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A 72-year-old woman was admitted to our department because of polyarthralgia, acute kidney injury, and
findings of inflammation. Her acute kidney injury was caused by ANCA-associated vasculitides accompanied by
myeloperoxidase ANCA positivity, and the findings of her subcutaneous renal biopsy indicated crescentic glomer-
ulonephritis. Despite beginning high-dose methylprednisolone pulse therapy, she needed renal replacement therapy
on the 8th hospital day. After 2 weeks of treatment, the glucocorticoid dosage was gradually decreased, and intra-
venous cyclophosphamide (IVCY) therapy was added. Ganciclovir was administered for cytomegalovirus viremia.
On the 30th hospital day, arterio-venous graft (AVG) construction was performed for further hemodialysis treat-
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ment. The AVG was reconstructed because of occlusion on the 44th hospital day. However, her renal failure ame-
liorated, and she was withdrawn from renal replacement therapy. Glucocorticoid was tapered and IVCY was dis-
continued, but her inflammatory response and fever persisted, and methicillin-resistant Staphylococcus aureus
(MRSA) was detected in her blood culture. Administration of daptomycin was started, and the AVG was removed
as the suspected cause of bacteremia. On the 96th hospital day, generalized unconscious seizure occurred abruptly
with severe hypertension. Head T2 FLAIR MRI showed multiple lesions with a high signal intensity, and she was
diagnosed with posterior reversible encephalopathy syndrome (PRES). Her neurologic symptoms and finding of
images were improved by administration of diltiazem and nicardipine, however, cerebral micro-infact lesions per-
sisted. PRES is rarely observed as a complication in ANCA-associated vasculitides patients, but should be consid-
ered in the patients with several risk factors such as renal failure, immunosuppressive treatment, sepsis, administra-

tion of erythropoiesis stimulating agent and hypertension.
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Table. Laboratory findings on admission

Blood cell counts Blood chemistry Immunochemistry

WBC 14,600/ uL TP 5.3 g/dL ANA <x40
Neutro 91.0% Alb 1.6 g/dL Anti ds-DNA 1gG <10 IU/mL
RBC 2.71x10% ul T.Bil 0.3 mg/dL IgM-RF 81 1U/L
Hb 8.3g/dL AST 17 IU/L ACPA <0.6 U/mL
Plt 20.1x10%/ulL ALT 11 IU/L Anti GBM Ab <2.0 U/mL
MCV 81.91l ALP 250 IU/L MPO-ANCA >300 IU/mL
MCH 30.6 pg r-GTP 54 1U/L PR3-ANCA <1.0 IU/mL
MCHC 37.4% BUN 59.2 mg/dL CH50 29.7 CH50/mL
CRN 3.49 mg/dL C3 99 mg/dL
Urinalysis eGFRcre 5 mL/min/1.73 m? C4 45 mg/dL
PH 6.5 Na 133.2 mEq/L Cryoglobulin (=)
upP (2+) K 2.8 mEg/L IgG 1,335 mg/dL
Glu (=) CL 94.6 mEqg/L IgM 145 mg/dL
OB 3+) Ca 8.0 mg/dL IgA 343 mg/dL
Urobilinogen (+) P 4.3 mg/dL
UA 8.4 mg/dL
Sediment Cys-C 4.83 mg/dL
Dysmorphic RBC (+) CRP 19.39 mg/dL
RBC cast (+) ESR 78 mm/hr
U.Protein 86 mg/dL
U.Crn 23.5 mg/dL
TP/Crn ratio 3.66

Fig. 1.

A : Massive glomerulitis including the finding of karyorrhexis
(rupture of the cell nucleus : indicated by the arrow) was
“*1 observed in an H.E. stained specimen.

. B : Fibrous-cellular crescent was observed in more than half of
the glomeruli in the renal biopsy specimen.

C : The findings of necrotizing vasculitis, such as glomerular
basement membrane rupture and fibrin exudation were
observed (arrow indicates).
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Fig. 2. Clinical course of our case
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Fig. 3. Magnetic resonance imaging at the onset of PRES

in our case

A, B, C ! Fluid-attenuated inversion-recovery imaging

(FLAIR) shows white matter multiple lesions with a
high signal intensity in the bilateral occipital, parietal
lobe and thalamus predominantly.

| D : Diffusion weighted imaging (DWI) shows no lesion

with an abnormal signal intensity.

E ' Lesions with a hyperintense signal in the apparent

diffusion coefficient (ADC) map of the occipital
lobe, which indicates vasogenic edema.
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Fig. 4. Magnetic resonance imaging at two
weeks after the onset of PRES

White matter multiple lesions with a high

signal intensity in FLAIR and the ADC map

indicate that vasogenic edema has vanished

compared to the onset of PRES.
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Fig. 5. Magnetic resonance imaging at two weeks after the onset of PRES
DWI (A, C) and T2 image (B, D) show multiple micro-infarct lesions in the occipital

lobe and cerebellum.

Furthermore, noncontrast MR angiography (MRA) detected vessel occlusion in the left
anterior and right middle cerebral artery (It-ACA and rt-MCA, E) compared to before
the onset of PRES (F) when there was no infarct area in their downstream region.
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