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Heparin-induced thrombocytopenia with pseudo-pulmonary embolism in a patient
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Pseudo-pulmonary embolism (PPE) superimposed on heparin-induced thrombocytopenia (HIT) is an important
complication in patients undergoing hemodialysis (HD) treatment. We report the clinical profile of an HD patient
with acute respiratory distress induced by PPE and HIT. A 67-year-old man with diabetic nephropathy and end-
stage renal failure developed congestive heart failure. He was admitted to Kitasato University Hospital. He was
introduced to HD treatment using low-molecular-weight heparin as an anticoagulant for an HD session on day 1 of
admission. On day 11 after admission, he suddenly developed respiratory distress and hypoxia at 30 min after the
start of the fifth HD session. The HD session was immediately discontinued, and oxygen inhalation improved his
complaints and hypoxia. The platelet count decreased from 220x 10°/L at the start of the HD session to 80x 10°/L
at the end of the HD session. We suspected HIT when blood clotting occurred in his hemodialyzer and blood cir-
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cuit for HD during the HD session on day 12. Chest X-ray, electrocardiogram, echocardiography, and pulmonary
microcirculation scintigraphy were normal. Serum analysis was positive for heparin-platelet factor 4 (PF4) anti-
body. We then diagnosed him with PPE superimposed on HIT. After the anticoagulant agent for HD was changed
from low-molecular-weight heparin to nafamostat mesilate, his clinical symptoms and thrombocytopenia disap-
peared. PPE superimposed on HIT appeared approximately 7~10 days after the initial use of heparin for the HD
session. PPE also led to acute respiratory distress, blood coagulation in the hemodialyzer and blood circuit for HD,
as well as thrombocytopenia with less than a 50% decrease in platelet counts. The prognosis of PEE and HIT is

good after discontinuing the use of heparin.

Jpn J Nephrol 2015 ; 57 © 1248-1252.
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Table. Laboratory findings on admission
Urinalysis Blood cell count Blood chemistry
pH 6.5 WBC 7,300/ L TP 4.7 g/dL
S.G. 1.01 RBC 237x10* /ul Alb 2.2 g/dL
Protein 4+ Hb 6.4 g/dL AST 12 IU/L
11.4g/day Hct 19 % ALT 15 1U/L
Glucose 2+ Plt 284x10° /L LDH 362 IU/L
Occult blood 2+ ALP 356 IU/L
RBC 5 ~ 9/HPF Coagulation CK 1,209 IU/L
WBC 1~ 4/HPF APTT 39.3 sec TG 153 mg/dL
PT 11.3 sec T-cho 312 mg/dL
Blood gas analysis (room air) D-dimmer  18.7 ug/mL UA 6.5 mg/dL
pH 7.23 FDP 21.5 ug/mL UN 105 mg/dL
PCO, 25.1torr Fibrinogen 633 mg/dL Cr 19.5 mg/dL
PO, 99.4torr ATl 86 % Na 138 mEg/L
HCO;4 10.3mmol/L K 5.3 mEq/L
SPO, 98% Cl 110mEg/L
Ca 7.9 mg/dL
IP 3.1 mg/dL
HbA1c 45 %
CRP 0.28 mg/dL
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Fig. Clinical course of platelets and anticoagulant agents for the hemodialysis session
LMW heparin : low-molecular-weight heparin, PF4 antibody : anti-platelet factor 4 antibody
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