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Likitnukul S, Poovorawan Y, Reinprayoon S, Chumdermpadetsuk S.
Septicemia in children with liver disease. Chula Med J 1984 Aug :
28 (8) : 867-876

Seven Patients with acute and chronic liver disease compli-
cated by bacteremia at Chulalongkorn Hospital, during January
1980 to December 1982 were studied. There were 4 boys and
3 girls with age ranged from 2 to 16 months and 8 episodes
of bacteremia. The causative organisms were, 3 Salmonella, 1
Enterobacter, 1 Streptococcal pneumonia, 1 E.Coli 2 Klebsiella
SP. One of the latter two also had Haemophilus influenzae peri-
tonitis. Four cases died. The incidence of bacterial infection is
higher in the patients with liver disease than in normal people
due to impairment of bacterial filtering mechanism and phagocy-
tosis of the diseased liver, increased shunting of blood from portal
to systemic circulation and decreased local resistance of intestinal
mucosa. The major causative organisms were due to gram negative
becteria which may originate from the bowel. Whatever the
mechanisms, is vigorous with broad spectrum antibiotics can
decrease the mortality rate.
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Treatment and Qutcome

PT Treatment

Outcome
1 Ampicillin + Gentamicin Recover 23 D
2 Methicillin + Gentamicin Dead 4D
3 Ampicillin + Gentamicin Dead 3D
4 Ampiéillin Recover 9 D
5 Ampicillinn + Gentamicin Dead 27 D
6 Ampicillin + Gentamicin Dead 5D
7 Penicillin  + Gentamicin Recover 47 D

Cefuroxime + Amikacin

Cefotaxime

Mortality Rate 57 %
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