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A case of uremic platelet dysfunction
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The present case was a 59-year-old woman who underwent a right nephrectomy at 30 years of age,
and in whom renal dysfunction occurred at 51 years of age. In November 199X, when her creatinine level
reached 7 mg/d/, renal replacement therapy was recommended. She refused this therapy and began her
own diet therapy, which consisted of taking only supplement beverage, but no food. Afterwards she
became unable to do daily work, and entered our hospital in July of the next year.

On admission, her bleeding time was over 10 minutes, but coagulation function tests showed normal
values. Platelet function tests showed that coagulation with the addition of ADP was mildly decreased and
that coagulation with the addition of aggregation was severely decreased. These data and her bleeding
tendency improved with hemodialysis. Therefore, a diagnosis of aggregation non-responsive uremic
platelet dysfunction was made. On admission, we were not able to insert a catheter for hemodialysis
because of her severe bleeding tendency. A platelet transfusion was made so that we could insert the
catheter without severe bleeding. However, this hemostatic effect lapsed after about five to six hours. Six
hours after insertion of the catheter, oozing from the orifice of the catheter was seen and a red blood
transfusion was necessary. Three days after beginning hemodialysis, the bleeding tendency was no longer
seen. Her platelet function and coagulation test results also improved.

We can make two conclusions regarding this case. The first is when the physician’s medical strategy
cannot be carried out due to uremic platelet dysfunction, a platelet transfusion can temporarily eliminate
the bleeding tendency. The second is that the pathophysiology of uremic platelet dysfunction involves
suppression of the primary step of platelet aggregation with collagen. Experience with the present case
revealed the appropriate therapeutic strategy for the pathophysiology of uremic platelet dysfunction.
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Table. Laboratory findings on admission
Urinalysis Biochemistry
Prot 3+ TP 6.7g/dl
Glu 2+ BS 124 mg/d!
Ace - T-Bil 0.2 mg/d/
Bil - AIP 1931U/1
OB + Cho 264 mg/d/
Uro N v-GTP 71U/l
Sediment LDH 6471U/1
RBC |0~20/HPF Alb 3.8 g/dl
WBC 2~5/HPF Glb 2.7g/dl
Hyalin cast 2/all ChE 2111/l
GPT 81U/!
CBC GOT 101U/
WBC 2,800/l Crn 10.81 mg/d/
Neu 88(%) BUN 85 mg/d/
Eos I UrA 7.7 mg/dl
Mono 3 Amy 1611U/1
Lymp 8 CRP <0.2 mg/d/
RBC 167 X IO“/,ul
Hb 5.0g/d/ Mineral
Ht 15.7% Na 136 mEq/!
Ret 2.1% K 5.4 mEq/!
PIt ||.3><|0“/,ul Cl 9.2 mEq/!
P 6.6 mg/d/
Coagulation test Ca 4.1 mEqg/!
Bleeding time [0<min
PT 10.2 sec
APTT 29.4 sec
Fib 576 mg/d/
TT 140.8 %
HPT 122.2%
VIll factor 138 %
IX factor 83%
vWF 156 %

oo HAMBERE BT 2 A TIE IVY 3T HIMKEEIE 10
GUETH 57273, BEKERE CRRERRIEED sh
winoilze VIR, IXKKF, von Willebrand K- (VWF)
YIEFHTH o7z, MVIMREHEREMRT Tl ADP 10 uM ¥R
e & 2 EEEE IR T 49 % (4 73 46 B) EEEET L T
720 collagen 2 yg/m/ ¥R TIX K 21 %(9 5322 7)) &,
collagen IZ X B2 IM/MREEIZITEA EASNZ DT
(Fig. la), ADPIRIITIZS4FRM: ADP 12 & D L EE
SN, HETHEME ADP 23 &, & S ICEER
%, —7, collagen FRINTIXZ BRI IT/IMK 2 545 & 8
3, /M & AR ADP M S B EERIGEZ R S
T TWb, /o, MUMHERER 3.7 %L ETL Twiz,
BRPRRRE (Fig. 2) © ABitk, FELOMERRE LV IRERE
PRI/ IMREREIR TRE & 2207, 28 2 i H ICIRET O 577
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Fig. 1. Platelet aggregation test
a @ Day?2; pre initiative hemodialysis

b : Day 10 ; 7 days after initiative hemodialysis
¢ : Day 32 ; 4 weeks after initiative hemodialysis

Hemodialysis everyday 3 times/week
Platelet
transfusion Lid
Red blood il
transfusion
Insert a catheter Operation
v v
Platelet 113 12.8 29.1 32.9(10%ul)
Bleeding > 10’00’ 2°30” 430"
fime
Platelet 3.7 3.9 8.7(%)
Adhesion test
) 719
Platelet aggregation test 438" Fig.2. Clinical course of the patient
315" Hemodialysis was initiated on day3 and
446" 7591 continued daily until day 7. Next hemodialysis
50 210 was carried out three times a week. Throughout
343" the clinical course, erythropoietin (3,000 IU)
was administered intravenously three times a
W : Collagen i
g0 @ : ADP week. Nafamostat mesilate was used as an
0 anti-coagulant during each hemodialysis until
1 10 20 30 40 (day) day 38, then the agent was switched to heparin.
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