.67)2 p=0.50
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MNpoAnyn avantuénc BAAPNG o Gpyava-otoxoug o acOeveic
2EN uno Bepamneia pe belimumab

[ Hazard ratio = 0.391 (95% CI 0.253 to 0.605); p<0.0001 ]

100 o ‘Tfi‘ - :
e e | Sdmmai « Data from the BLISS trials were
qg 7 N S SOC”KM Belimumat; éxponential compared agai nSt ‘h iStoricaI
E b= +__ iHazard rate = 0.036 (95% CI 0.025 to 0.051) controls! (propenSIty matChlng
5 s0- o —— applied)
= SoC exponential
; Hazard rate = 0.091 (95% CI 0.072 to 0.115) ] . .
s * Patients treated with belimumab
x B were 61% less likely to progress
to a higher SDI score over any
0 given year of follow-up, compared
0 1 2 3 s 5 6 7 g with patients treated with SoC
Years since baseline* alone
Total number of patients at risk at each time point
Belimumab 179 166 137 121 112 88 65 31 0
SoC 179 135 111 83 71 57 44 30 28 Jrowitz MB, et al. Ann Rheum Dis. 2019;78:372-9
Figure 3 Difference in time to organ damage progression in patients with >1 year of follow-up.*Years are 48 weeks in length. :nhoven R, et al. Rheumatok)gy_ 2020; 59: 281-91

KM, Kaplan-Meier; SLE, systemic lupus erythematosus; SoC, standard of care.

Jrowitz M, et al. Lupus Sci Med. 2020; 7: e000412



Effect of Belimumab on Preventing[de novo
Renal Lupus Flares

*P<0.05*P<0.01,** P<0.001

10.7%

©

8.7%

7.1%

>

" Placebo

Belimumab IV 1 mg/kg

Belimumab IV 10 mg/kg
I Belimumab SC 200 mg

Patients (% and flares/N) who developed renal flare
w

o

Figure 1. Renal flares in patient subgroups across belimumab
dosage forms. Bars depicting proportions of patients who developed
at least 1 de novo renal flare during follow-up in patient subgroups
exposed to belimumab treatment of different dosage forms
compared with patients from the same studies treated with placebo.
IV, intravenous; SC, subcutaneous.

Kidney Int Rep (2023) 8, 1822-1830; https://doi.org/10.1016/j.ekir.2023.06.021
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MeAgtn BLISS-LN: amoteAeopatikotnta tou belimumab (add-on) otn
EVEPYO vedpitida AUkou

55% greater odds to meet the primary endpoint 74% greater odds to achieve complete renal

of renal response

PERR? CRR

response

100 -
— Prednisone <10 mg/day
=80 4 - Per protocol use of glucocorticoids — Prednisone <10 mg/day
2 — Induction therapy completion 2 — Rescue use of glucocorticoids @0 — Per protocol use of glucocorticoids
; not allowed < — Induction therapy completion 2 — Rescue use of glucocorticoids
60 A A %’0 | notallowed o (959 Cl)= 1.74
e 43.0% ) A A (1.11, 2.74)
QS S Eb 8 SV e o SO QDD P ot B = P=0.0167
40 - s - - — ©
Y 40 A 30.0%
/ o //\"_‘7\,\//'_‘\7\7___
20 - / 32.3% _ -
R (95% CI)= 1.55 (1.04, 2.32 20 ~ —
oR g =100 230 y
- pe
8 16 24 32 40 48 56 64 72 '8 8 96 104
Yot 8 16 24 32 40 48 56 64 72 80 88 96 104
Placebo +5T (N=223) Placebo + ST (N=223)

aDefined by response at the Week 100 visit that was confirmed by a repeat measurement at the Week 104 visit. PERR = uPCR <0.7; and eGFR 260mL/min/1.73m? or no more than 20% below pre-flare value;
and not a treatment failure (no rescue therapy)

Cl= confidence interval; IPD= investigational product discontinuation; IV= intravenous; mITT=modified intention to treat; NR= non responders; OR= odds ratio; PERR= primary
efficacy renal response; ST= standard therapy; TF= treatment failure; WD= withdrawn

Furie R, et al.,. N Engl J Med. 2020 Sep 17;383(12):1117-1128. doi: 10.1056/NEJM0a2001180. PMID: 32937045



49% lower odds for renal adverse event or death in LN patients treated with

belimumab versus SoC

08 - HR (95% CI)
o 0.51
9] (0.34, 0.77)
P=0.0014
0,4 -

0,2

O T T T T T T T T T T T T T T T T T T T T T T T T T T

O 8 16 24 32 40 48 56 64 72 80 88 96 104
Placebo + ST (N=223)  —""Blf&§Umab 10mg/kg + ST (N=223)

No. patients at risk
Placebo + ST 203 185 175 154 147 137 129 126 120 116 112 110 78

Belimumab + ST 209 192 186 167 162 159 157 151 142 139 133 130 102

Events ¢, n

Renal worsening®

Treatment failure due to
renal disease®

Doubling of serum
creatinine

ESRD

Patient death

63

39

20

Belimumab

10mg/kg + ST
N=223

35

17

16

3First event for each patient with an event; PDefined by increased proteinuria (a reproducible increase in uPCR to >1g if the baseline value was <0.2g, to >2g if the baseline value was 0.2-1g, or more than twice the value at baseline if the baseline value was >1g), or
impaired renal function (a reproducible decrease in GFR of >20%, accompanied by proteinuria >1g), and/or cellular [RBC/WBC] casts); “Based on adjudication of treatment failures; 9Renal-related event is defined at any one of the following: end stage renal disease,
doubling of serum creatinine, renal worsening from Baseline (increased proteinuria [reproducible increase in uPCR to >1g if baseline value <0.2g to >2g. if baseline value was 0.2-1g, or more than twice the baseline value if baseline value was >1g] and/or impaired renal

function [reproducible decrease in GFR of >20%, accompanied by proteinuria >1g and/or cellular casts]), or renal disease related treatment failure
Cl= confidence interval; ESRD= end-stage renal disease; GFR= glomerular filtration rate; HR= hazards ratio; ST= standard therapy; uPCR= urinary protein:creatinine ratio

Furie R, et al.,. N Engl ] Med. 2020 Sep 17;383(12):1117-1128. doi: 10.1056/NEJM0a2001180. PMID: 32937045




2tabepormnoinon tou puduol onelpapatiking S11Onong Kata tn dtapkela
Oepanciog pe belimumab (+SoC) otn vedpitida ZEA

Average GFR was higher in belimumab-treated Lupus Nephritis patients
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Furie R, et al.,. N Engl J Med. 2020 Sep 17;383(12):1117-1128. doi: 10.1056/NEJM0a2001180. PMID: 32937045 appendix
BSA= blood serum albumin; eGFR= estimated glomerular filtration ratio; IV= intravenous; SE= standard error; ST= standard therapy
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Long-Term Impact of Belimumab on Health-Related
Quality of Life and Fatigue in Patients With Systemic Lupus
Erythematosus: Six Years of Treatment
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IFN-w O

IFN-B

Anifrolumab \\ *
)

D0 -
l

Anifrolumab (anti-IFNAR mAb) oto ZEA

MeAéreg TULIP-1 & -2
* 52% uTré KopTikoeIdr 210 mg/day

e 48% uTTO aVOOOKATAOTAATIKO

* 70% pe SLEDAI-2K 210; 59% avoooAoyIKG evepyoi

IFNAR1 FNAR2
JUvolo acBevwv AcBeveic pe uPnAn IFNa

All patients IFNGS-high

Placebo Anifrolumab Difference (95% Cl), Placebo Anifrolumab Difference (95% Cl),

(n=366) 300 mg (n=360) nominal p value* (n=302) 300 mg (n=298) nominal p value*
End point n/N (%) Percentage points n/N (%) Percentage points

7 7 S

BICLA response, 112366 30.8) 1717360 (475) [ 16.6 (9)7 0 23.6),<0.001 88/302 (20.4)  142/298 (47.6) 18.2 (0.5 to 25.8),<0.001
week 52
SRI(4) response, 147/366 (40.1)  188/360 (52.2) 12.1 (409 t0 19.3),<0.001 118/302 (39.0) 160/298 (53.7) 14,7 (p.8 to 22.6),<0.001
week 52
Sustained GC taper, 59/185 (31.8) 96/190 (50.5) 18.7 (89 to 28.4),<0.001 48/160 (30.1) 86/168 (51.2) 21.1(J 0.7 to 31.5),<0.001
weeks 40-52t
=50% reduction in 24194 (24.9) 49/107 (46.0) 21.0 (841 to 34.0), 0.001 23/81 (27.9) 47/93 (50.5) 22.6 (B.4 to 36.9), 0.002
CLASI-A score, week
124
=50% reduction in 71/190 (36.8) 81/164 (49.4) 12.6 (244 t0 22.9), 0.016 61/157 (38.4) 64/129 (49.7) 11.3 (}0.2 to 22.8), 0.054
active (swollen and \ ) \ )
tender) joints, week
52§
Annualised flare rate 0.67 0.51 0.75 (0.60 to 0.95), 0.017 0.77 0.54 0.70 (0.54 to 0.90), 0.005
through week 529
FACIT-F response, week 97/366 (26.5)  124/360 (34.3) 7.8 (1.0 to 14.5), NA 781302 (25.9) 102/298 (34.1) 8.2 (0.8 to 15.6), 0.030
52 *k
SF-36 MCS response, 75/366 (20.3) 96/360 (26.5) 6.1 (-0.1 t0 12.4), NA 571302 (18.7) 81/298 (26.9) 8.2 (1.41t015.0),0.018
week 52t
SF-36 PCS response, 95/366 (26.1)  118/360 (32.8) 6.7 (0.0 to 13.5), NA 771302 (25.7) 98/298 (33.0) 7.3 (=01 to 14.6), 0.053

week 52¢#

* 28% pe CLASI-I 210; 41% pe TJC/SJIC 26

Front Immunol. 2022; 13: 980079.

Ann Rheum Dis. 2022; 81:951-961



Response rate (%) and SE

w

N

=

Entiteuén xapnAng evepyotntag Kat LELWao UTTOTPOTIWY UTO

oywyn Ke anifrolumab

Time to first LLDAS:2 HR: 1.76
(95% CI 1.35-2.30); nominal P<0.0001

——@—Anifrolumab 300 mg (n=360)

——g— Placebo (n=366)

40 + A higher proportion
of patients attained
LLDAS by Week 16
0 ,
0 ,
0 ,
0 g T T T T T T
0 4 8 12 16 20 24 28
Week

Lupus. 2021; 30(8): 1254-1263

T T T T T 1
32 36 40 44 48 52

Annual flare rate:
0.43 (anifrolumab)
versus

0.63 (placebo)

LLDAS attainment at Week 52:°
Odds ratio: 1.8 (95% CI 1.3-2.5)
nominal P=0.0011

Anifrolumab 300 mg
30.0% (108/360)

Placebo
19.6% (72/366)

TULIP-1 TULIP-2 Pooled TULIP
60~ —= Placebo - Placebo -&- Placebo
~0- Anifrolumab 300 mg ~e— Anifrolumab 300 mg —e— Anifrolumab 300 mg

> Hazard ratio 0.76 Hazard ratio 0.65 Hazard ratio 0.70

504 (95% Cl 0.55-1.06) (95% C10.46-0.91) (95% C10.55-0.89)

45 Nominal P=0.104 Nominal P=0.013 Nominal P=0.003
X 404
3]
5 35+
=
£ 30
3
o 254
=
£ 20
a

154

104

Median (range) time to first flare in pooled TULIP
5 Placebo: 119 (21-370) days
04 Anifrolumab 300 mg: 140 (24-376) days
T T T T T T T T T T T T T T
0 4 8 12 16 20 24 28 32 36 40 44 48 52
Time since first dose in study (weeks)




Sustained Glucocorticoid Dosage Reduction with Anifrolumab

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

80 1~ Difference: 21.2°
70 - 95% Cl: 6.8-35.7
60 4 - Adjusted P-value: 0.01°
50 ~
40
30 A
20 A
10 +
04

30.2

Patients (%)

Anifrolumab 300 mg Placebo
n=87 n=83

Cl, confidence interval; W, week. P-values were adjusted with the use of a weighted Holm procedure.

aAmong patients receiving 210 mg/day of prednisone or equivalent at baseline; bSignificant following multiplicity, using a stratified Cochran—-Mantel-Haenszel
method. P-values adjusted per weighted Holm procedure.

Morand EF, et al. N Engl J Med. 2020;382:211-21.



2023 Update of the EULAR SLE recommendations

Treatment of Non-Renal Systemic Lupus Erythematosus

Mild* Moderate* Severe*

Sun protection HCQ (all patients unless contraindicated) Remission

Exercise - - . ” Clinical SLEDAI=0
No smoking GC PO/IV (if needed, short-term use to control active disease; taper to <5 HCQ

Balanced diet mg/day as quickly as possible and discontinue, if possible) GC < 5 mg/day
Vaccinations
Normal body weight s
Blood pressure, lipid, AZA
glucose control

or

Low disease activity

MME MMF SLEDAI <4
Acetylsalicylic acid, HCQ
(in aPL+/APS)
or biological agents
CNI CNI at stable, tolerated
dose
Assess adherence to e
treatment RTX RTX
]
Grade A Grade B Grade C Grade D

“In patients not responding to hydroxychloroquine (alone or in combination with
glucocorticoids) or patients unable to reduce glucocorticoids below doses acceptable for
chronic use, addition of immunomodulating/immunosuppressive agents (for example
methotrexate [1b/B], azathioprine 2b/C] or mycophenolate [2a/B]) and/or biologic agents (for
example, belimumab [1a/A] or anifrolumab [1a/A]) should be considered.”



Who might be the (best) candidates for treatment with biological agents?

* Patients with high clinical burden (ie, multiple involved organs, high disease
activity or severity)

* Serologically active patients

* Patients requiring chronic treatment with glucocorticoids (inability to reduce <7.5
mg/day after 3-6 months)

* Early disease (i.e., within the first 2 since diagnosis/onset)

* Younger patients



JuunEpaopata

H ¢puoikni mopeia tou ZEA cuyxva TEPLTAEKETAL E APVNTIKEC EKBAOCELC TOOO YL
TNV dla TN vOoo 000 Kal Touc a.oBeveic

H BeAtiwon tng mpoyvwong eival bkt HEOW E€mitevéng XaUNANC KAWLKAC
gvepyotntac N Udeong He xapnAn 8oon yAukokoptikosbwv (<5 mg/nu.
npedvilovn)

Neotepol Bloloylkol mapayoviec onwce to belimumab kot to anifrolumab
BonBolv onUAVTIKA 0TNV aPATTAvw TtpooTtabeLa

Auvéavopeva dedopéva euvoikol TPodiA aocPAAELOC KAl ATTOTEAECUOTIKOTNTOG
Twv Blodoylkwv mapayoviwv dnuloupyolv mpoUmnoBeoslc ywo aAlayri Tou
«BeparmeuTikol mapadeiypatoc» oto ZEA Ye TNV IPWLKN XpPAon TOUG



