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Two Cases of Correlation between Improvement of General Weakness Symptoms and
DHEAS Level through Korean Medical Treatment

He-sol Lee. Chan-young Jun. You-kyung Choi
Dept. of Oriental Internal Medicine, Gil Oriental Medical Hospital, Ga-Chon University

ABSTRACT

Objectives: This study reports on the efficacy of treating patients with general weakness symptoms with Korean medicine.
Methods: Two patients with general weakness symptoms were treated with Korean medical treatment modalities, including
acupuncture, moxibustion, and herbal medicines. Blood tests, the visual analogue scale (VAS), and patients’ complaints were

used to assess the treatment effects.

Results and Conclusions: dehydroepiandrosterone sulphate (DHEAS), DHEAS/cortisol index. VAS, and the patients’
complaints improved after treatment. Korean medical treatment is effective in improving DHEAS and the DHEAS/cortisol
index according to the improvements in the patients conditions. However, more studies are required to validate its use with

other patients.
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1) Drinking : None

2) Smoking : None

3) Job @ @A (EE E)A])

7. A 8717}

D 2016 84 31¢ ~2016% 10¥ 7¢ A=
2) 2016¥1 1049 8¢ ~2016% 11¥ 6¥ WA=
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o FoF A 20169 7€ 49 33 el
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& 5 A7) F47t A&E] A SE WX
20166 89 319 <ol Wsdstsioh WA
Mg A ] 2kt VAS 48] 75 2 dE o)&
o] = & Ao A KT, A3EF 9 dAate}
He7E a2 e $4 2
5-} HZOJ:OE o] EH ‘:ﬂ—z\g 931\
H7bo] Gr 4/4% A&EE Aot 44 24
DHEAS: 18 ug/dL o]9le, cortisol= 6 ug/dL
ojgiom Te]e HAAAIE Table 13 2t

Table 1. Changes of Laboratory Finding of Case 1

Tested day 9.1 10.6 11.7
Hb (g/dL) 1079 120 112V
Het (%) 21v 368 33
RBC (105/uL) 343w 393 415
WBC (K/uL) 5.8 4.7 49
PLT (K/uL) 195 182 166
ESR (mm/h) A 21A 17
Total chol (mg/dL) 175 146 187
T.G (mg/dL) 79 100 72
HDL (mg/dL) 44 KA 4 59
LDL (mg/dL) 112 89 113.6
AST (U/L) 47A 25 22
ALT (U/L) 38 20 23

y-GT (U/L) 1014 57 71
Cortisol (ug/dL) 6.0 12 41
DHEAS (ug/dL) 2049 435 86
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o= JfAsger 119 79 Hb 11.2 g/dL.
Het 38.3%. RBC 4.15x106/uL2 A 2=l
ESR< 99 19 25 mm/h& oF7F &3tont 10
4 6¢ 21 mm/hZE MG 114 79 17
mm/hZ oS Folxlth

99 19 AST 47 U/L, ALT 38 U/L, y-GT
101 U/LE FaAEG #AY AASA A2
109 6¥¢ AST 25U/L, ALT 20 U/L, y-GT57
U/LE /MA=gler 119 79 AST 22U/L,
ALT 23 U/L, y-GT 71 U/L=Z A==
=3 DHEAS®E 99 19 20.4 ug/dLE #1X
2ol geron} 109 6¢ 436 ug/dLez /A
Holon 119 79 86 ug/dLo.E o2 ZFo}x
(Table 1, Fig. 1).
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Fig. 1. Cortisol and DHEAS change of case 1.
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Table 2. Changes of Laboratory Finding of Case 2

Tested day 7.21 9.2 9.27
Hb (g/dL) 11.8%  10.6V¥ 104V
Het (%) 384 324V 323V
RBC (105/uL) 3.76W 339w 337
WBC (K/uL) 7.0 8.5 6.2
PLT (K/uL) 234 213 205
ESR (mm/h) 23A 20 21A
Total chol (mg/dL) 169 140 178
T.G (mg/dL) 65 50 61
HDL (mg/dL) 50 47 44
LDL (mg/dL) 106 83 121.8
AST (U/L) 26 23 27
ALT (U/L) 17 12 18
¥-GT (U/L) 17 12v  13Vv
Cortisol (ug/dL) 115 - 7.0
DHEAS (ug/dL) 15 - 63.6
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ik A HHH%}L A2 9@
289 EQA7HA f-A sk
2) 9agEIAA
949 29 Hb 104 g/dL S22 WAL= 79
1d Axbek 2 W3t glglem AST, ALT+
AENE Ak 79 219 DHEAS 15

ug/dL, Cortisol 11.5 ug/dLgiert 99 27d
DHEAS 68.6 ug/dL, Cortisol 7.0 ug/dLS
NA = 9=k (Table 2, Fig. 2).
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Fig. 2. Cortisol and DHEAS change of case 2.
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