59 : 190

TEDIERE

BEFETERE 2 R L7 EHIED 7 ) 7 b 2y 71 AR JE 0 1 61

WT RE AT EE A
FE T R O EA mL

BE EGZ 29 mEYE, ERER BEECERSBEULURME. 408 38.3°C, HMEEZHE, MNEBRR
E THIE 500 mmH,0, #MAIFUEIN, BEA&RHE / MAELL 0.027, 7V by ARMERE,»S 7T Oy H XBE

IR M UMEREAR CIERME LB T\, B 18KAICLHES ARFBAER

, BBEB MRI T

BIAREE ICBIEEDREN FH 2 ICHER L 2. MEERFTOZ )T 3y H IFEMISIET U5 1gG index 13 £
LU, EROEBE, REOHERIEIV T Iy AXADRBBILTRELS, RERICICEZERMEEBELEZAXTO
1 RNV ABEEERITLREL 2. EREEBICH UL TRATOC FARRIAEIDTH 3.

(B R #84% 2019;59:190-194)

Keywords: 7)) 7 NIy H A - AF T ANV YA, 7)) T~y h AMERKSKE, EREEHME oy - x>

FL®IC

21) 7 b 3y i AR 7%, HIV (Human Immunodeficiency
Virus) &G EF LR, EIHIFI OMHIC X o TR
FEREAME T L2 BB IS8T 225, FIUMEEEIZOFIET 5.
7)) TN 3 B REGE DO KRS Cryptococcus Neoformans
L2500 THL. BEEOZ) T3y ARERN LR
ELTIE, SEEDLHETD Cryptococcus gatti TDHE )
Wz TETWwD Y

HARMR D 7)) 7 3 B AAE T IR PTE E SRR IR
REUMEIRZ 2 ZEHFMONTVEDY, ZOEFIZOWV
TIEREARHZ L L\, 4, FA7 B IR & CRIE
L7220 7 b3y i AR S0 2 PLE RS R 2120
SV AR L, AT 04 NGB AERTE o 72hEB 2 85k L
JATAT SF i o ar oy

E Al

SEB) 0 29 %, B

FFR - B, FEEA

BEARE © 2@ TH (2~3 401, RAELE, e

FIREE © FERCHTE L L.

HETEIE RS 15 A/ B, &K 500 mi/ H.

BERLEE %9 3 M AT 7 27 ~NEHED ) .

BUWRIE 3 4ERERT 2 O I 4 JRIEIE OB 2 h - 7. 1 A%
5 E L JRHEIME O BRANEE L 72729, 3 A LRICRET

SHIES MRI % 17 L 723 ISR IO o 72, 7T HTM A
WMLVEE2SHELL, JEXA T 04 FEESEZNIRT % D
U, AR L MR a s e,

ABEREERE © R 38.3°C,  IfE 125/73 mmHg, HR$A 93 bpm,
SRR R, OHEE - MEE 2 <, JEENEPE - )kTH D,
ZOMAFRE T REFTRIE 2o 72, AT R, Bk
B, IHEBEEE HE BT dH o 2B s DAY, HEE) - R
RICHL PR RE IR0 S N7z,

ABERERRATHT R, - MiEieds <1 WBC 8.50 x 10w, CRP
0.14 mg/dl OREFE LA %700 72, Mg, HIV, BETR Y A v
A, CHIFF4 A )V A, HTLV-1(Human T-cell Leukemia Virus
Typel), BB 7 A WA, #4 F AHTH A LA, B~
ATANVAINTNSBEWETH -7z i~ — 5 —1E, SCC
(Squamous Cell Carcinoma), NSE (Neuron Specific Enolase)
sIL2R (soluble interleukin-2 receptor) (XIEH#PHIN T 1,
HIBETESEEEICBI LC, T U > 755k CD4/CD8 t 1.27 (Fhiefii:
0.4~2.3) IXIEH TdH - /2. B B T340 500 mmH,0
LEfETH Y, M 254/ (HIHLER224) O L5, B
PEMAEL 0.03 & FEWHRIRT 2B 7, — MW 2= B,
FERE, HAIAOVARA A VA, KERINEE Y A VA, A

AT AN ARSI S o 7. BRI B-D 7V v
113 pg/ml & EMETH 1), it gt ClERE 2 A § 5B IE
WaElg s (Fig. 1), 7V 7 b3y i APERSE G
L024f5)Th Y, 7T Fa v h ABBEROBREIIE S 7.
Cryptococcus Neoformans & Cryptococcus gatti % $5) H 1912, CGB
(canavanine glycine bromothymol blue) ¥5#1 ToDX5#E, PCR

*Corresponding author: 281 PE B} K-8 E R HE L > & —BtifE R (T 343-8555 3 R IR TR LA 2-1-50)

U BIHER R EER L v 8 — R

(Received November 7, 2018; Accepted January 23, 2019; Published online in J-STAGE on March 30, 2019)

doi: 10.5692/clinicalneurol.cn-001250



FEFEERE 2ok L 72 H IO 7 ) 77 3 T AN 5

® @

Fig. 1 Yeast-type fungi (India ink capsule stain).

C. gatt1 . C. Neoformans
(control) (control)
Day 1 Day 7

Fig. 2 Culture on L-canavanine glycine bromothymol blue agar.
The agar did not turn blue, indicating the growth of Cryptococcus
neoformans.
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Fig. 3 PCR amplification products.
Lanes 1, 6, and 10 are DNA isolated on day 7. Lanes 2, 7, and 11 are
DNA isolated on day 1. Lanes 3, 8, and 12 are negative controls.

Lanes 4, 9, and 13 are positive controls for C. gatti. In our case, the
PCR amplification patterns were indicative of C. neoformans.
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Fig. 4 Clinical course.

A 29-year-old male showed headache and fever on admission. He was diagnosed with cryptococcal meningoencephalitis and antifungal treat-

ment was initiated. On the 18th hospital day, the exacerbation of his symptoms and expansion of the lesions were not caused by the Cryptococcus

itself. These symptoms gradually improved after steroid therapy. BT, body temperature; DIC, disseminated intravascular coagulation; IVMP,

intravenous methylprednisolone; DEX, dexamethasone; MEPM, meropenem; L-AMB, liposomal-amphotericin B; VRCZ, voriconazole; INH,
isoniazid; RFP, rifampicin; 5-FC, flucytosin; ITCZ, itraconazole; TAZ/PIPC, tazobactam/piperacillin; fos PHT, fosphenytoin; LEV, levetiracetam;

CSE cerebrospinal fluid; TP, total protein
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Fig. 5 Brain MRI, FLAIR images.
Initially (day 2), no cryptococcomas were present. With the worsening of the symptoms, disseminated lesions appeared (day 28).

After treatment with corticosteroids, the lesions were reduced and eventually disappeared (days 43 and 91). It is suggested that
corticosteroid treatment was effective in this case. Day 2: axial FLAIR image (T7; TR 7,000 ms; TE 139 ms); Day 15: axial FLAIR
image (T7; TR 4,000 ms; TE 108 ms); Day 28: axial FLAIR image (T7; TR 7,000 ms; TE 139 ms); Day 43: axial FLAIR image (T7;
TR 4,000 ms; TE 108 ms); Day 91: axial FLAIR image (T7; TR 8,000 ms; TE 138 ms).
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Fig. 6 Interleukin profile in cerebrospinal fluid.
Interleukin (IL)-6, IL-8, and IL-10 were at high levels on day 1, and
then gradually decreased as the symptoms improved. However,
on day 28, there was a worsening of the symptoms and IL-10 was
significantly increased, despite a reduction in IL-6 and IL-8.
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Cryptococcal meningoencephalitis in an immunocompetent patient caused
by late onset exacerbation

Kyoko Numahata, M.D.", Yasuhisa Akaiwa, M.D., Ph.D.”, Kenta Yoshizawa, M.D.",
Sonoko Norimine, M.D.”, Hiroyuki Onoue, M.D., Ph.D.” and Tomoyuki Miyamoto, M.D., Ph.D.”

YDepartment of Neurology, Dokkyo University Saitama Medical Center

The case was a 29-year-old male with no previous history of serious disease. He developed headache and fever,
which then worsened and he was admitted to our hospital. His temperature was 38.3°C and he had a stiff neck. In
cerebrospinal fluid (CSF) tests, the opening pressure was high, the cell count was increased, and the CSF/serum glucose
ratio was decreased. In addition, he was positive for cryptococcal antigen. According to these findings, he was diagnosed
with cryptococcal meningoencephalitis and antifungal treatment was initiated. His symptoms then improved, but on day
18 after admission, he developed convulsions, and on day 28, right visual field defects appeared. Brain MRI showed
disseminated lesions in the bilateral cerebral cortex. Despite a decrease of the cryptococcal antigenic value in the CSE
the IgG index was elevated. IL-6, 8 and 10 in CSF were high levels on Day 1, then gradually reduced as the symptoms
improved. But on Day 28, worsening of symptoms, IL-10 was significantly increased dispite IL-6 and 8 reducing.
Therefore, the exacerbation of his symptoms and expansion of the lesions were not caused by the Cryptococcus itself, and

it was considered that they were due to the late deterioration of cryptococcosis, which responded to steroid treatment.
(Rinsho Shinkeigaku (Clin Neurol) 2019;59:190-194)
Key words: Cryptococcus Neoformans, Cryptococcus meningoencephalitis, late deterioration, interleukin




