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Fig 1. Pathogenetic events in SLE
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Table 1. Summary of the LM, EM, and IF Features of renal lesions in SLE
Category(WHO class) L M ?jﬁé:ilte )Ctron demse IF(deposits of Ig /C)
Normal Normal - -
Mesangial proliferative Normal or diffuse mesngial Mes: +H- Mes: +
GN(II) hypercellularity SE: + CW:+
Epi:0 SE: +
Epi:0
Focal and segmental  Diffuse mesangial hypercellularity Mes: +HH+ Mes: ++
proliferative GN (III) with focal and segmental SE: + CW:+
accentuation, segmental necrosis, Epi:0 SE: +
hyaline thrombi Epi:0
Diffuse proliferative  Pronounced diffuse hypercellularity, Mes: ++ Mes: +H+
GN (IV) mesangial interposition, SE:+ CW: +
subendothelial deposit (wire loop), Epi:0 SE:++
segmental necrosis, cellular Epi: +Hextraglome
infiltration, crescents rular tubulointerstitial
deposits
Mild mesangial hypercellularity, Mes: +H+ Mes: +H++
SE:++ CW:+
Epi: +H+ SE: &+
Epi: +H+
Mes: +
CW:+

epimembranous deposits, spikes
Mes: +

Mebranous lupus
CW:zx

Tubule basement

membrane HVariable

GN (V)
Advanced sclerosing ~ Superimposed focal and segmental or
GN global sclerosis on category IV or V
Interstitial nephritis ~ Marked acute and chronic

tubulointerstitial inflammation with ~ Tubule basement
minor glomerular lesions membrane HVariable

glomerular deposits glomerular deposits

SEnsubendothelial  deposits, Epiepimembranous deposits,

CW= capillary wall,

Meswmesangial,
0 to +H+=semiquantitative assessment of intensty of deposition.
Chronicity Index {(Range 0 to 12)

Glomerular sclerosis

Activity Index(Range 0 to 24)
Fibrous crescents
Tubulointerstitial lesions

Glomerular Hypercellularity
Leukocyte exudation
Karyorrhexis / Fibrinoid necrosis*
tubular atrophy
Intersttial fibrosis

Table 2. Indices of Activity and Chronicity in Lupus nephritis #
Glomerular lesions

Cellular crescents*
Hyaline thrombi
Tubulointerstitial inflammation
i : Individual lesions are scored 0 to 3+ (absent, mild, moderate, severe)

* . multiply score by 2.
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Table 3. Clinicopathologic Correlations in Lupus nephritis: Clinical features and Histologic

patterns.
Pathologic Findings(%)
Minimal Change or  Focal and Segmental
Mild Mesangial Proliferative Diffuse Proliferative Membranous
Clinical Findings Proliferation Glomerulonephritis ~ Glomerulonephritis  Glomerulonephritis
No clinical findings of renal 40 30 25 <5
involvement
Renal abnormalities present 7 16 65 12
Nephrotic syndrome with <1 8 70 22
or without renal failure
Hematuria or non-nephrotic 10 21 63 6
proteinuria
5. MY B i, Fk, 974 (cast) 59 A9 NS B
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Table 5. Factors that may influence the prog-
nosis of lupus nephritis

General
Age
Sex
Race
Education
Clinical Aspects of Renal Involvement
Acuity of illness
Disease duration
Presence of hypertension
Other organ system involvement
Renal histology
Activity index{disease activity and severity)
Chronic index (sclerosis and fibrosis)
Location of immune deposits)
Capillary thrombosis
Immunologic /pathologic factors
Type of circulationg immune complees
Anti-double-stranded DNA antibodies
Complement activation
Reticulo-endothelial system dysfunction
Circulating anticoagulant
Platelets
Fibrinolytic abnormalities
Specific Treatment
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Fig 2. Survival, calculated by life table analysis
from the time of the initial renal biopsy,
in two series of patients with SLE
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Zon AHEEE kg F8 282 Table 6
3 2o},
PREDNISONE
STy

J

GOQD RESPONSE  * OPTIONAL TO ADD
{NORMAL RENAL PUNCTION
PROTEINURILA «1.00,

TAPER PREDNISONE ADD MONTHLY LY.

TO 10-15mg/d OR CYCLOPHOSPHAMIDE
20-30mg g od /\
l RESPONSE NO RESPONSE
CONTINUE 1-3 YBARS, QIVE DAILY O
INCRBASE INTERYALY c'c\.omosmAmu

MILDER DISEASE:
ADD AZATHIOPFRINE

A, Loss o o AaThorINE | FAILURE  RESPONSE
ADD

GOOD RESPONSE GOOD RESPONSE

g conTiNuL

....... TR 10 =3 Yrans

CONTINUE  RAISE STEROID DOSE. [t
PREDNISONE  IF NO RESPONSE

ALONE  ADD CYTOTOXIC Rx

APHERASIS

Fig 3. Aligorithm for the treatment of prolifera-
tive nephritis

Table 6. Toxicities of agressive regimen used
to treat nephritis

1. Prolonged high-dose oral prednisone therapy
(1mg /kg /day equivalent >6 weeks)
Accelerated development of cataracts, glauco-

ma, hypertension, osteoporosis
Diabetes mellitus
Avascular necrosis of bone
Diffuse ecchymoses
Weight gain and marked cushingoid appearance
Diplopia
Emotional lability, mood changes
Dyspepsia, ulcer risk
Increased infection risk
Menstrual irrgularities

1. Cyclophosphamide(more common in oral doses)
Alopecia
Amenorrhea, infertility
Hemorrhagic cystitis
Risk of malignancy
Severe nausea and vomiting
Increased risk of infection
Teratogenicity
Anemia, leukopenia, thrombocytopenia

. Azathioprine
Nausea and vomiting
Abnormal liver function tests
Increased risk of infection
Anemia, leukopeniam thrombocytopenia

ADEQUATE RESPONSE OR
CYCLOPHOSPHAMIDE HERE IMPAIRED RENAL FUNCTION

NORMAL C3 WITH ABNORMALLY HIGH
SERUM CREATININE, PROTEIN
‘ > LOG. ACTIVE SEDIMENT
AND/OR LOW C3

CIFFICULTY TOLERATING
CYCLOPHOSPHAMIDE OR

3) 7Ie} A X8

(1) v z=E) 20| =4 Ao} gaeteo} A

(2) g3ugay

(3) cyclosporme

(4) Total lymphoid irradiation

(5) Thromboxane receptor antagonist

(6) Anticoagulant, antifibrinolytics, and anti-
platelet agents

(7) Prostaglandins and Dietary fat

{8) Monoclonal antibodies / Cytokines
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