Renal impairment in SLE

- The pathological finding in-urine or
reduced:renal-function are present in 30 -
50%:0f patients at the time :of,diagnosis of
SLE

- Renal impaiment developsHn-60% of.all
adults:and in 80% \of all:children in the
course-of the disease

- Jlerminat renal-aiitre’ develaps [in t0110
15%: 0F patients WAt Iupus inepnritis

- RPatients-withsSEERepresent-anetnc) 1: -2%
efipatients dreatedwith, a supsHttion «of
renall function




Clinical picture In lupus nephritis

£ Proteinuria 100%

£ Nephrotic syndrome 45 -65%
£ MiICroscopic hematuria 30%

- Macroscopic hemattria 1%
EArteniat hypertension 15 5007
£ Reduced renalk-functien 40 -80%

heicinicalk CoUISe-CRIURUS NEPRRNIS IS
RIohi'Varabie) anciy [raddiiian)dles
SIgnincaridy. modified By ootticoidssand
cyliostatictheiany



Laboratory finding in lupus nephritis

E_Antibodies against double s =-strand
DNA'(antids --DNA)

EAntibodiesiagalnst Strantigen

EJANRtEpnosSpolipidantioodies
(lUpuUS=anucoaguiant)
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Types of findings In renal biopsy In

SLE
Type |l - Minimal mesangial SLE ‘nephritis (5%)
Type ll't - Mesangial proliferative SLE nephritis
(20%)
Typelll it Focally proliferativel giomerulonephiitis
(20%)

TWpe N Diffastonaky proliferative
glometulonephiitis|(40%)

peV A =lembianousiglomertianepnits
(1.5%)

peNi s=sAuvanced:SClerotiZing SEE] AepiHitls



Membranoproliferative lupus
nephritis

Membranoproliferative lupus nephritis Light
tnicrograph showing a membranoproliferative pattern in
lupus nephritis, characterized by areas of cellular
praliferation (long ar ) and by thickening of the
glomerular capillary wall {(due to immune deposits]

e prominent enough to form a "wire-loop”

usually diffuse. Courtesy of Helmut




Membranous lupus nephritis

- - T g

the major abnormality (shart arrows)
mesangial expansion and hypercellularity (long arrows,
' > of an underlying disease
g0 be seen in idiopathic




Diffuse prollferatlve lupus nephritis
R

Diffuse pruliferati'l.re lupus nephritis Kidney
biopsy from a patient with diffuse proliferative lupus

hephr ITI showing, on immunofluorescence microscopy,
massive lumpy bumpy deposits of 1gh. Courtesy of Peter
H. schur, MD.
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Therapy for lupus nephritis

Corticosteroids (1'mg/kg/day or pulses

3 X9500mg kV.)
(Cyciophosphamide (1'-3'ma/kgiday-or pulses

0:75 -1 g/m ;2% ence monthly)

CyclasporinelA (2x100 mg/day)
Azathiopiin (2'.mg/Kg/iday)
Mycaphenalate-mophetil (2XD'giday:)
Inttayencus IMmmunoglonuiins
(04:mglkg/aay tor Ssaays)
Rituxinab- | » (@&ntiooeylagaiRsy C D0 antigen)



Pulse therapy of CFA

Long—course

Short—course
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Prolonged cyclophosphamide therapy decreases likelihood of
relapse in lupus nephritis Cumulative probability of no exacerbation
after completion of six monthly pulses of cyclophosphamide without
(short-course) or with (long-course) maintenance boluses every three
months for two years, Patients receiving prolonged therapy had a
significantly greater likelihood of no disease exacerbation. (Data from
Boumpas, DT, Austin, H& 111, Yaughn, EM, et al, Lancet 1992; 240:741.)




SHQDO-"GLVHAHDVIE LQ
syndrome

£ Interstitial nephritis

£ Fanconi syndrome

£ Type 1 renal tubular acidosis

£ Nephrogenic diabetes insipidus

£ Hypokalemia without renal tubular
acidosis

e Membranoproliferative GN
£ Membranous nephropathy



