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Aggregatibacter segnis (A. segnis) | HACEK #2835 % 77
LRBPRHETH Y, BAE - DREMICEAET 5 Y. HACEK #
&% Haemophilus )&, Aggregatibacter J&, Cardiobacterium hominis,
Eikenella corrodens, Kingella BOWBHTH Y ¥, KFIZBITA
BGELNIEZRORKE O 1% % 5O TV 5205, HHHIE
<, WIMEA D > THIMPERE RIS EMELE R L5 DY,
F 7o B DR 25 Tld ANCA 2SRt & 72 2 FERI <2, 2,
SRPEB X USHRERMRT 4570 & ANCA RIS S | 238 L 72 BR
FERZ BT BEBDH L EHHE SN TVL Y. S0, b
AUD AU LI % 22 IC RS I S 1, ANCA BRI 498 & o
M EZEL 72 A segnis |2 X B IEGMEGHRIE D 1 & REER L 72.
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BEARIE © /NPA RIS S & 0 IR PSR 2 2 R S 7z,

SEFIEE © 70 L.

BUBEE © 201345 HICHtia B2 v, S HIZLH L &
BB IBL L2 Lz, i TcAEZ7ne >
10.5 g/dl (MCV 93.6), CRP 5.57 mg/dl & &1B & O RIEFT R
EHLW, FREHEEERE TEIEL IR S N0, [
410 A I BRI N EF 2 B2 L7z, B <l

TRBIEETENTH Y, DBRAMOFEBIZEH 1@ LT
W7z 2014 4F 6 H A E g I 2E G BB TIAE L7
D UBEEINRE S LTz

A BeBEEUAE R 37.5°C,  IfiLFE 135/83 mmHg, AR 113/ 45
(), Sp0,99% Tdh V), EIHEINHES % A LD, ZOMMh—fk
LKA BAC B % I & O 7 o Fo. SRR LTI, i
BB 7 A BRI MMT 4/5 O KT, A TI8580E
BEEY AL ®, G EEEERICBESRD A S, TR
IR CIEETH Y, MR AL D Rd o7

RATHT L MARAS CIERIEAS 102 mm/1 BT & J0E L, B
IEk 9,000/w (4FrPEk 81%), CRP6.9mg/dl & EH- L Tw7z,
F/oANETUE Y 86g/d (MCV88.6) & IEERIEAINZ A &,
7 x)F 4458 ngml & FH L, SEEEMOFTRTH -
7o, EMEL FFRRRE, EORRRRICEEIIAR ) mAEE, I LA
T 0 — )UHIZIEH CTH Y, BNP 70 pg/ml L BED EH%2 AL
W7z, B - RERETE T, PT-INR 1.12, APTT 29.3 %,
74 71) /% 448 mg/dl, D-dimer 1.42 ug/dl & BEE R AR EE
ToiE LT 7s. RIEFMICIE 1gG 2,255 mg/dl, RF 25.5 IU/mi
LR A L, PR3-ANCA 25.6 U/mil & 514 TH - 72, PPt
K, MPO-ANCA, #i1 vy ) Eviifk, VW—7FA7 > Fa
Ty MIEETH o7 BRI 3/ (B ER
66%, ZIA%ER33%), &M 39 mg/d, 61 mgd & IEH T
Hotz, TR DI DY) UL Yy 7 BEEIE 256 pg/ml &
FRLTBY, ADAOEFEASNT, F) T a—F N
Y RIEETH o2 BEHEL CT, MRI CIXAREEIED B E T
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Fig. 1 Brain CT and MRI scans on admission (A, B) and on day 9 (C).
(A, B) A brain CT scan and a fluid attenuation inversion recovery (FLAIR) image (axial, 1.5 T, TR 6,000 ms, TE 120 ms)
showed subcortical and subarachnoid hemorrhage in the left frontal lobe. (C) A diffusion weighted image (DWI) (axial, 1.5 T,

TR 2,847 ms, TE 82 ms, b value = 1,000) showed micro infarction in the right caudate nucleus.
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7z (Fig.2A,B). B 9MHICEHIT MRI x Fif L 72 & 25, 12
BRI B ZEAE U T 72 (Fig. 1C). 11w HA T
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Fig. 2 Transthoracic echocardiograms on day 8 (A, B) and transesophageal echocardiograms on day 14 (C, D).

(A, B) Transthoracic echocardiograms showed mitral valve regurgitation due to anterior leaflet prolapse. (C, D) Transesophageal

echocardiograms revealed vegetation in the anterior mitral leaflet (arrow) and moderate mitral valve regurgitation. LA: left

atrium, LV: left ventricle, AML: anterior mitral leaflet, PML: posterior mitral leaflet.
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Aggregatibacter segnis endocarditis mimicking antineutrophil cytoplasmic antibody-associated
vasculitis presenting with cerebral hemorrhage: a case report

Tomoki Hirunagi, M.D."”, Hiroshi Kawanishi, M.D.”, Norimasa Mitsuma, M.D.",
Yoji Goto, M.D."” and Kazuo Mano, M.D."”

YDepartment of Neurology, Japanese Red Cross Nagoya Daiichi Hospital
“Department of Cardiology, Japanese Red Cross Nagoya Daiichi Hospital

A 56-year-old man who underwent a tooth extraction in the previous year presented with weakness of the right

upper extremity. Brain CT and MRI scans showed subcortical hemorrhage in the left frontal lobe. His body temperature
was 37.5°C. Blood examination revealed anemia, elevated levels of C-reactive protein, and a positive result for PR3-
ANCA. Aggregatibacter segnis was identified in the incubated blood cultures, and transesophageal echocardiograms
showed infectious growth in the anterior mitral leaflet. He was diagnosed with infectious endocarditis. After treatment

with ceftriaxione, the clinical symptoms were improved. We concluded that infectious endocarditis caused cerebral
hemorrhage and that the positive result for PR3-ANCA was a false positive. Infectious endocarditis can mimic ANCA-
associated vasculitis. When ANCA-associated vasculitis is suspected, infectious endocarditis must be ruled out.

(Rinsho Shinkeigaku (Clin Neurol) 2015;55:589-592)
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