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Prolonged Disturbance of Consciousness in a Patient with Thrombotic
Thrombocytopenic Purpura

Takemi Ohtsuki, Osamu Yamada, Lisa Shirato, Akio Kanzaki,
Yoshihito Yawata, Ichiki Sato*, Hiroshi Kato** and
Yoshiki Watanabe* * *

A 65-year-old man was admitted to our hospital on April 17, 1990 suffering with
jaundice. A diagnosis of thrombotic thrombocytopenic purpura (TTP) was made
based on the following findings: hemolytic anemia with the red cell fragmentation
syndrome, thrombocytopenia, renal dysfunction, fluctuating disturbance of conscious-
ness, and a history of fever. After plasma exchanges were carried out three times,
the above-mentioned findings improved with the exception of disturbance of con-
sciousness. Thereafter, administration of prednisolone (PSL) (60 mg per day) and
transfusion of fresh frozen plasma (320 ml per day) were started. PSL was then
gradually tapered off by approximately 5mg every four weeks. Although the
disturbance of consciousness mostly improved and no clinical recurrences were
observed, intermittent abnormalities on the patient’s electroencephalogram (EEG)
were observed even five months after the diagnosis was made. These findings
became normal nine months after the diagnosis was established. In this article, a
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patient with TTP with continuous disturbance of consciousness is discussed with

special reference to previously reported cases. (Accepted on May 21, 1991) Kawasaki

Igakkaishi 17(2) : 192—198, 1991
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Table 1. Laboratory findings on admission
RBC 251X10* /ul red cell fragment () Bil (T) 2.4 mg,/dl
Hb 8.0 gdl microspherocyte  (+) Bil (ID) 1.49 mg 7dl
Ht 23.6 % crenated cell (+) AlP 61 IU "1
Retic 0.5 % yGTP 2 1U/1
‘ WBC 6600 1 ESR 25 mm,/hr LDH 509 1U 1
Band 10 % CRP 1.2 mg7dl Alb 2.4 g/dl
Seg. 64 % Haptoglobin <30 mg,/dl GIlb 2.7 g/dl
Eo. 2% Mineral : WNL ChE 105 1U1
Mono. 8 % U-hemosiderin (=) GPT 13 1IU/1
Lymph. 16 % GOT 21 1U1
Plat. 0.6Xx10* ul Urinalysis Amy 115 IU 1
Prot. 700 mg,/dl
PT 9.6 sec. Sugar (=) Crn 2.4 mg,/dl
APTT 28.3 sec. Sed. BUN 46 mg,/dl
Fbg 255 mg,/dl RBC 40~50 /HPF Cer 20.4 ml,/min
sFDP 20 ug,/ml WBC 1~ 3 /HPF MG 6.0 ug/ml
FMT (=) uBgMG 13500 g day
ATII 76.9 % NAG 11.0 U1
HPT 150.0 %
LDH isozyme: 1 —161, 2—169, 3—101, 4—44, 5—34 IU/1

BM : hypoplastic marrow
megakaryocytic hyperplasia

LN biopsy : no pathological findings
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Fig. 1. Severely fragmented (micro-angiopathic) red cells were present on the
peripheral blood film on April 18, 1990.
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Electro-encephalogram findings (EEG) on April 19, 1990 showed the

appearance of delta and theta waves dominantly at the area of the frontal lobe.
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Fig. 4. EEG findings on January 29, 1991 revealed no remarkable abnormalities.
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