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Salmonella has three clinical presentations: self-limiting gastroenteritis, a
systemic syndrome (enteric or typhoid fever), and bacteremia with focal
infection. Hematogenous infections can cause focal lesions, but unusual
manifestations occur more often when predisposing factors such as T cell defect,
hemolytic disorders (sickle cell disease, malaria) or trauma are present.
Salmonella tend to invade bones and joints. There is no mention of acute
idiopathic (immune) thrombocytopenic purpura as a predisposing factor for
salmonella septic arthritis; however there are reports about the importance of
platelets for the immune response. Here we present a case of Salmonella
enteritidis septic arthritis following acute idiopathic (immune)
thrombocytopenic purpura in a 15-year-old female patient who has been on
steroid therapy for the last two weeks.
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Salmonellosis has three clinical presentations: self-
limiting gastroenteritis, a systemic syndrome
(enteric or typhoid fever), and bacteremia with
focal infection. Asymptomatic intestinal and biliary
existence of the microorganism (carrier state) is
another clinical form. Focal lesion can involve
unusual sites, presenting as meningitis;
pleuropulmonary infection; endocarditis;
pericarditis; arteritis; osteomyelitis; arthritis;
splenic, hepatic, soft tissue and intra-abdominal
abscess and urogenital disorders!. Hematogenous
infections can cause focal lesions in eight percent
of patients, but unusual manifestations more often
occur when predisposing factors such as T cell
defect, hemolytic disorders (sickle cell disease,
malaria) or trauma are present?. Salmonella tends
to invade bones and joints. Salmonella
osteomyelitis and, more rarely, septic arthritis are
seen, especially in patients with sickle cell anemia3.
However, salmonella septic arthritis without any
predisposing factor is also reported*>.

Here we present a case of Salmonella enteritidis
septic arthritis following acute idiopathic
(immune) thrombocytopenic purpura (ITP). To

the best fo our knowledge this is the first
salmonella septic arthritis case presented after ITP

Case Report

A 15-year-old girl followed up by the Pediatric
Hematology Department as acute ITP for the
previous two weeks presented with right hip
pain that limited her walking. Two weeks
previously she had complained of sudden
bruising and petechia but was in excellent
health with an otherwise normal physical
examination. Bone marrow aspiration revealed
an increased number of megakaryocytes without
leukemic cells. She had been treated with high-
dose methylprednisolone (3 days 30 mg/kg,
3 days 20 mg/kg, and 4 days 10 mg/kg) as with
our other ITP patient$, but was accepted
unresponsive. On the tenth day of therapy she
was admitted to the emergency care unit with
fever, right hip pain and scattered petechia.

Physical examination revealed tenderness, hyperemia,
increased temperature and limited range of motion

-in the right hip joint, petechia predominantly on her

legs and oral mucosa. There were no other remarkatle
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physical findings. Laboratory findings are given in
Table 1. Microscopic examination of stained blood film
showed thrombocytopenia with leukocytosis, 68% being
polymorphonuclear leukocytes with 100% toxic
granulation and an erythrocyte sedimentation rate of 60
mm/hour. Emergency ultrasonography was reported as
12 mm effusion in the right hip joint. Hemarthrosis or
septic arthritis was suspected; however, her
thrombocytopenia prevented us from performing joint
fluid aspiration to make differential diagnosis.

Table I. Laboratory Findings

Hemoglobin :12.9 g/dl (12-18)
Hematocrit :39%
WBC count : 16,000/mm?3 (4,000-10,000/mm?3)
Platelet count +20,000/mm3 (150,000-400,000/mm?3)
ESR : 60 mm/h
Blood smear :68% PML, 10% lymphocyte, 20%
monocyte, 2% eosinophil, toxic
granulation 100%, rare and
single platelet.
IgA : 102 mg/dl (100-430 mg/dl)
IgM :110 mg/dl (80400 mg/dl)
IgG : 1160 mg/dl (800-1700 mg/dl)
G : 123 mg/dl (90-180 mg/dl)
C, :24 mg/dl (1040 mg/dl)
Anti DNA : Negative
ANA : Negative
Anticardiolipin  IgM: Negative
1gG : Negative
And CMV IgM: Negative
1gG:250 1U/ml
And EBV - IgM: Negative
1gG : Pozitive
Anti toxoplasma IgM: Negative
IgG : Pozitive
Ant HSV 1 IgM: Negative
IgG: 1.281 1U/ml
Anti HSV 2 IgM: Negative
IgG: 1.161 1U/ml
HBAg : Negative
Ant-HB, : Negative
Anti-HB. Total : Negative
Anti HCV : Negative
Stool culture : Negative

Stoo! cultures (family) : Negative

Salmonella agglutination: O Ag group B: negative
group D: 1/80
H Ag group B: negative
group D: negadve
Salmonella agglutination (family) : negative

WBC: white blood cell; ESR: erythrocyte sedimentation rate;
PML: polymorphonuclear leukocytes; CMV: cytomegalovirus;
EBV: Epstein-Barr virus,

The patient was hospitalized and cephalothin
(100 mg/kg/day) and amikacin (15 mg/kg/day)
were begun, assuming the patient was a septic
arthritis case. Intravenous immunoglobulin
(IVIG) treatment (400 mg/kg/day) was given
for her thrombocytopenia. On the fifth day of
this treatment, her platelet count reached
114,000/mm3, and joint fulid aspiration was
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finally performed. Joint fluid was purulent;
microscopic examination of Gram and Wright
stained joint fluid revealed no microorganism
but many polymorphonuclear leukocytes.
Emergency exploration and debridement was
performed. Purulent fluid in surgery and
persistent fever led us to change her antibiotics
to vancomycin (40 mg/kg) and amikacin
(15 mg/kg). This combination was continued
until Salmonella enteritidis was isolated from
both blood and joint aspiration fluid culture
bacterial susceptibility is given in Table II. In
light of the antibiogram ciprofloxacin was
started instead. Unfortunately her fever and pain
did not subside, so to rule out endovascular
complication of salmonella infection and
echocardiographic examination was performed
which showed normal echocardiographic
findings. Sultamicilin was added to her
treatment, and MRI of the hip joint revealed
joint effusion and intramedullary edema in the
femoral head, suggesting osteomyelitis. The
joint was explored and the infected bone was
debrided in a second operation.

Her clinical condition and laboratory parameters
started to improve after the first and third week,
respectively, and were normal within four
weeks. She is now being followed after four
weeks of antimicrobial therapy with a good
clinical outcome.

Table II. Antibiotic Susceptibility
Salmonella Enteritidis

Joint
Blood Aspiration

Culture Fluid

Ciprofloxacin Susceptible  Susceptible

Chloramphenicol Resistant Resistant
TMP/SMX* Resistant Resistant
Ampicillin Resistant Resistant
Amoxicillin/Clavulanic acid Resistant Resistant
Cefotaxime Resistant Resistant
Ceftriaxone Resistant Resistant

* Trimethoprim-sulfamethoxazole.

Discussion

Salmonella septic arthritis is a rare disease
occurring in less than 0.3 percent of patients
with nontyphoidal salmonellosis’. Sickle cell
disease one of the well known presenting
disorders in salmonella septic arthritis. Prior
joint disease (rheumatoid arthritis,
osteoarthritis, gout), previous trauma,
connective tissue disease, lymphoma, hemolytic
diseases and immunosuppressive treatment are






154

10.

11.

. Saphra 1,

Kanra G. et al

REFERENCES

. Aschkenazi S, Cleary TG. Salmonella infections. In:

Nelson WE, Behrman RE, Arvin AM (eds). Nelson
Textbook of Pediatrics (15 ed). Philadelphia: Saunders
Company; 1996; 784-787.

Winter JW. Clinical manifestation
salmoneliosis in man: an evaluation of 7779 human
infections identified at New York Salmonella Center.
N Engl ] Med 1957; 256: 1128-1134.

. Anand AS, Glatt EA. Salmonella osteomyelitis and

arthritis in sickle cell disease. Semin Arth Rheum 1994;
24: 211-221.

Morgan MG, Forbes K], Gillespie SG. Salmonella septic
arthritis: a case report and review. ] Infect 1990;
21: 195-203.

. Govender S, Chotai PR. Salmonella osteomyelitis and

septic arthritis. ] Bone Joint Surg 1990; 72: 504-506.

. Ozsoylu §, Irken G, Karabent A. High dose intravenous

methylprednisolone for acute childhood idiopathic
thrombocytopenic purpura. Eur J Haematol 1989;
42: 431-435.

. Cohen ]I, Bartlett JA, Corey GR. Extraintestinal

manifestations of salmonella infections. Medicine
1987; 66: 349-388.

Lavy CB, Lavy VR, Anderson 1. Salmonella septic arthritis
in Zambian Children. Trop Doct 1995; 25: 163-166.

Sweak AJ, Van Soesberger RM, Van der Korst JK.
Arthritis associated with salmonella infection. Clin
Rheumatol 1982; 1: 275-279.

Granfors K, Jalkanen S, Lindberg AA, et al. Salmonella
lipopolysaccharide in synovial cells from patients with
reactive arthritis. Lancet 1990; 335: 685-688.

Manicourt DH, Orloff S. Immune complexes in
polyarthritis after salmonella gastroenteritis.
J Rheumatol 1981; 8: 613-620.

12.
13.
14.
15.

16.

17.

18.

19,

20.

21.

22.

The Turkish journal of Pediatrics * April - June 2000

Lalitha MK, John R. Unusual manifestations of
salmonellosis-a surgical problem. Q J Med 1994;
87: 301-309.

Nathwani D, Morris AJ, Laing RB, Smith CC, Reid
TM. Salmonella virchow: abscess former amongst the
contemporary invasive Salmonellae? Scand ] Infect Dis
1991; 23: 467-471. -

John R, Mathai D, Daniel AJ, Lalitha MK. Bilateral
septic arthritis due to Salmonella enteritidis. Diagn
Microbiol Infect Dis 1993; 17: 167-169.

Cohen B Gardner FH. Thrombocytopenia as a laboratory
sign and complication of gram-negative bacteremic
infection. Arch Intern Med 1966; 117: 113-124.

Yeaman MR. The role of platelets in antimicrobial host
defense. Clin Infect Dis 1997; 25: 951-968.

Miragliotta G, Lafata M, Jirillo E. Anti-bacterial activity
mediated by human platelets Agents Actions 1988;
25: 401-406.

Timmons S, Huzoor A, Grabarek J, Kloczewiak M,
Hawiger J. Mechanism of human platelet activation by
endotoxic glycolipid-bearing mutant Re595 of
Salmonella minnesota. Blood 1986; 68: 1015-1023.

Mandell GL, Hook EW. The interaction of platelets,
Salmonella, and mouse peritoneal macrophages. Proc
Soc Exp Biol Med 1969; 132: 757-759.

GroismanEa, Parra Lopez C, Salcedo M, Lipps CJ,
Heffron E Resistance to host antimicrobial peptides
is necessary for Salmonella virulence. Proc Natl Acad
Sci USA 1992; 89: 11939-11943.

Field Pl, Groisman EA, Heffron FA. Salmonella locus
that controls resistance to microbicidal proteins from
phagocytic cells. Science 1989; 243: 1059-1062.

Van de Laar MA, Meenhorst PL, Van Soesbergen RM,
Olsthoorn PG, Van der Korst JK. Polyarticular
Salmonella bacterial arthritis in a patient with systemic
lupus erythematosus. J Rheumatol 1989; 16: 231-234.



