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Treat-to-target (T2T) in systemic lupus erythematosus
(SLE) prioritizes remission and, when unattainable, low
disease activity (LDA). Definitions converge on absent
clinical activity by cSLEDAI/SLE-DAS or BILAG, physi-
cian global assessment near zero, and constrained or ab-
sent glucocorticoids. Across cohorts and trials, achieving
remission or LDA is consistently associated with slower
accrual of organ damage, fewer flares, lower mortality, bet-
ter quality of life, and better discrimination of active ther-
apy versus placebo. Where remission cannot be reached,
maintaining LLDAS offers meaningful protection against
damage and flares. Is sustained remission feasible? Evi-
dence from cohorts and a systematic review shows that
many patients reach remission for at least one year, rough-
ly a fifth to two thirds sustain it for five years, and about a
tenth maintain it for a decade, although estimates vary by
definition and population. An Italian multicenter analysis
and the Padua Lupus Cohort show a meaningful minority
off glucocorticoids or on very low doses long term.

Determinants span three domains. First, definition-re-
lated factors: the dichotomous nature of SLEDAI-2K,
inclusion of serology, thresholds for prednisone and con-
comitant immunosuppression, duration requirements,
and limits of physician global assessment. Second, dis-
ease-related factors: earlier disease, lower baseline activity,
and absence of renal, hematologic, vasculitic, or serologi-
cally active disease favor remission; high activity, nephri-
tis, cytopenias, vasculitis, anti-dsDNA positivity and hy-
pocomplementemia predict failure. Third, population and
system factors: genetics/ethnicity, socioeconomic status,
geography, reference-center care, and drug-pricing and
coverage policies shape access, adherence, and outcomes.

Therapeutically, biologics contribute: belimumab in-
creases the odds of remission versus placebo in pooled
phase III analyses and real-world data; anifrolumab
roughly doubles time spent in remission versus placebo
in pooled TULIP analyses, with supportive compassion-
ate-use data in refractory disease.

In sum, durable remission is attainable for a substan-
tial subset, particularly within accessible, high-quality
systems with timely specialist care and advanced thera-
pies in practice.
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Lupus nefritis (LN) predstavlja bubreznu manifestaci-
ju sistemskog eritemskog lupusa (SEL) i javlja se kod 20%
do 60% obolelih od SEL. Pojava LN povezana je sa ve¢im
mortalitetom bolesnika sa SEL, pogotovo kada LN dove-
de do terminalne bubrezne slabosti. Le¢enje LN ima za
cilj o¢uvanje bubrezne funkcije i smanjenje morbiditeta
i mortaliteta povezanih sa hroni¢nom bubreznom slabo-
§¢u, uz §to manju toksi¢nost lekova koris¢enih u le¢enju.

Dijagnoza LN se postavlja biopsijom bubrega, a nakon
otkrivanja patologkog sedmineta urina (proteinurija, eri-
trociturija, leukociturija) i/ili uo¢enog pada procenjene
ja¢ine glomerulske filtracije.

Nacin le¢enja LN zavisi od patohistologke forme bole-
sti, te dobijenim podacima o aktivnosti i hronicitetu pro-
mena u glomerulima i tubulima bubrega. Prema najno-
vijim preporukama KDIGO (Kidney Disease: Improving
Global Outcomes) iz 2024.g., bolesnici sa LN tip II1i IV
bi trebali biti le¢eni indukcionom kombinovanom imu-
nosupresivnom terapijom koja uklju¢uje kortikosteroide
ijednu od slede¢ih lekova ili kombinacija lekova (analozi
mikofenoli¢ne kiseline/niska doza ciklofosfamida/be-
limumab i analog mikofenoli¢ne kiseline ili niska doza
ciklofosfamida/analog mikofenoli¢ne kiseline i kalcine-
urinski inhibitor(CNI)). Kod ovih bolesnika kao terapija
odrzavanja preporucena je upotreba niske doze kortiko-
steroida uz analoge mikofenoli¢ne kiseline ili azatioprin
ili CNI. Lecenje LN tip V je ne$to drugacije i podrazu-
meva uz kortikosteroidnu terapiju, upotrebu jo$ jednog
agensa (analog mikofenoli¢ne kiseline, ciklofosfamid,
CN], rituksimab ili azatioprin). Imunosupresivna tera-
pija nije preporucena u le¢enju bolesnika sa LN tip I'iII.

I pored znacajnog napretka u le¢enju LN i uvodenju
razli¢itih imunosupresivnih agenasa, ispitivanje novih
je uvek aktuelno, pogotovo za refraktarne oblike bolesti.
Trenutno je u svetu 14 aktivnih studija Faze III koje re-
grutuju bolesnike sa LN, a najve¢e medu njima ukljuc¢uju
ispitivanje Ianalumaba (monoklonsko At koje uti¢e na
depleciju B ¢elija preko ADCC i BAFF receptora), anifro-
lumaba (monoklonsko At na tip I receptor za interferon) i
obinutuzumaba (anti-CD20 monoklonsko At).
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