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[ Abstract]  Objective  Although the neuropathologic changes and diagnostic criteria for the
neurodegenerative disorder Alzheimer’s diseasehave been established, the clinical symptoms are very different
largely. The clinical symptoms of its special type frontal lobe variant and behavioral variant frontotemporal
dementia are very similar, which brings great challenges to the differential diagnosis. Therefore, we report a
patient with progressive cognitive impairment, early significant executive dysfunction and abnormal behavior,
and magnetic resonance imaging showed significant frontotemporal atrophy. It is easy to be misdiagnosed as
behavioral variant frontotemporal dementia. However, multimodal functional neuroimaging results show that
neuropathological changes are more likely to be frontal variant Alzheimer’s disease. This study shows that the
use of detailed neuropsychological tests, biological markers and multimodal neuroimaging to identify these
atypical syndromes will help to improve the accuracy of diagnosis and patient management.

[ Key words]  Alzheimer disease;  Frontal variant Alzheimer disease;  Executive dysfunction
Behavioral disturbance; Multimodal neuroimaging
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SR AT R A% 53 58 ( behavioral variant frontotemporal dementia,
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L, A5 %, BRAE AN IR W PRI | 58 o 97 A JF Al 48
PRI o T TAR A R 52 5 75 DA A 4 i s 5 5 A 928 IX 422 i
s KRR s e L EFER SR TS U AE R REAR , Bk 12
WIANE, SRR ot R E BB IR AE . R PR
SEARTE 12 M HUE PR, Tt AR (50 me/d) (EF4F (200 mg/
d) BT (0.6 mg/d) VYT, 5 NI B NBE (0. 6 o/
d) JRITRCRAE 24 J5 5512 R BT 50 1 1 Be i 2R 1297
Lo BHiZ—M AR ARIR 36. 1°C, Ik 95 ¥R/ min, 1)
17 ¥/ min, Il JE 129/88 mmHg( 1 mmHg=0. 133 kKa) , & &
EHEFRTE ERGE, 25 R RFIRT R kR E
ZEAR S S0, Sk U HUE TOmEIE DS TC SR A, IR, RUE R
DR BRAS K, S S 30 [kl sl X B, R B i 8 2% & o e i
TCHFIE , UM 25 38 , A ) R e O ST, L EA T,
A MERENT IS XA ) B M 2 . R K, TE R I
Al B BUF AN, ph BT A MRS 2 B F W, id
1277 BT 2 1 7 08AR B AL A K (22 4 =3 mm:3
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JEVR XK AR J v S LT VO LR T E R il
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WG KIS 1123k MR 4878 X5 FR 1 A U 48 -
U245 O il 25 X BRI S R AN s U o o
WEEA(E 1), AR A A 25 1 . 4. 98 mmol/
L; L35 . H il =g . 2. 14 mmol/L |, B AHEEE 5. 74 mmol/L, &
SR NS 25 (B . 1. 17 mmol/L, ik %5 B i 2 11 A &1 B
3. 45 mmol/L; Il V& 3 T . 884 H:96.9 we/L, M ER : 12 nmol/
L, 442 B12:79. 4 nmol/L; Ty 3 10 . = it FFR IR IR R .
2.27 pmol/L, PURBF AR IR B 22  102. 9 pmol/L, & F AR B i
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B AR R EE Y R C RN AR S T RE O DL
I LA | S T (R S I MR R HIV) RUR
PEBLIR PO IR S B R W 5%, B B JE M FE K
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s X Fr BEER R A IR R O B R R L 2 M
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KSR (S F-FDG PET/CT) 45 5% £ 775 WU 45 i _ %5 -
AN Rz 2 T S F0A R ARG U R R A% QAR
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Ko
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30, FERI @ M s, RIS B RED R
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Fig. 1 Selected MRI images of the frontal variant of Alzheimer’ s

1A 1B: T2

disease patient’ s brain. 1A | 1B; T2-weighted horizontal MRI images
revealed almost symmetrical atrophy in the frontotemporal lobes, and
a symmetric enlargement of the bilateral lateral ventricle. 1C 1D T1-
weighted coronal sections at the level of the hippocampusshowed

moderate to severe atrophy of the bilateral hippocampal formation.
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Fig. 2 The whole brain information imaging analysis by Doctor Brain
artificial intelligence software showed that the volume of gray matter

in the brain decreased significantly
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Fig. 3 The cortical imaging analysis by Doctor Brain artificial
intelligence software showed that the left frontotemporal and parietal
cortex were significant atrophy as compared with the contralateral

cortex.
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B4 it S B R i R A PET/CT RSS2SR, 44"
F-FDGPET/CT Z 4R BN A M A5 S B2 7 T | B i
F ] AR SRR AGERE . 4B " C-PIB PET/CT 45
SRALIR AT K T 4330 A i b 2 1 TR

Fig. 4 Results of PET/CT in patients with frontal variant of
Alzheimer * s disease. 4A; 18F-FDG PET/CT images showed

hypometabolism in the bilateral frontal lobe, the lateral cortex of
temporal lobe, parietal lobe , insula, cingulate , precuneus and bilateral
caudate nucleus. 4B 11C- PIB PET/CT displayed that the amyloid
plaque deposits were mainly in the brain regions of bilateral frontal

and parietal lobes,part in the bilateral temporal and occipital lobes.
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(frontotemporal lobar degeneration, FTLD) HBET, 7% ~32% H.
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ST E AT LU 4 T B4 0 20 B I ok o BT, AR
B — TSR, — B % & fv-AD 1 byv-FTD (%52 W7,
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WliteAT b B R KR LB H S I M R AR RE 1 S
- RTEE B 22 M PR 1) IR RO OPEARE D S bv-FTD 8
VeI TR AR AR A, AT R R SR = R EL O s AR A
BRI R A ) A 5 S D RE RS, IE T IR Ak
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5. B AD Wb IR E WIbR S5 AR DI BE SR
AD DI PRI B S A5 B8 B I R A )24 S A4 (145 AD BES
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The neuropsychological test scores of first diagnosis and follow—

up for patient with frontal lobular variant Alzheimer s disease

(‘'score)

T e HiZ A 14F 2 4R
MoCA 11 11 13 9
MMSE 15 18 21 17
ADL 25 24 24 28
BNT 15 15 15 15
NPI 2 1 1 4
SDS 26 26 26 25
SAS 20 20 20 20
HAMD 2 2 2 1
e FE %L 0 0 0 0
NIHSS 0 0 0 0

TE : MoCA - SRR ZR A MITT Al £k 4 ; MMSE : {7 5 8 bR A5 46 £
ADL: F A28 BE 1 BNT: % - iy 44 5 3% 5 NPL: Ml 208 44 98 4 7]
4 ;SDS AR F1 T4 2 ; SAS : £RJE [ T4 2K s HAMD . DU /R SR 1T
JE T 3R s NTHSS ; 38 [¥] [8] 37, TLA: Bl 2 Dy e BT 43

RIEEMIR A4 A (AR, )5 2 W TR o
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JE R TAE 4,
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