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= Abstract =

A Case of Tuberculous Meningoencephalitis Presenting as
Prominent Psychotic Features

Hyun-Jung Yu, M.D., Jee-Young Oh, M.D., Jee-Hyun Kim, M.D.,
Jung-Eun Kim, M.D., Kee-Duk Park, M.D.

Department of Neurology, College of Medicine, Ewha Womans University

Intracranial vasculitis is a rare and disastrous complication of tuberculous meningitis if not treated properly.
Focal neurologic deficits according to the vessels involved are common manifestation. Here, we report a 29-
year-old man who suffered abrupt, bizarre behavioral changes caused by vasculitis complicating tuberculous
meningoencephalitis. The diagnosis of tuberculous meningitis is based upon both the CSF findings and a chest
X-ray. His systemic symptoms disappeared by after being administered antituberculous medication but various
psychotic features such as hypersomnia, hyperphagia and aggressive behavior continued. A brain MRI showed
multiple small parenchymal tuberculous nodules, and the brain MR angiography revealed a narrowing of the
proximal middle cerebral arteries and a reduced visualization of the cerebral vessels, suggesting widespread
vasculitis. Intravenous dexamethasone successfully ameliorated his behavioral changes. In addition both the fol-

low up brain MRI and angiography showed a normalization of the previous findings. (Tuberculosis and
Respiratory Diseases 2001, 51 : 603-608)
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Fig. 1. Miliary tuberculosis on chest X-ray.
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Fig. 2. Godolinium-enhanced T1 weighted coronal MRI performed on 6th day(A) and 36th day(B)
A. Mild ventriculomegaly and meningeal enhancedment at the left basal cistern along the

midbrain.

B. Previous enhancement and ventriculomegaly disappeared.
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Fig. 3. Brain MRA performed on 6th day(A) and 36th day(B).
A. Diffusely reduced visualization of cerebral arteries and narrowing of proximal portions

of both middle cerebral arteries with collateral flows.
B. Normalization of previous stenosis of proximal portion of both middle cerebral arteries.

i

¥ AT O Fge #Hel 2w npri g 23
Fo Foloz AFHEn. ¥4 sFoz AN 7|#
o] AgAHe] BxsA Ho) YA 2-45F FH-E
AEei i Wedo] Agstel T-Quk77 E7RlE
2], SN 27} @43t ol e U
o] Agslnz W &30 WP Ao} glom
HEH EE Halnte] Adoe] ) AX Ty} spdE o
A Fatalartat WA 2 ol ma, ubelel RAE
o}, e Wol Agsds AdA +24E (menin-
gitis) & A#A 42 Y (meningoencephalitis)
o2 e el oA A A& ofd
o3t H4E wE BiEs g3 So] HAddd 9
gre 7] wjFolth. AZole A ZA o] AfoME
A wWsln 2o g <8 7% % (basal cistern)
B AH|Qk ol A F2 FAETIN] B
T ZuEme] o2l @RS NEH
o7lx] AsEE Aga-fEAA @4 (fibirinoid-
hyaline degeneration)o] A7 d¥e] #HMo] A1
o}e.

7t AEEEd s i o R AR E e AL A
Zo|=olt}, o]n] 1950 AT A o8 A=
T oA} 7)5o] Feedsh olef] mb HFEE
8)5A17]7) wjiolglal Fgstn k. AAHE o3t
A Uk ol Bt A A8 &
el A%, HaE, H9EE, ¥4 4 (spinal
block) %] $0& weoll AHZol= AMgo] o F&
ol=AE AN F Ak AT AlEA e
d BE oA A Ze)=r) AR HH
ozeol Fatg 7aA7|A| Tk ool Bla] A FUrE
dXe FAsAe) Fabe Z4sAl okt Hak

R
J
L.
>
ojj
e
oft
iy
£
A
N
X
of
of
of
ox
ot
o 1o
ol

8

'
o
2
=
. =
oo
rH
fo oR (o

o

— 606 —



— A case of tuberculous meningoencephalitis presenting —

2 3 S 29ee] o]AHQ dH s go) it
3#5]%{th. Harold(1966) = AN ELDZE, A =
T ToE AT} Fol| HHp wjdga} K=
FASoR AN Fuges FAHAA A 79,
2ol 159 H¥A 2 AAE Rudgsy A
A, ZAET "Rl HPFyFHos HHe] AR
HaFo] WHHNL B4, WA Y AAE7 R
FH A dBEao] Holn nixjeto @ &8
T#o] Htk= FelUt. Ninan $(1970)% whe
Al HApdrz BxlE AWA oty §x} 48
go HEW 2d&g #FIYEY o|EX Harold
o} Hiz=gh HEH BizlE I 5= ol 2oy
o2E Aoht Fe 4le HdlE B Zo 81
AH F5esto] A7)72 soks Aol

284 U 38 Fox dugo g Sahagrd
AgEE e wElgeA o] A3]3) o' qle) wHg A
A ARLE, 858F, 4925 T N9 B9 A7
3, FAHH FHZel N&E 4 Ut Karen
(1993) 52 284 7oA slEE 2olo] o 20
% oA AdF HaeH] 7EA B0 A4e B
BPHA AL AlEHE e HaleAo] B2 34
stz Qs A7 AAdY gEFos FAsiT. B
M 2 Au@ Wt D Ao dFor A
Al H34E Al oeigy 3284 A7
A dob U™ Hute] Boky, mrir&, v,
#43 AqF 24 o B9 HEAe] 2H|Eol= A}
£ 5 343 3453 FAYANEE AL
A% B7ala YA|Hoz AHRol=gE FUdlge
o tf=7)Fo] oFgE A} thA] AH|EolEE B
3zl ZAEE YAETAE B AL dHdo Qs
¥ E AdEHe] dAE HEO| 93 Aow A
b HE ARG 41e v 9 thoksly] mid] o]
A A Bl daae] A Wde 4A s
€ oldzidou £84 HEddo] e B #xp) @Y
o] 7 T FAY HE FAL BET YA
71ed AT 2L HAL Ao} A4 AE Bl Ao
2 Hol A3y} Add Aog doigr),

ol g A2 W4 FHA B AN Heuge
TR uje|A HgEhEgoln x| wlE Fz
Hegos 32 27|10 F2 9o Yehtes A
S 2 HdEn ofd &AM HEe] dFHem
AdHEAE G2 @ov 34 Hges wise
Aol HEae] s} 71 & 9ol 8 Aoz
AP B3 B 849 o & Bl B do ¥
Bol A3 thEdlle FAUA o)1= daFe of
& BzAQ N5t gy solopl axle] o4 4
o] wa] % 4 Q).

2 o

ARES £34 dZ293 daslol 34 438 By
Ay Hpeheyg @M HEn 2P
2 9 478 gdsln, 2oz T 3
@, AFojel] mat HFe| At FaiE] Waks g4
A, T30 Y F FAS ¥R A eyI
olA Hak Fdel shE AL BT 5 AU AL
HE FEstarle Fdnda 3 Bashe bloloh

3 12 ¢

L =aiqt. A Hehge] g, th3i g es)
=] 1983;1(2):21-30.

2.5%7), A7, A, A¥E. 4 484 ¥
DGl A 9] HAAw]. A SR 1989;7
(1):237-42.

3.0184, W43, oj3n. AYHHLH L
A FHlEd 34 28, JPHESF3s]7
1999;1(1):95-98.

4. Abigail Z, Franklin DL. Infections of the Central
Nervous System, 2nd ed. p417-43.

5. Darab KD, Daya KM. Pathology and Pathoge
netic mechanisms in Neurotuberculosis. Radiolog-
ic clinics of North America 1995;33(4):733-52.

6. Jennifer RC, Kim MM. Corticosteroids in Tuber-

- 607 —



— H.J. Yu, et al —

culosis. The Annals of Pharmacotherapy. 1996; berculous drugs in tuberculous meningitis. Clin
30:1298-303. Pharmacol Ther 1991;49(1):6-12.

7. Schoeman JF, Van ZL, Laubscher JA, Donald 9. Harold L. The Angiographic Triad in Tubercu-
PR. Effect of corticosteroids on intracranial pres- lous Meningitis. Radiology 1966;87:829-35.
sure, computed tomographic findings, and clinical 10. Ninan TM, Jacob AM, Jacob C. Cerebral Angio-
outcome in young children with tuberculous men- graphic Features in Tuberculous Meningitis. Neu-
ingitis. Pediatrics 1997;99(2):226-31. rology 1970;20:1015-23.

8.Kaojarern S, Supmonchai K, Phuapradit P, 11. Karen SL, Michael MK, Sidney CF. Hypopitu-
Mokkhavesa C, Krittiyanunt S. Effect of steroids tarism after tuberculous meningitis in childhood.
on cerebrospinal fluid penetration of antitu- Annals of Internal Medicine 1993;118:701-6.

— 608 —



