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BRI EEMEAE (posterior cortical atrophy, LU PCA & B&
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Fig. 1 Progression of visual field defect.
A: Goldmann perimetry revealed a defect in the medial portion of the left visual field upon admission. B: Six months
post-admission, right homonymous hemianopsia is evident. OS (oculus sinister) indicates the left eye, and OD (oculus
dexter) the right eye.

RN RS Z IR > fe.

—RIREMR | —RIIREEILES T, FRREE 53
> B1-B12 [FIEE, HbA1c59% TH -, BERBREIZIER
47 mg/dl, #HEREEL <1/mm® (IR 100%), BERH Y VES
Tl 42 pg/mi (IEF © 49 pg/ml BUTF) & EFF o7y, B
BRERT7 SO R By, 1& 338 pg/ml (IEF : 490 pg/m/ ML L) &
ETU, UYBby /704 R B, bid 0.127 (E% :0.075
BT) £ ERULTWE,

BRREMR | B MR TERBEEORBES L UCHE, F
RENCERFEEN SHEEEDOKAEICERFZRD . MRA TIE
EBRRKEROEENRE TH > eh, FDMODEHENIRICIE
EPBEREREZROBMN > (Fig.2,3). ["PIIMP-IYILT >
VFUTT 4 —TIIEBPAIC—HL TEBET 2R, 45
Brodmann 18, 19 HFOAMAIEICE W TEETH >1fc. il
THMRETHAAS NIz (Fig. 4). Dopamine transporter (DAT)
SPECT T I& specific binding ratio (&, #& 7.87, %&£ 6.51, ¥i3
T EHEELHRASHIHBEBETZRDOBN > DD,
['®Jmeta-iodobenzylguanidine (MIBG) D\ Y F V27 14T
I HM LIS R HME 2.07, BREABE 141 EHICETZR
washout rate 1§ 43.1% ETTEL TWe, 77X OA R PET
([""CIPIB) Tl 5P HIRE - BRIEPRIBEEICERBEZRDc—
A, 97 PET (["Flflorzolotau) Tl ZEEIBMZESHTTO—
TEBEZRDHBHI -2 (Fig. 4) 9.

BOETIERFEFET TRRRKEIROSNED >

SR BEMREPT R ¢ Wechsler Adult Intelligence Scale

(WAIS)-IIl IC & 2 EHAI T, EXREEREIFFERIBSICHRIN, Mini
Mental State Examination (MMSE) % 27 £&/30 = (BFTDRY
#, Serial 7 Thm) LEBEERTICEEE oTc. BREOMIGHE,
818, ERIBMIMRIN, #5583/ <, Western Aphasia Battery
(WAB) TIIfFICHRH EBRTOREANDIE> Tz (Table 1),
FFE, WAB DA DIEEDOHF TEF TIFETIERIESN
EDIEFUT, RETIRYELBEE OXIHICE W TEREADH5
N7z (Table 2). Standard Language Test of Aphasia (SLTA) 1%
HERBERE T, NREBOFMICAVWSEFTHEE REE
B EXOEBZERBRUERZMEL . EFEEOEHRREE
TIERTHZD—A, 2E—FULDRBEERIETRETH
. — A, RE—XFOEZHTIE 710 DEETH DEBERMEN
Sbhhlc, REBBOBBTCEIEREZRIEUVTIEFIESLE
M 7/10 ICMmE LT, ZERFEEHE R H SN HEE Tl
Mote. EFE WAB ICHWT 9.2510.00 ERenTW A
(Table 1), KREMICEWVWT, A+HED ™ TH5 TiE 17
HEEFIEETS T OHF T EEEREZ BHERN
EnHonic. LML, BFOEFTIE FEky » TR, &
EDEGRIXFENE T o e, RE, BEFEZSUXEDEF
FRIFTH oIz, SLTA CIHEFEEOEFIF 2/5, RABHEED
EFF B EEZTHD, FANORRGAEERTHIED &
RE2ZELZ<FESTETH6 DRADESN (Table2). Ffe,
EFDEETCESEWVCNEEZHRTI DI ENRETH > 2.
WAB DOERTRFHE TIFIL AR PIEDIEE TR DEHZ R
®, HEBRADOEE, BRESZRD. AFOTRICEN
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Fig. 2 Brain MRI and angiography.
A, B: Brain MRI shows enlargement of the posterior horn of the left lateral ventricle. C: The left posterior cerebral artery is not clearly visualized on
brain magnetic resonance angiography (MRA). A: T,WI. B: T, FLAIR. C: Brain MRA.

Inferior Superior

Fig. 3 Voxel-based specific regional analysis system for Alzheimer’s Disease (VSRAD)™.
A, B: The VSRAD demonstrates gray matter atrophy in the left occipital, temporal, and parietal lobes and cingulate cortex (A) and marked white
matter atrophy in the left occipital lobe (B). Color bars denote Z-scores based on normal controls. VSRAD superimposes an anatomically
standardized brain template for gray matter and a cross-section of the patient’s brain for white matter and provides a Z-score map from 2.0 to 6.0
on a color scale.
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["C]PiB

standard uptake value ratios
(SUVRs)

Tau PET
['®F]florzolotau

standard uptake value ratios
(SUVRs)

Fig. 4 ['?I]iodoamphetamine- (IMP-) SPECT, amyloid ([''C] PiB) and tau (['®F] florzolotau) PET.
A: ['2]] IMP-SPECT showed decreased accumulation in the left occipital, temporal, and parietal lobes on three-dimensional stereotactic surface
projections (3D-SSP). Color bars denote Z-scores based on normal controls (cerebellar reference: CBL). The decrease in blood flow is more
pronounced in the middle and inferior occipital gyri (Brodmann area 18/19), associated with the kana (phonogram) reading, compared to the
lateral fusiform gyrus (Brodmann area 37), which is linked to the kanji (ideogram) reading. Blood flow in and around the angular gyrus is also
reduced. B: Amyloid-beta accumulation was limited to the posterior cingulate cortex, precuneus, and frontal lobe (a). Tau accumulation was not
observed (b).

Table 1 Summary of Neuropsychological examinations.

On Admission 14 months 21 months
WAIS-I Verbal IQ 101
Performance 1Q 92
Full-scale 1Q 97
Verbal comprehension 111 NE NE
Perceptual Organization 93
Working memory 83
Processing speed 89
WAB Spontaneous speech (/20) 18 18 17
Listening comprehension (/10) 9.7 8.9 6.9
Repetition (/10) 9.8 9.6 8.0
Naming (/10) 8.5 7.4 6.6
Reading (/10) ) 5.1 NE
Writing (/10) 9.25 7.9 NE
Praxis (Right hand) (/10) 9.5 9.5 9.5
Praxis (Left hand) (/10) 10 9.5 9.5
Construction (/10) 7.1 6.4 6.0
Aphasia Quotient (AQ) (/100) 92 87.8 77
Cortical Quotient (CQ-Right hand) (/100) 86.55 81.7 NE
Cortical Quotient (CQ-Left hand) (/100) 86.8 81.7 NE
MMSE (/30) 27 19 NE

WAIS-III; Wechsler Adult Intelligence Scale-Ill, WAB; Western Aphasia Battery, MMSE; Mini Mental State Examination. NE; Not Evaluated.
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Table 2 Summary of reading and writing assessment.

Correct responses

On Admission 14 months 21 months
WAB
Reading
Kaniji Kanji word-object matching (/3) 3 3
Kanji word-picture matching (/3) 3 3
Picture-Kanji word matching (/3) 8 S
Spoken word-Kanji matching (/2) 2 2
Kana Kana word-object matching (/3) 1.5 0 e
Kana word-picture matching (/3) 3 3
Picture-Kana word matching (/3) 2.5 8
Spoken word-Kana matching (/2) 2 2
Writing
Kanji Kanji words (/6) 6 1 1
Kana Kana words (/6) 6 6 1
Kana syllabary (/12.5) 12 9
Dictation (single Kana letters) (/2.5) 2.5 2 NE
Kanji + Kana Transcription (/10) 10 10
SLTA
Oral reading
Kaniji 2-4 moras (/10) 10
Kana 2-4 moras (/10) 0
Single letters (/10) 7
Kanji + Kana Sentences (/10) 4
Comprehension
Kana 2-4 moras, after transcription (/10) 7 NE NE
Kanji + Kana Sentences (/10) 2
Writing
Kaniji Kanji words (/5) 2
Kana Kana words (/5) 3
Dictating single Kana letters (/10) 7
Kanji + Kana Narrative writing (/6) )

WAB; Western Aphasia Battery, SLTA; Standard Language Test of Aphasia, NE; Not Evaluated. Oral reading abilities were assessed using

words, letters, and sentences from the comprehension part of SLTA.
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AERENS 1 F2 7 BB F TIERAKDER T WAB D a3
HRELED BN S 72h, MMSE [ 27 mH S 19 & (BFTD
R, 088, W8, B4 HETKRR) NMETL, R
FETUL, RAICREDIEROERCELR BT, 1E9 4
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UTIRE EEFHETORBEIFOHIE R a1z,

ARG SBRETHE CREVHEI SBREEENDLSE, 8E
MRV EERES, kit KEZZULTHED, Z0—ATH
EIFHERF I YCZ DM O EEREICIIRZRESEIRES NG
Mol BRMUART, BEEMRIT, E£GRM, FERA,
SEICHSHABRESFASNEA o, BfRE, LHBRARINEINR
DREZBHHDD, EMEINIISHRBEEBEENSRIEEE T
EN2—7, RRIFFENTE D ERXMNBIIRO ME 2 FesaiEic
—HUBWZ &, LEGNEERICHASNDIETREERED
HAENBN ENSHMEBRETRFIEENTH e, BRETHE
DB E BT THREMEZREE UT Crutch 5 OB REES &
B5 UEDETPCA E2HTL o, RITEBRICRAMEEETO
ETNHSN, BREFFRICORBRECIIERARBEEE
MEAREIC AR > T (Fig. 1).

E =

AAEGE 1 FRREDORRBE TIRG ICRIRNG KT & EFEBALOD
KE RHEE BREZSZRO, TREEHNSHEEEICES
BEMEERD PCATH D, HRIBHMO PCA EWS BT,
SEDRBTEXE, HHKAR, KHEZREL, GHREER
BIOEMEERO 61 REEDA 5 U T H S DIEHH D AIE
FIEFELLTWEAY, BRBORET A& EFTH IR
RO REIIRROEHFE THREGN N H TTH 2.

AEFOBESHFEICELT, 7IO4 K PET TOHEEHIR
[ - BT E L O RIBEEICK T 2ER, 588 AR, DIETIL,
PIOA RBEEBEXFIZMETH > (A+) 9. —AT,
ERKICERRNEREERD I (N+) b0, BEIICIEY ™V
PET OEMIFHR<, 88&F Y V#{Ly JIFIEE (T-) THD,
AD DERFEBID PCA DEBRRREICH > TWD EFEZIC o
fc. NIA-AA research framework ICBBS Ut 5 &, KM
A+T-N+& 72D, BERD ADREBZELIFTRINZEDOD, E
& Ec U ERNEREOEREORRIGIE AD RENEESIN
%9,

PCA DERREORE I[CLDE, 9IDSE 76l AD T
BH%<, ZO5526)ld AD & DLB OEHRE, JEAD D 2
flll& CBD Tdhorfz. ¥ PET ([*®Flflorzolotau) I&, CBD Z#&
SADUAND T TANF—THGEICHRZD, REF IS ZEHES
RNDEBERDOLEN > Tz, REBZHH TOREIXEXZARET
HBEFBEINETHZID, BREROHMETIEFY IA/INF—
DUEEEREVWEEZ SND™, —7h, NEFIG/N—F>Y =
A LzF6 Y DAT-SPECT I(FIEE THZ2HDD, L AREIRITE
BEZZSIEY—RPMBGCOEHYYFIZ 7 1IcHFBE
DIAAMET 2526, FHID AD fREIC L E—/IMERELEH L
TULWSRENRE I NZ12),

NEFDORBDKTIE, —XFEATORFEENHD, &
RmIHNHSN, BONBVNCXBERISHHE, BFIC
L DEHEEN U TEENEET 2 (EHERE) HE DR
NHDIRBDIFKTEE LT—HULIY. BERBOXFHERIT
BWT, REEFEBEZERL, EFREEIEREZRT ERNA
WZ &S, MEOHGFIFFIOREEZNT 2 & WD ZEREKK
SAMRIBSINTWS, PO-PET IC &K 2T T, EFDFHFTIE

R ICERNVR KRG Z 2 U TR R EENEE

FHEEIREIARER - TRISERIER (37 BF) 1, RBDFEF TlEihiE
RERER - THIEER (18/19 8F) MREMICEE(L S, XM
EREETHEINZIRIZERNINTNS D0, KEHE Y
MR > F TS5 7 4—7T37 FICHERL T 18/19 BFlTPPEWN
MMETZROTHED, REDMBKFEORE L T DAREIC
—¥9 % (Fig. 4).

FEGITIIRFELRTZERETHD2HDD, EFEMD
KEZGHLTWE F - TRERDORENMRE CEFBLAOD
REBLREDEFHANHIRT D ENFEINTED, &
FEFITEHRBADESEEEZ S, FAFOMFET AR E
ZORMBICIEN > THD, ALEMERFHAEDRKED—IHER
ZEML TWBHREEDH 219, RIEROEF DR WM
D, FEGIOTEREISHRRFTOHEE L CHHATESHD
N, KEREZERINERENHKIOEL WRIIERSDORR
RTH 3.

X7 IOA R PET KEKTY T PET &, EFRIFFMTARMAR
BEETERFMAMICEVWTHEZESOAREBLHARD
—IRTEMEIN, BERAABLIOREEICEAICLZEEEE
febTHeITU 2.
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A case of left posterior cortical atrophy presenting with kana-predominant reading

impairment
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Abstract: The patient was an 85-year-old man with a one-year history of difficulty reading kana. Neuropsychological
evaluation revealed kana (phonogram)-selective reading impairment and kanji (ideogram)-dominant writing impairment.
MRI revealed significant cerebral atrophy in the left occipital cortex, leading to the clinical diagnosis of posterior cortical
atrophy (PCA). Cerebrospinal fluid amyloid B4, levels were reduced, and amyloid PET showed accumulation in the
posterior cingulate cortex, precuneus, and frontal lobe. In contrast, tau PET showed no accumulation in the atrophied brain
areas. Episodes of REM sleep behavior disorder and decreased uptake on meta-iodobenzylguanidine (MIBG) myocardial
scintigraphy suggested the involvement of Lewy body pathology. PCA with distinct laterality has been rarely reported,
and this is the first case to present Kana-selective reading impairment and Kanji-dominant writing impairment with
neurodegenerative background.
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