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Abstract

Sequential morphologic changes in the lymphoid organs were examined after ocular
and cloacal inoculation in 3weekold chicks with a highly virulent strain (SH/92) of
infectious bursal disease virus (IBDV). The infected chickens were sacrificed at 6, 12, 24,
48, 72, and 96 hrs post inoculation (PI), and thymus, harderian gland, ceacal tonsil, and
spleen were observed.

Histologically, the significant lesions were characterized by lymphocyte depletion and
the earliest detectable changes were evident at 12 hrs PIL In thymic cortex, lymphoid
depletion with apoptosis and prominent “tingible body macrophages” were observed. As
the infection advanced, the lesions showed more severe changes. Dying cells were
characterized either by capping of nuclear chromatin (apoptosis) or by cytoplasmic
swelling (necrosis). In situ staining for apoptosis, some lymphoid cells revealed typical
positive reaction, even the stainability was variable depend on every lymphoid organs.

These results suggest that IBDV (SH/92) cause severe damage both primary and
secondary lymphoid organs, and both T and B lymphocytes. Also the lymphoid depletion
of these organs is caused by necrosis and apoptosis induced by IBDV.
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Fig 1. Thymus. 24 hrs PL. The number of
tingible body macrophages

cortex (starry-sky
appearance) and hemorrhage is
seen. HE, X100

Fig 2. Thymus. 48 hrs PL. Dying cells are

characterized either by capping or

are

increased  in

pyknosis of nuclear chromatin.
These are phagocytized by neigh-
boring macrophages in the thymic
cortex. HE, X600

Fig 3. Thymus. 72 hrs Pl Note the marked
depletion of the lymphocytes in the

cortex. HE, X400

Fig

Fig

Fig

Fig

Fig

Fig

Fig

Fig

Fig

Fig

Fig
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10.

11.

12.

13.

14.

Harderian gland. Plasma cells are
infiltrated and densely populated in
the uninfected chicken. HE, X200
Harderian gland. 24 hrs PL Plasma
cells are necrotized and only a few
cells are observed. HE, X200
Harderian gland. 96 hrs PL Note the
marked decrease of plasma cell. HE,
X100

Cecal tonsil. 12 hrs PL. The dying
cells are scattered in the follicle and
characterized by well defined halo
around the cells. HE, X200

Cecal tonsil. 24 hrs PL The
heterophils are infiltrated. HE, X400

Cecal tonsil. 72 hrs PL. Note the
markedly decreased lymphocyte.
HE, %200

Spleen. 48 hrs PI.  There are

lymphoid necrosis in the germinal
center and perarteriolar lymphoid
sheath. HE, X200

Spleen. 96 hrs PL. The lymphoid
follicles of the white pulp disappear.
HE, X200

Cecal tonsil. 48 hrs PL Apoptotic
cells are strongly stained with
TUNEL, X100. High magnification of
the positive cells is on the top. X600
Thymus. 48 hrs PI. Positive cells are
scattered in the cortex. TUNEL
stain, X200. High magnification of
the positive cells is on the top. X600
Harderian gland. 48 hrs Pl Only a
few plasma cells are reactive to
TUNEL stain. xX200. High magni-
fication of the positive cells is on the
top. X600
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