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AT A ARG 5ol Ane BFEEA ekodr) B
21 Aol ol whAbEe gIdleod 95 5= 8
Wom kel 2 em FAHNI, FohA AAZ FE2
AT A Tl e 5 A o
e HolA gyt

ZAL A e A dnk AL A WE

5,010/mm’ (F47 53.7%, VI 32.8%, GHT 97
%), MA 100 g/dL, IMFEIB 34%, HAH
390,000/mm’e193, FF AHad AN JEF
137 mmol/L, Z¥E 4.3 mmol/L, ¥4 101 mmol/L,
% COz 16 mmol/Lellom  AststAlgA] dFQa
242 186 mg/dL, Zd°tEld 69 mg/dL, T
A 55 g/dL, ¥ 33 g/dL, FZdU2HE 130
mg/dL, Z% 96 mg/dL, 91 3.1 mg/dL, &4+ 3.7
mg/dL, AST 44 IU/L, ALT 14 IU/L, obdetAl 373
U/L, #3ebAl 460 U/L, 8% 67 mg/dlL, F3734
FEE 995 pg/mL, LFUE 292 ug/dL ©l%lth W

Table 1. Change of Laboratory Data of the

Patient
Hospital day 1 7 10 12
BUN (mg/dL) 186 279 23.7 19.7
Cr (mg/dL) 6.9 85 75 3.7
Na (mmol/L) 137 134 133 137
K (mmol/L) 4.3 44 4.7 3.7
Cl (mmol/L) 101 93 88 87
TCO, (mmol/L) 16 10 14 18
Glucose (mg/dL) 67 54 56 168
CPK (IU/L) 4427 244 160 —

AP NA A Adoeld A EA 4427
U/L, 84 vlo]l2223 3055 ng/mLolx s=d
7k HARIA pH 7.359, PO; 96.1 mmHg, pCO:
28.0 mmHg, HCO3 16.0 mmol/L, SaO: 97.3 % %
th 5 g A2 AAbelA] Argk Andizr a3

HRa A-E HARs Aol

Ao A pH
7.264; pO2 103.4 mmHg; pCO; 25.2 mmHg; HCOs;
115 mmol/L= A& trkd 25 278 BAx W
A 7dA diAAd Ak SRkE AEY FAE B

T} (Table 1). B FA4& F 332 Algsle] HE
Hq ARE AL A T U 9ol tiAkA Ab
T 2 AEG AV o ArPd AEEHIL 9l B
A Az F @A HUES, RAA 9%z
B ol 545 (bradykinesia) 5l
SHeR Al o s dF #H
(Fig. 1) 2% 45 714907 4y HAY (cerebellar
vermis)ol A&% W Ro A A 98 A7
31 AL (Fig. 2) Alskdch 2 A3 T1 F73olA

Og(:L
o

of

i)
<

ANE a7l HAY FE /AU A WA ¥
97 T2 Qb TAEZ e o dze
2GRN AFUN Y ARsa ¥ vE F

Fig. 1. Brain CT shows low attenuation of bilateral basal ganglia and
cerebellar vermis on hospital day 9.
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Fig. 2. MR image (A) TIl-weighted image shows hypointensity over
the bilateral basal ganglia and inferior vermis of cerebellum.
(B) T2-weighted image shows hyperintensity over the same
regions and peri-basal ganglia brain edema.

Fig. 3. Follow-up brain CT 3 months later shows decreased size of
low attenuation on bilateral basal ganglia and cerebella
vermis.
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vermis, Metabolic acidosis, Non-dia
betic ESRD, Uremic encephalopathy

= Abstract =

Uremic Encephalopathy Associated with
Bilateral Basal Ganglia and
Cerebellar Lesion in a Non-diabetic
Hemodialysis Patient
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