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‘mong the respiratory infections occuring in
swine is swine enzootic pneumonia (SEP)
characterized by a chronic course and
accompanied by a persistent cough and
retarded growth. Although the morbidity is
high the mortality is low. ° > :
The etiologic agent of SEP, Mycoplasma
hyvopneumoniae, was simultaneously reported
in the United States of America (Mare and
Switzer, 1965) and in Great Britain (Goodwin
et all, 1965), and later reported in Canada
{(L'Ecuyer, 1969), and Japan (Takatori, 1969).
The pulmonary lesions consist of well demarca-
ted areas of consolidation varying from plum-
red tc greyish in color situated usually in
the antero-ventral areas of the apical and
cardiac lobes. Microscobic examination
Tevealed pronounced -peribronchiolar and
perivascular infiltrates of lymphocytes and
thickensd alveolar septa owing to
proliferation of the septal elements. Other
alterations reported were edema in varying
degrees and frank obliteration of large arcas
by lymphocytic infiltration (Hodges et all,
1869 ; Pattison, 1956).

Although studies of the mycoplasmas are
rather scanty in Brazil, this disease is
considered common based on clinico-anatomic
studies. As early as 1939 reports fom Sio
Paulo {Bueno, 1939%a; Buenc, 1939b), described
pulmonary lesions compatible with those now
recognized as the result of SEP. More
reccently (1974), lesions of SEP were seen in .
swine from the Srazilian States of Minas Gerais
and Rio Grande uo Sul (Nogueira et all, 1974;
Williams et all, 1977). Based on such
evidence as failure to gain body weight, poor
feed efficiency, clinical and anatomical
studies, and isolation of M, hyopneumoniae
we propose that SEP occurs in Brazii.

A total of $40 swine of various breeds,
usually about 6 months of age, were examined
in abattoirs of the States of Minas Gerais,
Szo Paulo (Ribeirao Preto) and Parana (Pon-
ta Grossa). Of these, 143 lungs with lesions
suggestive of SEP, were selected. Isolation
of the organism was done according to the
method of Friis (Friis, 1974). Blood agar
plates were employed to identify other
bacteria. Histologic studies were done on
representative sections of affected lungs.
Fixation was in 10%t buffered formalin,
embedding was in paraffin, and hematoXylin
eosin was the principal stain.

Gross pathology. In the 840 lungs examined,
Tcsions of pneumonia were noted in 143. These

were generally confined to the antero-ventral
areas, i1.e., apical and cardiac lobes. The
dark red to gray lesions were striking in
that they were sharply delineated from the
normal tissue. The bronchioles contained a
vellow exudate. The occurrence of pneumonic
lesions in swine is not uncommon in our
experience, a fact noted by Gordom (1963).
Furthermore, the conclusion that*SEP  was
present was expected, as predicted by Switzer
11967) who velieved the disease is world-wide.
Histopatholoegy. The histopathologic picture
was one of peribronchiolar and perivascular
lvmphocytic infiltrates with septal thickening
owing to lvmphocytes and macrophages. In some
instances the lymphcid hyperplasia reached a
point where it caused compression ef the
bronchial structures and subsequeni obstruction

In addition, edema frequently appeared and was
invariably accompanied by round cell types
which tended to from a cuffing around the
bronchi and bronchioli. The alveoli usually
contained aggregates of lymphocytes, lesser
numbers of macrecphages, and desquamated
alveolar epithelial cells. Neutrophils were.
rarely seen and we felt they were the resultof
secondary invading bacteria. In some animals
there was definite proliferative fibrosis
circumscribing the bronchioles, a situation
we felt developed only in chronic cases. Frank
intra-alveolar and intra-bronchiolar exudate
was striking in some of our cases.
Bacteriology. Ezcoglasma hyopneumoniae was
isolated from 31 of the 143 lungs with lesions
suggestive of SEP. In two lungs the organism
was obtained in pure culture, and in the
remaining 29 was found in conjunction with M.
hyorhinis (13 animals), Haemophilus sp { 10
E%TEETETT Pasteurella sp animals),
Streptococcus sp (2 animals), and Corynebacterium
Sp Ig animals). While M. hyopnéunoniae is
considered-to be the etiologic agent of SEP
{(Goodwin. et all, 1968; L'Eﬁuyer. 1969, Mare
and Switzer, 1965), M. hyorhinis may or may
not be important as It has been.observed in
apparently normal tissues (Estola and Schulman,
1966; Goodwin et all, 196%8; Harris et all,
1969 ; Hartwich and Huller, 1966; L'Ecuyer et
all, 1961; Switzer (1955).

The lesions observed in swine in Brazil were
identical to these reported in the literature
(Hodges et all, 1969; Komno et all, 1967;
Morales and Roberts, 1969; Nogueira et all,
1974; Pattison, 1956). ITn fact, similarity
was almost in complete accord except for the
observation {(Rcberts et all, 1962} that
Pasteurella multocida was the principal
contaminat. In Brazil, Haemophilus sp seems
to fill that role.
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