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A case of acute kidney injury during warfarin therapy
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The patient was an 82-year-old female. She had been treated with warfarin for atrial fibrillation that devel-
oped after a heart valve replacement operation. She was admitted because of a progressive loss of renal function
together with persistent microscopic hematuria and proteinuria. Although the renal biopsy showed only focal
mononuclear cell infiltration and mild mesangial expansion in the glomeruli, the occlusive red blood cell casts
were remarkable in the tubules and were accompanied by inflammatory and edematous changes in the surround-
ing interstitial area. After the adjustment of an excessively extended prothrombin time, her renal function gradu-
ally improved in parallel with the marked decrease in the microhematuria. It was assumed that an acute kidney
injury observed in this case was caused by the occlusive red blood cell casts as a result of abnormal hemorrhage
in the glomeruli due to focal glomerulonephritis and a warfarin overdose.

The present case, therefore, suggests that a warfarin overdose is a potential risk factor for acute kidney
injury in the presence of coexisting glomerular injury.

Jpn J Nephrol 2013 ; 55 * 966-971.
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Table. Laboratory findings on admission

Complete blood count TP 7.9g/dL C3 58 mg/dL Urinarysis

WBC 5,600/uL Alb 2.0g/dL C4 5mg/dL pH 7.0

Neu 4,800/uL  UN 26 mg/dL  CH50 9.1U/mL  Specific gravity 1.016

Lym 600/uL  Cr 1.4mg/dL  ANAEIA 89.0  Protein(+2)

RBC 244x10*/uL  UA 52mg/dL  Anti-dsDNA-IgG  20U/mL  Occult blood(+3)

Hb 79g/dL  Na 139 mEg/L  Cryoglobulin test (x) Bence-Jones protein (—)

Ht 157% K 32mEqg/L  RF 63.6 1U/mL

MCV 98.0 fL Cl 102 mEq/L MPO-ANCA <10E - U Urinary sediments

MCH 29.9 pg Ca 7.1 mg/dL PR3-ANCA <10E - U Red blood count many/HPF

MCHC 30.5 % IP 2.8 mg/dL Anti-GBM Ab <10E - U White blood count 5~9/HPF

Plt 15.7 X104/uL CRP 2.01 mg/dL 1gG4 13.0 mg/dL Hyaline cast(+1)

Fe 82ug/dL  Ciq 2.6ug/mL  Epithelial cast(+1)

Coagulation/fibrinolysis TIBC 203ug/dL ASO 4131U/mL  Granular cast(+1)

PT 22 % Ferritin 185 ug/dL ASK 640x Dysmorphic red blood cells

PT-INR 3.3 Vit B12 628 pg/mL Immuno-electrophoresis 30 %

APTT 435sec  Folic acid 8.0 ng/mL M-protein (—)

Fbg 230 mg/dL Haptglobin Coombs test : Urine biochemistry

43 mg/dL(2-1 type) direct(+), indirect(—) 24 hr-CCr 21 mL/min

Biochemistry HbA1c 49% U-prot 515 mg/day

AST 241U/L  BNP 665 pg/mL Infection U-8,MG 21,180 ug/L

ALT 91U/L HBsAg(—) NAG 15.4 1U/L

LDH 3221U/L Immunology HCVAb(—)

T-bil 0.9mg/dL  IgG 4,038mg/dL  TP(—)

ALP 4241U/L  IgA 673mg/dL RPR(-)

r-GTP 321U/L  IgM 183mg/dL  HIV1-2Ab(—)
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Fig. 1. Renal biopsy findings
In the renal biopsy specimen, occlusive red blood cell casts were occasionally observed in the lumen
of the tubules, and diffuse infiltration of mononuclear cells was also noted in the interstitial area (A,
B). The glomeruli showed only focal infiltrations of mononuclear cells and mild mesangial expansion
(C). (A : Hematoxylin and eosin stain, original magnification X 100, B : Periodic acid-methenamine-
silver stain, original magnification X 200, C : Periodic acid-Schiff stain, original magnification X 400)

TFULIWEX—F Y =) v, g &L

ABRBRRE : =75 7YV 5mg/H, 7u7y)/—)i
100mg/H, 783 F40mg/H, 77328 F > 10mg/
H, 7AEY ¥ 100mg/H, Vv7 7V ¥ 2mg/H, 77X
75— 20mg/H, 7T VBEE—#F bV 7L 100 mg/
H

ABRBFIREE © &% 153.5cm, {AH 42.0kg, BMI 17.8kg/
m?, EakEM, AR 37.1°C, I 130/60 mmHg, /DA%
70/43, #£, pO, 96 % (room air), VASHIR ; IREGRE AN D
D, IRBRASIEE g2 L, SHEY) v iR L, SHSEES -
s - WREES « BMEE 722 U, NG DME S BN, s - Ul
[« PURZBHERIE R D b, A L, Wi s b,
R v SHiflEE 37, MR R R L,

ABRBRE R ¢ ABERIBA AT L %2 Table IC2/R9, Hb
79 ¢/dL L IEBRMEEEFEEOEMEZR D2, 7utarE
VIEE (PT) 13 22 %, INR T 3.3 LR, HEMELED ~ o
YART 7 AT VIRH(APTT) b 435 B LIER 258 72, Il

W27 L7 F =Y 14mg/dL, CRP2.01mg/dL, Wtk bV
7 LFRAR7F K (BNP)665 pg/mL & \Wiitdh ERZED
Too MR, 2042707y vEekplt, fia L7
FY Py 0 Hifk(ASO) B L OHLA L 7' ¥ F —EHik
(ASK) D L5, & 5 icHilsdifk B X OFL ds-DNA Fifko |-
HEROT, 2O, #HEHCYUAIIBREBRPIICEWTT
RCEEMTH - 72, RILH T IRRINMER % S5/ HEE D, K
MIRZETEH1E 30 % TH > Fo, FHIRBAETIEIKEN 515 mg/
H, IRt B, 2 7uvrna 7Y v (8,MG)21,180 ug/L, IRt
N-7+t%F 7N a4y == (NAG)I1541U/L &2 %2
NEEZ D 72,

ABRBFERATR @ 8 X R I K 2 7o 72,
JEE CT TR S 2 2B oZE PR, KEIEZRRT 5
T RIZIRD o 72,

BAERRERR (2011 4 1 AMif7) @ MU TERIE
NI 4 K, FOREREAE 13 1, 2ETERELARBRIK 1
T dH -7z, PRIEZEHE R EEIR O #HEL 2 & D185



PHREE—EE fih 8 £ 969

3.5 v H"DF‘F}'
3 Y A /"III |
\ IEH ki)
.5 l"-,_.-'r. \ )II |II -I-“l- I. i
\/ H;iﬁ
> v !r." /
5 el ."r-. II| IIII
II |I
|~
1 "
[
Uy NHC * P
s iiPr e T— D=0 J0=48 7
o
Now, 2010 [z, 10 A 2011

Q- &-1

Felo. 2001 flar. 2011 apr 2001

Fig. 2. Clinical course
After the achievement of an appropriate prothrombin time and the initiation of cortico-
steroid therapy, the serum creatinine concentration drastically decreased in parallel

with deceased microscopic hematuria.
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