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Organ Damage and Its Relationship With Disease Activity in Systemic Lupus Erythematosus:
Insights From the Lupus Federated Data Network (LupusNet)
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Key lakeaways

Over 3 years of follow-up, organ damage
Q accrued across all disease activity

categories, including among patients whose
maximum SLEDAI-2K score remained in the
mild range

Organ damage accrued in patients with
no previously reported damage across all
disease activity categories

Background Methods

s]r/ e Systemic lupus erythematosus (SLE) is a chronic autoimmune [9.‘ e Organ damage can accrue throughout the course of SLE and contributes substantially to long-term morbidity, which makes the e Data were analyzed from 4 SLE registries mapped within LupusNet: APLC
disease that is characterized by a heterogeneous clinical = prevention of irreversible damage an important objective alongside control of disease activity* (Asia Pacific), RELESSER (Europe), and Almenara and GLADEL 2.0 (Central and

. . SO These findings reinforce the importance
presentation and recurring patterns of relapse and remission”

h Ameri . o e e
South America) of longitudinal monitoring and

e The Lupus Federated Data Network (LupusNet) harmonizes data from existing longitudinal SLE registries across multiple

e Disease activity and irreversible organ damage are key geographic regions, which enables consistent analyses of clinical characteristics and outcomes while data remain within the e Disease activity was assessed at registration and follow-up visits using the o ¢ o
determinants of prognosis in SLE>* participating networks® Systemic Lupus Erythematosus Disease Activity Index 2000 (SLEDAI-2K) damage-prevention strategies in SLE
e Organ damage is conventionally defined as persistent change - LupusNet currently aggregates data from 5 major, longitudinal, observational registries of patients with SLE that are located in the - Patients with =3 years of follow-up were categorized according to the The geographic breadth and harmonized
present for =6 months>* Asia-Pacific region, North America, Europe, and Latin America maximum SLEDAI-2K score recorded from registration through Year 3: o o
; . - structure of LupusNet provide an important
- This is clinically distinct from active inflammation?* - The registries include the Asia Pacific Lupus Collaboration (APLC), The National Databank for Rheumatic Diseases (FORWARD), mild (=4), moderate (>4 to <10), or high (z10) platform for characterizing long-term
the Lupus Register of the Spanish Society of Rheumatology (RELESSER), the Grupo Latino Americano De Estudio de Lupus e Damage accrual was assessed using the Systemic Lupus International SLE outcomes across diverse populations
(GLADEL 2.0), and the Almenara Lupus Cohort (Almenara) Collaborating Clinics/American College of Rheumatology Damage Index (SDI) . . . Pop
Objective scores during a 30-day window before and after registration and at Year 3 and generating evidence to inform future

e Analyses examined baseline damage prevalence, new damage accrual, and research on organ damage prevention

The present study used data from LupusNet to evaluate the prevalence of organ damage at registration (registry enrolilment) and the accrual of new damage during a distribution of damage types across disease activity groups
3-year observation period by SLE disease activity status

Results
Study Population SDI Damage Accrual Through 3 Years of Follow-Up SDI Damage Types at Year 3
o A total of 3734 patients were included (Table 1) e In the overall cohort, the proportion F!GURE 1: Damage accrual during 3-year observation in patients with SLE in LupusNet by e Overall, the most common FIGURE 2: Distribution of SDI damage types present at Year 3 by disease activity category
. . . . . . . of patients with any recorded organ disease activity categories damage manifestations Mild Moderate High
- Compared with patients with a maximum of mild or moderate disease activity over the : Year 3 Cardiovascular (n=1666) (n=1000)
. . . o o damage (SDI SCcore >O) InCI‘eased by 100 ; present at ear were Valvular disease (diastolic or systolic murmur >3/6) — 2.5 — 241
3-year follow-up, those with high disease activity, on average, were younger and had a . t is with fract | Myocardial infarction —= 1.8 + 16
shorter time from SLE diagnosis to registration 15 percentage points from 1441 of 3734 OSTEOPOTOSIS WITN TraGture e or coronary artery bypacs [ i1 NS
(39%) patients at registration to 1998 of and cataracts (Figure 2) Pericarditis or pericardiectomy 0.2 1
. o o o o _ _ o . o Infarcjcion or resection of bowel — 1.7 — 1.7
TABLE 1: Baseline characteristics by the maximum SLEDAI-2K score over follow-up 3734 (54%) patients at Year 3 (Figure 1) e 0% 38% 39% - At Year 3, renal damage P Mesantere nsuffciency § 0.3 103
o g0 (n=635) n=428 (n=378) (n=1441) Chronic peritonitis —{ 0.0 — 0.1
Characteristic m Moderate mm ® D.amage aC(?r.UaI was Obs.‘,el‘ved across all 75 - ( ) Damage Present at was more preovale.nt Osteoporosis with fracture or vertebral collapse excludingﬁxggﬁﬁlrorslle(g:gg?sl —~ 12.9 10.3 = 6.3
d|Sease aCt|V|ty CategOI‘IeS = reQIStratlon (SDI Score >O) In. patlents Wlth hlgh Erosive arthritis including reducible deformities but excluding axgzgﬂlgi Egg;g::z | 5?5'8 | 4.9 R
n at re istration . . é dISGaSG aCtl\”ty Muscle atroph)(/)z;e‘,\éer?;gl?gg | 0.41.4 | 0.5 24
% of 9 X 1666 (44.6) 1068 (28.6) 1000 (26.8) 3734 (100) - Among patients with no damage at [ ®m Onset of damage . Coreppaeuropsychiatric .o ) y
( o OT overd ) registration new damage developed o during 3—year fO"OW—Up - At Yeal‘ 3, OSteOpOI‘OSIS- Cogpnitive impairment or major psychosis — 32 — 47
. ’ ) ) .G_J (SDI SCOre=O at Cranial or peripheral neuropathy (excluding optic) — 1.9 — 3.0
In 226 of 1666 (14%) patients with "g "sqistration: SDI score >0 related damage and Seizures reqwrmgﬁlaerr]gegégm;glmz T os 2.3 . R
mild disease activity, in 150 of 1068 4 50 - ath ear 3) ’ cataracts were more o Anycggyggg_ : 20 | ) 05
o i i — . — .
Female, n (%) 1532 (92) 977 (91) 921(92) 3430 (92) (14%) patients with moderate disease o prevalent among those i change °r°pt'°Dat{g°tﬁe¥ ° "o
. . . iabetes — 5.8 — 4.2
activity, and in 181 of 1000 (18%) = odamageat | with mild disease e SOy - 2 T
SR : .. S registration or Year .. ) __Malignancy — . - .
patlentS W|th h|gh d|Sease aCt|V|ty 8_ aCtIVIty9 WhICh may Venous thrombosis with swelling.ulcer_atl:i)oer:grfgﬁgugi?cgg?; — 4.1 — 4.8
. o . . . . . . . . . . Claudication =6 ths 4 0.5 -1 04
reg|Strat|0n, y o 25 N 487% 46% ) 47% Ionger dlsease durat|0n Pulmonary hypertension (right ventricular :]oum:::nI::z?:;mTiﬂlgg — 2.2 — 2.9
- At Yeal‘ 3, 1738 Of 3734 (47 /O) (n=805) (n=490) (nijfﬁ) (n=1738) in th|S group P Pulmognary ﬁbrosig(p]&yﬁcal and radiograph) — 07 2.5 — 1.3 .
patients in the overall cohort had no pulmonary nfarction (radiograph) ' 0.4 1 %3
. Pleural fibrosis (radiograph) /| 0.4 — 0.5
Mean (SD) recorded damage; this corresponded o RENA » ) .,

° [ O [ ° . . S . ] . : | * .
duratlon from 12 O (8 4) 10 6 (8 O) 8 8 (7 5) 107 (81) Wlth 805 Of 1666 (48/0) patlents Wlth End-stage renal disease regardless ol:;“rdoizelyl/g?s“(a)r t?a?lgéilﬁtha?cgﬁ — 111.6 — 3.0 >0
SLE dlﬂg“OSlS to . . . . . . . . m|ld, 490 of 1068 (46%) patientS with Scarring chronic alopse’:lc(:liraI = 1.8 — 3.3

H - Extensi [ icul icul ther th | d pul — 1.4 — 2.2
registration, y moderate, and 441 of 1000 (44%) 0 ——— vI— v — by oA (et oo I
patlents Wlth hlgh d|Sease aCtIVIty Mild: SLEDAI-2K score <4; moderate: SLEDAI-2K score >4 to <10; high: SLEDAI-2K score =10 ° ° 0 ® 0 0 ° 0 ©
glliDId:Sf’cll_nEd[;éliQd};\?iZ?iroensg;LrEOsdyesr’?etreT;ig II_uEp[iJé:%};t?](;(r)rzgtzArng ;1I?ESE:]:2?(LIES?/§’|[§mKiECL?Jrsu?(E).rythematosus Disease Activity Index 2000 SD|¥SystemiC Lupus InEer’nationaI Cbllaborating CIinics/AmeriCar’w Collége of Rheumatolo_gy bamage Index, SLE=systemic lupus erythematosus, SLEDAI-2K=Systemic Lupus Proportion of patients (%) Proportion of patients (%) Proportion of patients (%)
- ; - ; ~&N= - Erythematosus Disease Activity Index 2000.

eGFR=estimated glomerular filtration rate, Gl=gastrointestinal, P2=pulmonic valve closure sound, SDI=Systemic Lupus International Collaborating Clinics/American College of Rheumatology Damage Index.
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