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Cause Examples

HBV, HCV, HIV, ites {filariasis,
syphilis, hydatid disease, sarcoid

Infections (1,2,27,56,90) is, malaria), leprosy,

Malignancy
(20%% in patients =57, 4%%<57)
(1.2,14-18,55,58,66)

Solid tumors (lung 26%, prostate 15%, hematologic [plasma cell
i} i Hodgkin I h CLL] 14%, colon 11%),
h some benign lumors

SLE (class V), thyroiditis, diabetes, rheumatoid arthritis, Sjogren
1 d itis, mixed ive tissue discase, ankylosing
spondylitis, retroperitoneal fibrosis, renal allografis
Anti-GBM disease, IgAN, ANCA
1pGi4 disease

Autoimmune diseases

(1.24,56-58,91)

like gl

hy with masked IgG » deposits (90)

R B
Graft versus host disease, autologous stem cell transplants, de nove MN in

Alloimmune diseases
(1.4,7,58,82)

NSAIDs and cyclooxygenase-2 inhibitors, gold, d-penicillamine,

Drugs/toxins (92) ine, captopril, prot id, sulindac, anti-TNFa, thiola,
trimetadione, tiopronin
Mercury, lithium, hyd hons, formaldehyd i I air polluti
(China)

Cationic BSA (infants)
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Anti-GBM crescentic Anti-GBM -
glomerulonephritis -Ab -
F{“’,.:;-'.;‘_w'-: o s ed blood cells in the urine LKM-AB =
Ly 0 G5 ;lzmsedbynlptqm of Mesangial-Ab -
i, : omerular capillaries
i, : : ANCA, AMA -r
! Abnormal crescent-shaped :
P’ £ 2080 . a8ss—accumulation of cells in the Anti-ASMA -o
Gy iy F S urine surrounding a glomerulus
Cystatin-C -v
The bright green color shows . )
: : . Wibong g JiU ~A
25 b 5 5 eslbesbie ap Jema the location of anti-GBM antibodies hosmas ) Py
bound to the GBM of capillaries Oseadlgi] s iU -
N TINNEIN TS in a glomerulus from a patient with o
. 7 anti-GBM disease ‘ ool aagdT =l
(by immunofluorescence microscopy)
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