Cyetetuf opsta| x| ®30E 35(2009 9%)
Korean J. Orient.Int. Med. 2009:30(3)639-647

W dETES SRl 2R SAAL Hu F2E8S AE 14

A Case of Central Pontine Myelinolysis in a Chronic Alcoholic
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Dept. of Internal Medicine, College of Oriental Medicine, Sang-ji University

ABSTRACT

Objective : This study was case report to show the good effects of herbal medicine (Daekumeuni—~a) and acupuncture
complex therapy for central pontine myelinolysis (CPM).

Method : A 44-year-old man suffering from CPM was chronic alcoholic without electrolyte disturbance. He showed
symptoms of dysarthria, dysphagia, dizziness, weakness of lower extremities and gait disturbance. CPM was diagnosed at his
former hospital by MR imaging. He had no positive response to western treatments. We treated the patient with herbal
extract (Daekumeum-ja) and acupuncture.

Results : After our treatments, there was no change of Brain CT. But overall symptoms of CPM were improved.

Conclusion @ This study suggests that herbal medicine (Daekumeum-—a) and acupuncture complex therapy is probably
effective in the treatment of CPM.
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1) Brain MRI, Brain DWI (09.3.3) (Fig. 1)
Central pontine myelinolysis

2) Abdomen Ultrasonography (09.3.16)
Alcoholic fatty liver

3) Laboratory findings (09.3.16, 09.4.8) (Table 1)

4) Brain CT (09.3.18, 094.7) (Fig. 1)
Central pontine myelinolysis

5) EKG (09.3.21)
Normal

6) Chest PA & Lt Lateral (09.3.23)
Minimal decreased density of consolidation
lision at RLL zone
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Fig. 1. (A) Axial T2-weighted and (B) Sagital T2-weighted brain MR images show high signal intensity
in the central pons. (2009.3.3) (C) Brain CT shows lower signal intensity in the central pons.
(2009.3.18) (D) Brain CT shows lower signal intensity in the central pons.(2009.4.7)

Table 1. Changes of Symptoms According to the Herb Extract

Progress of symptom walking

Date Brain CT Lab dysarthria dysphagia dizziness distance’ I;ferg
(VAS") (VAS) (VAS) (m)
09-3-16 10 10 10 0
AS;S S%P%L;W 09-3-16~09-3-17
09-3-17 CBC WNL' 10 10 10 0 hold
Electrolyte W.N.L.
09-3-18 Central pontine 10 0 8 o 09818-09-3-23
myelinolysis Herb Ex.
09-3-21 6 9 7 0 HRAT IS
09-3-24 4 7 5 0
09-3-25 4 7 4 0 09-3-24~09-4-5
09-3-29 3 6 2 100 hold
09-4-2 2 5 0 300
09-4-6 2 5 0 900
09-4-7 Central pontine | 4 0 1200
myelinolysis 09-4-6~09-4-8
AST 64, ALT 124, Jjgfzrb jJE;};Uj
y-GTP 63 AN
09-4-8 CBC WNL 1 4 0 2000
Electrolyte W.N.L.
* 1 Visual Analogue Scale
oY BE 3 ulE] 2 AL 100mE B4
% : normal range 8-38 U//
§ : normal range 4-44 U/ ¢
- normal range 6-88 mg/dl
11 : Within Normal Limit
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