55 : 238

TEDIERE

Lissauer BRI ELT B 1 51 0D i RS & MR IRE RO BE S MRI Ay A

R EEY AR BT NREOY
SR T SRY O s R

BE EGIE 0BT, ETHEORBIMEEEET CEERELE L. BHMRIICTANBRAEEE FOIC
L& %5 T, 8REGRDOEESHEA LD HOEEMRE CTEENE XIEE TH > 7/=. Mass effect 227 B E1R
FRRD S HRBEZENICE TP NE BRBESRENBETH Y, MBS BRI LA N2V U EIICT
BEERBLAY, FEEOASD, TVXOAYAIUICERLE 2 » AROBEELBIEEEHREL LD >
7o, #BBHICHETT L - 4 BOESE MRICT, GABMOETESEAREREZE L. Zh50ORAE &V Lissauer

BETRE C I L 2. BENLNEROET2HRBLALEELEN EZEARET 3.

(B pR#42 2015;55:238-242)

Key words : fi#&HER:, Lissauer BIMEFTHRE, FRAME, MRI, I i

FL®IC

HEAETE 1 Treponema pallidum O FHXFFE R~ D JEGL 2 &
DAL D WREGIEORICTH 5. MATHE X E DR FEN %
JHEECH V), MEEDILFREEIC L) RANE, fEFEETA
724, Argyll Robertson L7 & OMEFER % X729 V2. &
TAEATIRIE OSBRI & L C, 2GR, HORRE 72 & O B %
SVEIZEIE L, RIS T 2 M2k % A & 2 —HEAETE
L. Lissaver BESTRRE L IFIZR T ¥ bivb U2
HVE, FEAESEAEICH T, ARIEHIER X OVMIBESE A s &
% KINZEHG % & 72 L 72 Lissauer TAEFTHRIBE O 1 6] 2 #2ER L,
SV A & 1B 0 BRI LS CHEES MRI % #2158 L 72, RERERY
L KIMEHRR AR BIR L 2 HELREN L EZ 5N/z0T
WET 5.

T fl

HEG] 60 %, Bk

FFR BRI REIL T

BEAEIE @ FpatdisEZ L.

FIME © R L. BHIEHEER L

BURIE (2011 4£ 7 QDS b ObInEHE L. $72%
& 0 SFREDSERETRF O & 5 2R BHIHIREE IS 2 5 2 L icK o
N7z, 2012427 QICEEEZ#Z L, B CT B Tl itko
KMEM T RSNz, FEH LicagE#sr X721 C
W2 EZAHRFEREIN, WIEICHEME S 7z, HEMRI I

T, AMITASER A O Wi % fpulas, T, BEFA Mm%, FLAIR
W5 CILE 2 mE T 2% A L, mass effect = & & 7o 7.
P ZS PR L3I IS S O IR & — 33T, AERTEHEE R & —
W, ERA AR LD FEIIILEEERI % TS E 50 5%k
WEEFIZE EFE D, EEERE L D 72AvhE D NI O
ERIRE L b bl o7 (Fig. 1A~E). ILEGEH NS To
R RE 5 I8E ADC BfETH RV EE 5% 2 L, T,shine-
through 12 & 2Z5 L & £ 2 &7z, BRI &t cid, 3%
M5 D BSERHI RIS % A & 7% /0o 72 (Fig. 1F) . S84
1, BHEWNIRZEER § 5 BHEER - FEE O ik itk ik b & %
A HNFz. VT E A 2.5 mg FHER G TR SR IXEIH] £
n, V=% 3IF200mg NIRICTHER Iy ba—raEh
7o, FARR OB EILBIE L7275, WiE AR 8 HEA 51X
EEEMRE L 2o 7z, MREBIED 9 7255 LT, WA T
M BER AR VRS R L7z, B & OB L2 C i Mg
HHE (RPR) FtE, M N LRA—< T T v 7 AGENTE
% (TPLA) BIETH o 72728, 1kt & S n, [E4E
10 H BAg IS MR~ HR R L 7z,

ABEREEAE © 5 & 158 cm, KT 49 kg, 1A 36.8°C, IMiLIE
121/79 mmHg, k#7185 [l /45 - %8, KIE) v /3HEilEIRZ <,
MRS IEE T, DHEEAL DD 7:.

HREEMFT R SRS L T 2L, HRE, A
WERREE BN A AL o7 FRANERHITA 7 — Vil 1 H
251, FEMRNEETH - 7. Argyll Robertson fEfL% & &
7o, PUBERAHZTCHE L, GFREBERAGETH 572 TR
A LD Doz, MRLGHIMETIE L, FTLEF

*Corresponding author: F{# REERNHTZEAT AR NEL (T 951-8585 ik it i Je X MTHi 1 70T 757 i hh)

VB R I R e T R P R
2 S UL L A S A A9 B AR PR
(ZFHH 12014 4E4 9 H)



A case of Lissauer form general paresis 55 : 239

Fig. 1 Initial brain MRI and cerebral angiography image.
A, B, E) Fluid attenuated inversion recovery (FLAIR) image (A, B: Axial, E: Coronal TR 9,000 ms, TE 107 ms) showed high inten-
sity areas in the right temporal and bilateral frontal lobe. C) Diffusion weighted image (DWI) (1.5 T; TR 4,300 msec, TE 100 ms)
showing iso or slightly hyper intensity areas in the right temporal and bilateral frontal lobe. D) Gadlinium enhanced T, weighted

image (Axial, 1.5 T; TR 480 ms, TE 12 ms) showing no enhanced lesion. F) Cerebral angiography image showing no stenotic lesion.
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Fig. 2 Progressive Brain atrophy on MRI image during episode.
A) T, weighted image (Axial, 1.5 T; TR 4,500 ms, TE 93 ms) on day 1. B) FLAIR image (Axial, 1.5 T; TR 8,000 ms, TE 107 ms)
on day 40. C) FLAIR image (Axial, 1.5 T; TR 9,000 ms, TE 107 ms) on day 150. These images indicate progressive severe atrophy
in the right basal temporal lobe and diffuse brain atrophy during course.
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Table 1 Clinical findings in Lissauer form of paretic neurosyphilis.
Onset MRI findings CSF data Mono/Poly (fum?®),
Onset symptom . Ref.
Age/Sex lesion T,WI/Diffusion Protein (mg/dl)
Dementia, .
38/M Rt. dysesthesia, Tremor Lt. hemisphere Iso/n/d 6/0, 127 7)
65/M Dementla,. Apha§ % Lt. hemisphere n/d/n/d 28/1, 66 8)
Rt. hemiparesis
Dementia, .
48/'M Lt. hemiparesis Rt. temporal/parietal lobe ~ Hyper/Iso~Hyper 14/0, 130 9)
52/M Dementia, Tendency to fall, Lt. hemisphere Iso/n/d 86/0, 73 10)
Rt. hand clumsiness
60/M Dementia, Epilepsy Rt. frontal/temporal lobe Hyper/Iso 1/0, 80 This case
n/d: indicates ‘not described'.
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Abstract

Clinical course and serial brain MRI findings in a patient
with Lissauer form of general paresis

Tomohiko Ishihara, M.D., Ph.D.", Ayako Ishihara, M.D.", Tetutaro Ozawa, M.D., Ph.D."”,
Kazuhiro Sanpei, M.D., Ph.D.?, Takayoshi Shimohata, M.D., Ph.D.” and Masatoyo Nishizawa, M.D., Ph.D.”

UDepartment of Neurology, Brain Research Institute, Niigata University
“Department of Neurology, Sado General Hospital

A 60-year-old man presented with progressive dementia and generalized convulsions. An initial MRI revealed a
widespread high-intensity area with a mass effect in the right frontal and temporal lobes on T,-weighted images. Findings
on digital subtraction angiography were normal. Serum and CSF tests showed high titers of antibodies to Treponema
pallidum, which helped to distinguish neurosyphilis from glioma. He was initially treated with penicillin injection;
however, it caused liver dysfunction and penicillin was switched to erythromycin. Even after antibiotic therapy for 2
months, his dementia did not improve. He underwent brain MRI four times during the treatment course, and they
showed steady progression of brain atrophy in the right hemisphere. Taking these findings together, we diagnosed
Lissauer form of general paresis. To the best of our knowledge, this is the first case of Lissauer form of paretic
neurosyphilis, in which the progression of brain atrophy was clearly demonstrated on MRI.

(Rinsho Shinkeigaku (Clin Neurol) 2015;55:238-242)
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