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Experimental Induction of Immunological Adrenalitis
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Table 1. Incidence of Adrenalitis

No. of Rabbits

with Adrenalitis

Group Treatment _—
6 wks ) 9wks l12 wks

1 |Rabbit Adrenald-Adjuvant] 1/3| 5/6 | 8/9

2 |Rat Adrenal+-Adjuvant 021 1/2] 0/5

3 |Rabbit Adrenal only 0/2 0/2| 1/2

4 |Adjuvant only 0/2| 0/2| 0/2
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et Qo velA 8fell A & f AR el A %
skt
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Table 2. Localization of Adrenalitis in Group I.

Degree of Severty

Neg |10+ ]20H) | 3+)

Localization

Z. Glomerulosa 18 0 0 0
Z. Fasciculata 8 4 5 1
Z. Reticularis 4 6 7 1
Medulla 4 8 5 1

3 WEN BWmREe REELERN AR

IR A E& BIEEs HEA Freund’s adjuvant
B EM Egstesd BERAS o2 4+ UM FlE
ffstd 3 18uidl 4 BZR BRE EHshd #3
#9 .

Z FHEAAE HiRe @h EHEERNE (perisinu-
soidal lesion), W EMBEY B =+ MhEg, Mo
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Table 3. Histological Findings of Adrenal

in Group 1.

— Severity Degree of Severity
Findings | ¢ |10 ]2ce) }3(+)
Congestion — 12 ‘ 5 ‘ 1
Hemorrhage 17 1 ; — i -
Perisinusoidal lesion 6 7 33 2
Nuclear pyknosis 11 5 2 } -
Cytolysis 4 T 2 4
Cytoplasmic eosinophilia 3 14 1 —
Inflammatory cells 4 9 4 ‘ 1
Focal necrosis 14 3 1 -
Giant cell formation 18 — _ =
Regenerative nodule 18 - - ‘ -
Atrophy 15 2 — } —
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Table 4. Imflammatory cells in Relation

to Duration.
wratic»n(wks) J
e
Neutrophils ' +-+ + +
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Mononuclears + + +
Lymphocytes + 4+ ++
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ABSTRACT

Experimental Induction of Immunological
Adrenalitis

—A Histopathologic Study on Response to

Repeaied Injections of Homologous and

Heterologous Adrenal Tissue Antigen with
Adjuvant in Rabbits—

Woon Young Song, M.D. and
Chae Koo Lee, M.D.

Department of Pathology, College of Medicine

Seou! National University

Immunological adrenal injury was produced in
rabbits by repeated injections of pooled homologous
and heterologous adrenal homogenartes
incorporated into Freund’s complete
adjuvant, to elucidate the histopathologic features
and determine the mechanisms of adrenal cell

tissue
respectivly,

damage.

1. Various degree of widespread adrenal lesions
were found in 14 of 18 animals receiving homologous
tissue antigen and to a lesser extent in one out of
9 animals injected with heterologous pooled antigen.

2. Those adrenal lesions were characterized by
progressive alteration of both inflammatory and
retrogressive changes in the deeper cortex and
medulla; the earlier changes consisted of perisinu-
soidal cellular hyperplasia in the deeper layer of

cortex, and appeared on the 6th week following the

first injection, with subsequent confluence of such
lesions by prolongation of experimental duration.

3. Major histologic changes included earlier focal
perisinusoidal lithoral cell proliferation followed by
mononuclear cell aggregations, but soon with intense
inflammatory process, cytoplasmic
nuclear pyknosis and cytolysis in the later group.

4, The adrenal cortex illustrated selective localiza-

eosinophilia,

tion of such lesions in the deeper portion of zona
fasciculata and reticularis, being most extensive in
the cortico-medullary junction.
found in either zona glomerulosa or outer fasciculata;

No lesions were

such a selective involvement was probably attribu-
table to the development of sinusoidal structures
and lithoral cells.

5. Medullary changes, though mainly affecting
cortico-medullary junction, were always associated
with deeper cortical lesions, and none of those
animals disclosed isolated medullary involvement.
It was anticipated that ectopic cells as well as
simultaneous administration of medullary tissue

antigen might play a significant role.
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Fig.

Fig.

Fig.

Fig.

Fig.

Fig.

Fig.

Fig.

Legends for Figures

. Rabbit adrenal cortex, Group 1-9 wks. Cortical sinuses are engorged with red blood

cells in the deep fascicular layer. Cortical cells remain intact. H-E, X 120.

. Rabbit adrenal cortex. Group 1-9 wks., showing perisnusoidal lesions in the zona

fasciculata, with features of mild lthoral cell hyperplasia and rare lymphocytic
infiltration. H-E, X 540.

. Rabbit adrenal cortex, Group 2-9 wks., showing similar perisinusoidal lesion and focal

cytolysis of cortical cells. H-E, X 540.

. Rabbit adrenal cortex, Group 1-9 wks. There are multifocal and more advanced perisinu-

soidal lesions accompanied by lymphocytic infiltration and focal nuclear pyknosis of
cortial cells in the zona fesciulata. H-E, X 120.

. Rabbit adrenal cortex, Group 1-12 wks., showingmassiva parenchymal necrosis of

deeperzona fasciculata and raticulasis. (c. capsule) H-E, X 120.

. Rabbit adrenal cortex, Group. 1-12 wks., showing severe inflammatory cell infiltration

and multifocal necrosis mainly affecting cortico-medullary junction. H-E, X 120.

. Rabbit adrenal cortex, Group 1-12 wks., showing lymphocytic and plasma cell

infiltration in both medullary tissue and zona reticularis and patchy cortical cell
cytolysis in the left lower portion. (MV: medullary vein). H-E, X 120.

. Rabbit adrenal cortex near the cortico-medullary junction, Group 1-12 wks. Cortical

cell fallout Accompanies lymphocytic and mononuclear cell infiltration as with increased
cytoplasmic eosinophilia. Nuclear loss is scattered. H-E, X 540.
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