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Fig. 25.31 Direct immunoflucrescence staining for immunoglobulin of
epidermis involved by pemphigus. (A) In pemphigus vulgaris there is
deposition of immunoglobulin along the plasma membranes of kerati-
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Fig. 18.17 Autoimmune hepatitis. A focus of lobular hepatitis with
prominent plasma cells typical for this disease is shown.

Slaes 5T Giul bl cle 4 45 gl 35 @ils 5 &9
JUgy ol Oleadl sl 48,5 1 )8 gy 0 i (S2uS

Interface 5 Olgl b Jmwlowsly ol jmods 45 JV9ms) 9
Ol (i loj T (w3 .39 0 d2nline ACtiVitY
1> 3929 ppww > B3 Gl.b._s)l.gu';.iT olod Oad Cudo

(93 0l )

AMA (o ANA (!
anti-LKM (o anti-SMA (g
<zl

Olme a3l 9 3—Suglas Moy sy BLSI > 25
€ s ol )3 LB 35 Lo ppun (sl s L 55T 51
(94 0lgasl)

AMA i l581 andsl (59l oo 59 yomms (1

P-ANCA (51581 sl oyl 39 oSl o 55" (o
C-ANCA (il 38111 g 95 (ygnealsil il (&
ASMA 3311 g6 (ygnesl 931 il (5

T ek

63 05T w33l 9 6305 e b dlw 95 255 £
9 835)U= 9SS S (g 3 Sl 83,5 a2 00
ito Jlng LS Hle 9 39850 833 Yo Loy (] 331
e 295 23 =) SLaEIL T I Sl S .l
(1401 5,4)) SCuml 1S SoS (S lows 3 2d

snit SLA (o anti SMA (&

anti LKM (& anti nuclear Ab (g

Sl S ANHI-SLA (sl ool T3 e igesly
o 398 4 bled g lew Faaad pew sasasplias

28 LT pudiiauno ot uilus sl gigasl GiuloiT )3 25
2320 9 3 dlS LU (59l> Ml 59, 2 & sl

OJgogn ol g il gighd Caml 03 plowil Sog0



20 A ~2022 (g o ool 1 (o2 p5 Gy 9 (E b0 Gualinb b (Sl ($5elgly Y Igm acgazne F 152

Mesangial proliferative LN (class I1)
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Fig. 55.59 Lupus nephritis class 1. Mild jal hyperc
by mild mesangial expansion (PAS, x400).

Fig. 55.61 Lupus nephritis class Il. Numerous electron-dense deposits within ex-

panded mesangium (EM, x12,000).
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Fig. 55.57 Lupus nephritis class I. Mesangial staining for IgG (IF, x400).

Fig. 55.58 Lupus nephritis class I. Mesangial cell with surrounding small electron-
dense deposits (EM, x15,000).
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Homocytotropic antibodies These are
antibodies which have a higher affinity to Fc-
receptors of the cells of the animal species in
which they are produced than to Fc-receptors
of the cells of other animal species. In hu-
mans, IgE antibodies belong to this group.
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Figure 56.4 Relationship of age and clinical manifestations of allergic disease in
children.
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FUTURE DIRECTIONS: COMPONENT-
RESOLVED DIAGNOSTICS AND
TESTING BY MICROARRAY METHODS
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