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Letters to the Editor

Hyposplenism and streptococcal sepsis

Sir,
Splenectomized individuals have a significant risk of
developing overwhelming infection, particularly with
encapsulated organisms, of which Streptococcus pneu-
moniae is the most frequently encountered.' 'Viridans'
streptococci have a very low degree of pathogenicity
compared with S. pneumonia, which also are a-haemolytic
and are often cultured from the throat.2 Nevertheless,
severe life-threatening bacteraemia with viridans strepto-
cocci has been described, even without endocarditis. This
may be due to more virulent strains or to a variety of host
factors, mostly the presence of a chronic underlying
disease which is often associated with defects in cell-
mediated immunity.34 In some patients, however, no
predisposing factors can be identified our report suggests
a rare association between such cases and 'idiopathic'
hyposplenism in otherwise healthy adults.
A previously healthy 60 year old women was admitted

with a one day history of fever, rigors and abdominal
pain. Physical examination revealed an acutely ill, febrile
patient with poor oral hygiene but was otherwise unre-
markable. The following day there appeared a frank
arthritis of the left wrist and left metacarpophalangeal
joints, livedo reticularis and several small necrotic lesions
on both feet. Haemoglobin was 13 g/dl, white cell count
39 x 109/l with a marked left shift, and platelets were
51 x 109/l. Blood urea nitrogen was elevated and liver
function tests showed anicteric hepatitis with a prothrom-
bin time of 50% of control. Blood cultures revealed
abundant growth of alpha-haemolytic Streptococcus viri-
dans (non-groupable). A biopsy of the skin lesions was
consistent with septic emboli. Further investigations
including X-rays, two-dimensional echocardiography
and abdominal ultrasound were entirely normal, though
no spleen could be seen. An endocrinological and
immunological workup was normal. Treatment with
intravenous penicillin G plus gentamicin produced a
dramatic response with resolution of all lesions and blood
tests. However, persistent leukocytosis (15 x I09/1) and
thrombocytosis (490 x 109/1) were noted, as well as target
cells, Howell-Jolly bodies and pitted erythrocytes on the
peripheral blood smear. A liver-spleen scan with 9mtech-
netium sulphur colloid particles did not reveal a spleen
and a computed tomographic scan showed a very small
atrophic spleen adherent to the posterior wall of the
stomach.

Splenectomy increases the susceptibility to overwhelm-
ing sepsis with capsulated bacteria,' as does congenital
asplenia - usually diagnosed in babies with severe heart
malformations.5 Adults with acquired splenic atrophy
and hyposplenism have also been reported, following
splenic irradiation, infarction or immune-mediated
diseases (notably coeliac disease, inflammatory bowel
disease and autoimmune disorders). They also appear to
be at an increased risk ofbacteraemia.6 ' Hyposplenism in
adults with no underlying disease is very rare. Single such
cases were usually congenital and discovered at autopsy,
the cause of death often being fulminant bacterial infect-
sion.89 Viridans streptococci have not been previously
implicated. Our patient had no history or findings

indicative of any underlying disease and her hypo-
splenism is most likely congenital. Bacterial endocarditis
cannot be absolutely ruled out here but the very short
symptomatology, absence ofpredisposing cardiac disease
and of vegetations, are against this diagnosis.'0 Though
we have no ready explanation for the fact that the patient
had no previous episodes of bacteraemia, we feel that the
association between the hyposplenism and her fulminant
infection is not coincidental. Viridans streptococci are
encapsulated bacteria and many strains elaborate cap-
sular polysaccharide antigens which are cross-reactive
due to structural similarities, with antigens common to all
S. pneumoniae." Thus, our report suggests that severe
septicaemia in an otherwise healthy adult may be linked
to hyposplenism.
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