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Table 1. Clinical and Imaging Findings of Neurosyphilis
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Fig. 1. 48-year-old male patient with infarction in the left
basal ganglia.

Axial T2-weighted MR image (TR /TE = 2000 ms /80 ms)
shows high signal intensity in the left basal ganglia.

Case Symptom and signs CSF LABS Findings
1 M/48 loss of consciousness TPHA + — — both BG and frontal lobe infarction
2 M/59  quadriparesis TPHA + watershed zone infarction
3 M/68 dizziness TPHA + — — both cerebellar and right PCA infarction
4 M/69 abnormal behavior TPHA + focal inflammation, right cingulate gyrus
5 F/18 status epilepticus VDRL + — — encephalopathy, left temporal lobe

CSF : cerebrospinal fluid, TPHA : treponema pallidum hemagglutination assay
VDRL: venereal disease research laboratory, BG : basal ganglia, PCA : posterior cerebral artery
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Fig. 2. 69-year-old male patient
with focal lesion in the right cingu-
late gyrus.

A. Axial T2- weighted MR image
(TR /TE = 2000 ms/80 ms) shows fo-
cal high signal intensity in the right
cingulate gyrus.

B. Three months later, Axial T2-
weighted MR image (TR /TE = 2000
ms/80ms) shows resolution of the
lesion.

glia)s #wsle] d3%(lightning pain), +% A%EF, Arg-
yll Robertson 53, T4} 18] 3L 27| % M *VQA ZAMS
Haldh aAut o]2fdt EREE YA o2 HE3s] HAA
o2 Adsly] ofefE w7} gk

HAZA w5 kS HH oA VDRLE %313 84
4 #HALE s ¥t VDRLAl A$-= Eo| w7} #x]qt 2zt
R 50% AR e Aoz 1w slo] 9ol (3) o]d A
w Ao o] chil Aol Zrle} qlate] Frlge] ol E F
k. o]2f gt o] 2 HAAA vl Eo] Ak Fxte] FAo] &
o]&a A% A 22 E& 71%2 sla A At Bz
Al Q&5 3= A= = o Ah(4).

sl AP e Ggane WMl on o2l
w74 e] 272 Holland 5(4) oA % <12 3} (personality
change), 35 % (occipital headache), %¥&A 3}#] 3<F
(bilateral lower extrimity weakness) 52l Z4HS 714l 39
o] HAAA w5 SAxjel| A kst 7} AP T
T ohA e A3 27S Boloky B 3] YA &
7do]4ict. Tien 5(2)l oJ3te] HIV FA A5 L2 o
A i 5E 73l 3 2AGE Ao ih2d 3 6359 3
AE 5ol AN AL Hgod vrA 19 AFF
(gumma)® 2471¢ vtehfodch. 3 Brightbill $(5)&
HIV oFAal 3215 23ht 357 9] xjol] 9lejA] =915 (37
%), B 27 (31%), H73M(25%)9 +& Belthy Biist
I gle] £ dTeke o8 AFE Holvt 17F HSIFHo|
HIV 2pAl ol 9f3tei M= Zef g 57} Q7] wfitol] AA| 2 Al
A w5l o ¢S] Wik 2R} Poial slo]n gk
A 735 A EE 52 A|FHGAE Al # 7] 3
7t AojAER & 7oA AR 22 des Tt
o 7oz Az

AL 2A Rl 3 Awe} et Fukd 44
of ol A7 TR B 7 ok 2F g3l o
ojxe] Wl A3t A2 A 3] 27)q wiet

>

— 207 =



T2 JroiAe 2 3} 571 =719 3] A
E AREAZA T wdAA v)FE 3 oA ol 25
3t FIA 27} gFolA ™ B ofe] AfA 22 o] el 3l
2 o R FAAE Ffo] AUTH6). 2FFHS AU A
4 Nissl Wl 54 59 vj=tedo]zt Eejr Wej3 ez = viojA)
Fo} d3 oA x| 7 $A1S 5AF 2 o W} ¥
Z, G Z4 (ectasia)S XY = k1), ol = J3 A&
Z# 3k}, 2 F2517} (subarachnoid space) o= ddo] FH
ste] ¥atdn dada) Yo] friEe] HPA HA o] A
7171 = g}

iz 7L B4A 3T AN AEVI AFH
(supraclinoid carotid artery)®} Adjx Sz} Fofjx]F)
(anterior and middle cerebral ateries)-"J =< 5 (proxi-
mal horizontal portions)5< dhe 2718 ¥elth(4). o]
2 gAY A %’ﬂ"é“"]ﬂ‘*" 32wt Aol 7}
T 9F4 a1 2 571 Aok 22 2719 ReA=
=54 Sylvian 49 44 2 2 A4S K 3}
GAut 1 2 o] Bol AL e AL He gl

7B &3k = Hr|MF o] 3dlE o=l Tiens
(2)o] B3 692] kAol Ak 5o] 7|4 H-& st AA
2709 en 19o] 5<% AW 235 Xash Fo
P59 999 AMo] spF @ ALE Rusich A
Merrit 5(7)0] 42419 =HA1AA w|53kz2] oF 62291 264
o AP} iU AW A2 Busgct A1
A5 2 Al 5o] Ao AP IEE olop|3re T AL
2 A=) 8 w7143 3919 A AF 43 HAA
(lacunar infarction)®} zZHd 3o gbc}. A HA A 3¢
100 —400um®] =r& d3-g AWsle] 1 =77} 0.29014 1.5
cm Axo] 2h& =7]1E Btk BEdTolA ARAEE 7|1A
AAQ A% AT ANEL TR0 2]l A2 i
dF4 B A ZPE sk

H3F5e =5A A=A 2357 & oL
o 7 EAE Bol|r|x 3 HAIGAAA Bold AL ¢
£ 7oz ¥y 9t o] W& AAZ}; & AYA= Ko}
%2 (granulation tissue) 22 Y32} FAA E(plasma
cel) 2 A=) glon AxpH ez {4 223 A 24
° 2 A=HH8-9). b & AAAFH INLF FA4F
Abell Al W o] o dRo] AAlE = wAle] WHo|n Al E
9} T2 BxJ A IA37}EE ol A Huf-5 28 73
Ao 27 Bk 34 G50 2720 E e 7o) ey A
olch. 3t HAIAA w5 Fxlel] lojA F3] o] sle
73T 25%E aesteiof A ﬂi%ﬂr 7o) J& 4t
ormz HA HEsl AHe R & HFgs X3 A
Zhz}e] 78S wkeA] o} & Ao}

vl =W A A Al WY 2AS
o A S AL 5] 27 §2d AE B S
o]t

AEZ 2l

SIHZLH AZBIES| XD |1BHFA 2 MAISIEIESEA

29l = £ Aol FAEA] FpA Hul S ot
A5 27AEe] Base] ith(5). H459 A5 v9A
Azl Wl o8] =y 3 B AT HAe] Pye
7sh A9 9% 2748 Bk o (7) 1 Ed fY
Brightbill 5(5)¢] B.e] ¢apH A&3F nje} 2] HIV of
239l Ak oF 3% A LA A EE ASESHol= T
7t 54%% AA e ALZ FHo] rh(5). o3t H 5L
HA17GA v Sl A P ‘*“ﬂf’—i sty 1 FARA
Kawai 5(10)°] FAES] A58 7% AAl APwutn] 3zt
o 1ol 123ISPECTE *}AF]"’E] S8 aE aA1E
Hol= gt A FAA X 8F 7] Z7HE FHsIAh

£ A7) ZAA-L o] Wel 225k ) o] 7oA
A X3 Ao A 33 HAG 27, FAFGAAA 28]
A7 A 7S 289 997} s ALE AZdEE £ o
B Adoe] a7 & Ao}

AZA L2 TN ARA 5] Ak
A3 AL} A Ap713H A 2 AElSEd o] Zlddd
=35 79 A9 2 A EEd AL 34,
o] JA3 7S 7P Bo] BaeH, AAE w7 A
< £33t Sl FY dHo] Wk 19 T4 5 kg
(focal inflammation), 7|94 | $)=(diffuse brain atr-
ophy), ¥4 (encephalitis) 8] A7 So]git}

¥
:4

¥
ror

P o2

1. Moskovitz BL, Klimek JJ, Goldman RL, Fiumara NJ, Qunitiliani
R. Meningovascular syphilis after ‘appropriate’ treatment of
primary syphilis. Arch Intern Med 1992 ; 142:139-141

2. Tien RD, Gean-Marton AD, Mark AS. Neurosyphilis in HIV car-
riers: MR findings in six patients. AJR 1992;158:1325-1328

3. Godt P, Stoeppler L, Wrscher U, Schroder HH. The value of
computed tomography in cerebral syphilis. Neuroradiology 1979
; 18:197-200

4. Holland BA, Perrett LV, Mills CN. Meningovascular syphilis:
CT and MR findings. Radiology 1986 ; 158 : 439-442

5. Brightbill TC, Thmeidan TH, Judith Donovan Post M, Berger JR.
Neurosyphilis in HIV-positive and HIV-negative patients: neur-
oimaging findings. AJNR 1995;16:703-711

6. Harriman DGF. Bacerial infections of the central nervous system.
In; Blackwood W, Corsellis Jan,eds. Greenfield's neuropathology.
London : Edward Arnold, 1976 ; 253-6

7. Merritt H, Adams R, Solomon H. Neurosyphilis. Newyork:
Oxford University Press, 1946

8. Berger JR, Waskin H, Pall L, Hensley G, Thmedian I, Post MJD.
Syphilitic cerebral gumma with HIV infection. Neurology 1992 ;
42:1282-1287

9. Davis RL, Robertson DM. Textbook of neuropathology. lst ed.
Baltmore : Williams & Wilkins, 1985 :659-660

10. Kawai N, Baba A, Mizukami K, Sakai T, Shiraishi H, Koizumi J.
CT, MR, and SPECT findings in a general paresis. Comput Med
Imaging Graph 1994;18:461-465

— 208 —



CHEHZAIMOIEHS| K] 1999 40:205—209

J Korean Radiol Soc 1999;40:205—209

MRI and CT Findings of Intracranial Neurosyphilis'

Hong Kil Suh, M.D., Ya Seong Shim, M.D., Seon Bok Kim, M.D., Uk Jung Kim, M.D.,
Shin Ho Lee, M.D., Hae Kyuong Jung, M.D., Eil Seong Lee, M.D.,
Ik Won Kang, M.D., Hyeun Cha Cho, M.D%

1Department of Diagnostic Radiology, College of Medicine, Hallym University
2Department of Diagnostic Radiology, Cheil Hospital, College of Medicine, University of Sungkyunkwan.

Purpose: To evaluate the CT and MRI findings of neurosyphilis.

Materials and Methods: We retrospectively reviewed the CT and MR imaging findings in five
patients with intracranial neurosyphilis confirmed by CSF, VDRL, TPHA, and clinical follow-up.
MR imaging was performed in all five cases, and CT in two.

Results: The MRI and CT findings of intracranial neurosyphilis included infarction (n=3), focal
inflammation (n=1) and encephalopathy (n=1). There was a total of ten infaretions:three of the
basal ganglia, two each of the frontal lobe, watershed zone, and cerebellum, and one of the occipi-
tal lobe. Intaretion was most common in MCA territory (n=9;50%), followed by the watershed
zone (16.6 %), posterior cerebral artery territory (16.6 %), and posterior inferior cerebellar artery ter-
ritory (11.1%), The size of the lesion varied from lcm to larger than one lobe. One patient showed
diffuse high signal intensity in the left temporal lobe, but on follow-up MRI, this had resolved.

Conclusion: The most common finding of neurosyphilis, as seen on MRI and CT, was infarction
in middle cerebral arterial territory.

Index words: Brain, infection
Brain, MR
Brain, CT
Syphilis
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