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EU&IC

7 =04 R7>FA/F— (cerebral amyloid angiopathy,
BUF CAA &REEE) @7 X004 R g EAMNMAOF/NMEEEIC
MEL, HEMCREE BETHD, KMEMIVEEREME
BEEZRIEETHD. TNICREZNREN MDD, FEF
WICIEMEEADOT7 SO« R B OLEICIIZ, MEELMER
ICRRENEDD, BHESPHAMERERESG & OBRKREEE
2L, BEREREDBRENMEZRT S DD CAA BERAE
(CAA-related inflammation, BT CAA-l £B8EE) & KidNn2n.
SEERA I, MERBRICEERENMHIREL, RAERTHERU
CAA O 2 FEBIZRER U I Tc DIRET 5.

E #l

fEGI 1 75 E AFE BEERL)

FiF EFOLUN

BERE  cBEEE (BBERS—), REL BERTE

HSERE  BUE, BYERRL.

WWRE  EFICBESHAND L 5BLUNZERL, ¥z%
EULTED, DR THRENRVWE WSEERD 5 A EEHIRY
52 ENBHote. 1BEBERICTRICELUNAEIRL, FE3
BRE%ICEETES MRIZEELIZE 3, BEEZERIN:
feHEUBRICBERNAR S o T,

ABRBFIRE : ME 133/79mmHg, AR#A 75 B/, #&i&E

36.8°C. —RBAFMRICHITINEEBE AN >c. HREN
FIRTIE, EFERAT, MR ERICEBMRERDEN s
EE1~5 BICEARNGEERBEZRDHOD, EFEEP
REE, RHEOEBEh oz, BREIEET, RHIKRS
3R> T, RANKXEBHMEETMR T —ILid 24/30 (&
1§ -2, 3HEBEIERLE -2, YRLH -2) THofl.

REMR  MEBRETIEI L7 F 2 1.01 mg/dl EBRED -
FERHIZHOD, MEEY CRP ZEHTEEFRARIFHRL, Mk
UK, ¥T ds-DNA Fi4K, #1 SS-A #ifk, #1 SS-B #ifk, MPO-
ANCA, PR3-ANCA, #T GAD FifkiFRETH > fc. FIRIRIEEE
EE, MTPOHE MIGHKIEWIThERETH > BE
MERSESRICIAY T« 7z AVIFEETH 2. WA
L2 L7y —HIEEETH >z, ABRKOIEL CT TlEEaH
BEEMNSHEBEEOREDEREZRD 2N, S2HEHOREEL
T EIMAR & HMEREIEFRO BN > Tz, B MRI T, FLAIR
BERIC CABIBEED SBEEEOREICA > TRHEABESEHE
BREDOEERZR® (Fig. 1A, B), T, 5&@fAEER TIEGEEEICH
INHIMZE 1 AFTDHRB&HTz (Fig. 1C). EF T, BFAEIR T I
RO—MICEEEFMREZTHIc (Fig. 1D). FERITEEER,
ERIF 75 mg/dl ERETH 2 DD, HREE 1 pi (BZER),
FRINBREL 5/ul, #& 57 mg/dl THoTz. STYVIEBEMEASHIE
BiET, MiEZvrEEdREcHo . FTRURERE 7T/
74 TFE3B3 THo Iz,

ABRERE  BERERPIMER(IC K DHIEMNA R E DR
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Fig. 1 Head MRI findings of the first case.
Head MRI is performed with a 3-T scanner. FLAIR image shows hyperintensity along the pia mater from the right temporal to the parietal lobe (A,
B, arrowheads). T,*WI reveales only one micro-bleeding site in the right parietal lobe (C, black arrowhead). On contrast-enhanced T,WI, the
cortical surface is enhanced (D, arrowheads). The asterisk shows the biopsy site (D). After the biopsy, FLAIR image shows a new white matter
lesion in the area surrounding the biopsy site (E), but there is no enhanced lesion in the white matter (F). The white matter lesion disappears after
7 weeks (G). The enhanced lesion in the right pia mater disappears after 15 weeks (H).

Fig. 2 Pathological findings of the first case.
The biopsy specimens are obtained from the arachnoid membrane to the cortex of the right temporal lobe. Inflammatory mononuclear cells are
observed in the subarachnoid space (A. Hematoxylin and eosin stain; B. Leukocyte common antigen). Additionally, amyloid-3 stain shows amyloid
deposits around the blood vessels (C). Scale bar, 50 um.

BRI, ARt 13 HEICARBEEISHERZER L. RE EEMRIEHASNEN T, EEREOUTNIFERIRL, R
FIRTE, <HBETERIC/NEREORE (Fig. 2A, B) SIMEEE BEDETIEETL TWRL, EE MRI TIERIEHLS 36 v AR
IC7304 RBEADEBEERSD I (Fig. 2C) HHIIEE(LY BULREESEGRNGBRCHREROEES R BRBLT
EEMiEE R SFTRIGRO LR o128 CAA-| EBBTLZ. &k W3,

8 HEDIESE MRI I THEMIBLAAFHOABBEEOEE THED

SANERFEOESDRHE T FLAR B CaIESDREIHF EF 2 - 78 mBEME AFE BEERL)
[CHIRL, BEEALIEER S NGB >z (Fig. 1E, F). ERFHRICE FHEEHNSEHABY
EOBRKLTY, £h 2 HFAOREREICE W T AL TRICH BRE SWEWEEABRTESIEENHLRWVERZERE

THERRZROD, BHEZTELHL, LEICXER>RN S Lfc. 891 BEORETERIERB U IcHFIEZZZL, &
fcfed, ﬁén@%ﬁ%c‘:b?‘:. AR S 4 BREEOEE MR T, HMMRIICTEEFRRZERS N, HEENELNIcHHR

HERZENHE/IMER T, E*ﬁb\%?i@?&ﬁ?ﬁ@ﬁﬁ%ﬁ MRI TIZEE DRHFREARZRZUABRERD, HBHENZER T
REMNHEARUT: (Fig. 1G, H). REBEEPERAT, MEHEE ABTRFIRAE M E 131/82 mmHg, Ak#A 84 El/ 7, #IR

BHREHBEEU, NEBRDS 15 BEOER MRI TlE, HERD 35.8°C, —MRBAHFIRICEFZRDEN >z, BREENZLL
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Fig. 3 Head MRI of the second case.

MRl is performed with a 3-T scanner. On admission, FLAIR image reveales swollen cortex and sulcus hyperintensity in the right frontal lobe as well

as from the right occipital-temporal to parietal lobes (A, B, C: arrow heads). Cortical hemosiderosis are noted in the right frontal lobe on T,*WI.

The asterisk shows the biopsy site (D). Four days after the biopsy, FLAIR image reveals a white matter lesion in the area surrounding the biopsy

site (E), the patient shows improvement after 4 weeks (F).

REEIFHEBOBEOH, EIRIEMETIRE EXEHAE Y8
MEAR iﬂw'cméﬁﬁf"&tm BEE CHRHETR, %(Dﬁﬁﬁ’(ﬁ
O5Efp4S COMHSE O BETHo.

@E%E-M&—&EM%TM7b7¥:/ﬁL%mywt
BEOBEZSZRDDEFNEETHD, FUEIAE, T ds-DNA
TR, #1 SS-A itk #T SS-B #ifEF, MPO-ANCA, PR3-ANCA,
T GAD FKRIFREMETH o 7o, FIRERMEBEIER, #1 TPO A,
MIGTEIEWIThEEETH > o, BEMBERIGKRS TICY
AT 7 zAVIEETH . TEKIL2LETY—BIE
BETH . WRISHIEE 7/ (ZER1, BiIke), &R
75mg/dl & SfE, #E 71 mg/dl TH o7z, FBES MRI D FLAIR
RTIIERIEE, RAIEEH)SHEEE, KRBEEICHIT TRERER
ERGEBICA > B ESEZRH i (Fig. 3A~C). T, & FEERT
IFHERBEEICHROANEIYTY > JEE’&W&)K (Fig. 3D).
MRA, 3DCT, BYIMEEFICT, BFIRKICEFMRIIRDEH -
t_Nwmsmmwmm(mﬂ)TMEW%%&*@huEM
ZERDTz, PR TIEEREED 8~9Hz T, GRIEENSHEIEE
IC 5 KZRD, BERREROLEM >, PRUREAE 7/
Y4 7IFE32 THoTz.

ABERIRE | IEMGIEFEE, VmITIEEE, IGhEEREZ R
FHREICHEREE Gofc, UV VYRLTRTOAR (F
FH X5 33mg/day 5 HE) BEMITL, A4 HE LD
REBICHKFEMEZ o, ABRBEHETERIETL, X770
1 REBEETOITHNCREEZRDDEDICHTCHEDDEEDK
EEN R UTcfc s, BERREACIERIC K 2RMA L E

DN ZET DH, Abt 14 BEICKRERERS K OKERONTE
VT VIRBEZEROICERIEEN SHERERMEL 2.
REMRIEEBUEMEZRS T, MEEIC—HKLTFZIAOAR
BELBEZF®, CAALRITLE. ABT18HEBE (4% 4 H
%) OER MR TIRERTEREORETAEN SANERFED
FEHEICE LI BREERENHIR L 2D (Fig. 3B), ERER
HICIEHEENMBIMGICARD, EARDBISHE ULEEERD
MR E AR R o oo DBBR L. &% 16 HEERITIEB Y
HKEERDPEARZZRO . AEDOESS MRI TIEEEEE
MRICFROWMERANTEI T VILEERH DD, ERIBAEFE
DOBRERZEIFHEL Wz (Fig. 3F).

£ E

CAA DEZWTEZE & U Tld Modified Boston Criteria M 3218 &
2, CAA-I DZMIEHEE L TIE Chung SDBEHINNEINT
W39 EF] 1 O MRIBHRIZFWS N OZETEES KIS BWD
DD, HEROERTAEMBPOZBE IO RBOREE
m&muf) CAA-l E2ZHTL o, fEF 1 OAEFOEERE DR

ICBELTIE—BETEDIELIZEWS TEY — RH S transient
focal neurological episodes &% Z 1z, fEfl 2 [FWIThDEET
H CAA probable D&z L, MERTIEFZIOCNRBD
B E RO - HBEHRPTR & 1 probable CAA with supporting
pathology & 22MT L 7z, RIEMBIDZMITEREBE N TIFRHIR
hotfe.

fEB 2 TIFARBRZEICHEDSY, KBZELTW e, ASL
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TIRARMISBERDOIENG s &5, KEPTANA
MNEREEREZEZ e, KEBERNH BT L 7K Tl
RIEFRD M o T, ERMFEIKICIERGE, ASL TEBREZHR
Y, EEREFANEENSHEEETH O REMLEEZE0
TWe eI U, 2ERE BB TH > cDIiE, MERE
D MRl TERSM AR ICHF - RABERE %R, REETH
RERUIATH D, ERIPUEFEO MR BIR EDEIE, K
BETHEISFEBICH &LV, EROBETELDFEEEZD
ICIRIEEETH D, CAAI ZETMBEXARERERICERT S
BENMDELRAENETH 20N, BENTELR—BIEDRE
THZH2ONXAIFRETH >, ULHhUELASERLEOELE
LERERRR EDIERBIFRET, RFEATBMETICREE M
ETB2fEHBERERULE.

MAERBICAGRENER LAY v, £REBICERREE
KOBBUTEAL U721 72 & BNAER % 24T U 7 iEIR O EHR PR
ROEHMESNTWVED, BEICOWTRERINTHLA
W, BRUZ2FIEMERNEEREZFR U ICAIRENEE
TERMNoTe. CAA| DIEEFITHEREZZELEE 13605
5, 10 61T ApoE BIEFD T =/ ¥+ FTIEE4E4 THo & W
SHELH BN, SERELEL2HTE I/ F1 T
E3/E3, E3/E2 &—FE LTfEmIEEM o fe.,

7 I0O4 RiEEME TR (blood-brain barrier, LL
T BBB &M&iC) DOHEREEAREMNTREINTWSD, BEMEICK
DHUNRIMEEIGIC & 5 BBB DBEVLAIED, ETHEOMER
EVHEZEICEET 2 & DOREL, BIMERHLNST IO
A RBEADEENBERINDE VWSHEHH 299, HMEIER
BECHNERTEEMARLERIEITERVND, BRICCAALD
SRHT, HEROERMIFEDRECEOIOEEEZNL, B
BREZDOHEICEAS UMM S 2.

CAA TIEBEIEVINRD/NMEDIMEEANT IO+ R g EHN
MEL, ThICHESIERRES D WEMEEDKENEERTH
h, HEOMEIFEEFEI RN, AERZICDVWTIE, K
BOMEDRKIEICH S BMEE(HATREEINTNS®, CAAD
HERZICDOWTIE, REREZETICEAICERT DEFR
HHHMEINZ D, CAADHERZENBRRRT 2HFEEL
T, PIOARREBECRENMERSEICTKEEZSZ, BBB D
BE A ICEEZ RIS EAREEAENIE (posterior
reversible encephalopathy syndrome, BT PRES &BEEE) 48
DEFEHEEZSNTEN Y, BEOH THEREHIRE U
BIDHEHH B, ANEHITIE PRES 2K T L SAmME(FR
SHiahofzh, INERDIZEED BBB OBE#EZE K L PRES (T8
LicFEYIEREN L TAEOEMMEZEL%E KU I EEED
BEETEEN

HA D 2 EFTIEMERRIC—BEDHERENHIR U .
MMM 7 I A ER AN IR T e = E R/ L, FHBEN
BREETAMBITLELS AT, ZHICHERBEIMEREZE
YT BRENH . MERBICABRENHRE LSS, E
Ke MRIOBBERZEDHBZER U RRAEOLEEZ IR L
BEFNERSRV. RKAECHERENRIRULFITH, #F

EEBIERS \
BARERICEEREERZL, KARTRENRE LMY SO1 RPYFA/F—0 241

BRICHERZEDNBMRL TWBIHEEHH D, ERIKIER & BEfRIR
BEORRNRERVBEAHICET EAC & ORFENRET
HBEEZc. CAADRBEEZ DD XA TEERE & E 2K
£LUTk.
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Two cases of cerebral amyloid angiopathy in which white matter lesions appearing after
brain biopsy got improvement without immunotherapy

Kohei Asano, M.D. "2, Sachiko Hosoyama, M.D., Ph.D. 2 and Yuko Takeuchi, M.D., Ph.D. 23

1) Department of Neurology, Japanese Red Cross Aichi Medical Center Nagoya Daini Hospital
2) Department of Neurology, Nagoya Ekisaikai Hospital
3) Department of Neurology, Masuko Memorial Hospital

Abstract: The first case was a 75-year-old woman with intermittent sensory impairment of the left hand. FLAIR of the
head MRI revealed hyperintensity along the pia mater in the right parieto-temporal lobe with few microbleeds. Our second
case was a 78-year-old man who presented with motor aphasia. His MRI showed swollen cortex on FLAIR and cortical
hemosiderosis on T,* weighted imaging of the right cerebral hemisphere. Pathological findings indicated the first case as
cerebral amyloid angiopathy (CAA)-related inflammation and the second case as CAA. Additionally, after brain biopsy,
widespread white matter lesions were detected in the area surrounding the biopsy site. However, both patients showed
improvement without immunotherapy. Therefore, it is important to consider whether immunotherapy is required when white
matter lesions appear in the area surrounding the biopsy site.

Key words: cerebral amyloid angiopathy, cerebral amyloid angiopathy-related leukoencephalopathy,

cerebral amyloid angiopathy-related inflammation, brain biopsy
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