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/Mutations of 33 Adrenergic Receptor in Korean Patients treated with )
Herbal Dieting Program for Obesity

Sun-Min Kim, Kil-Soo Kim

Kirin Oriental Hospital

Dong-Yeol Kim

Lee sung hyun Oriental Clinic

Purpose & Methods: In order to study obese gene mutation rate in obese Korean patients and to investigate the efiect o
Chegamuiyiin-tang and electro-lipotysis-acupuncture on obesity treatment, the ditference of the reaction to herbal dieting betweer
patients with 33 adrenergic receptor mutation and the patients with wild type ;3 adrenergic receptor is observed.

Results: Chegamuiyiin-tang and electro-fipolysis-acupuncture treatment are effective on the treatment of obesity in weight reducton.
body fat reduction and the circumferences of arm, abdomen, hip and thigh. In the comparison of 33 adrenergic receptor wild type
and 33 adrenergic receptor mutation groups, body fat was more reduced with statistical significance, and as for BM! change -2
body weight change were higher in ;3 adrenergic receptor mutation groups with no statistical significance. ‘
In the comparison of 43 adrenergic receptor wild type and 43 adrenergic receptor mutation groups among BM! under 25 pate~s. ‘
change rate of body weight, BM!, body fact percentage, WHR and body circumference were higher in 43 adrenergic recesicr |
mutation group than in 33 adrenergic receptor wild type group.

Conclusion: These results imply that herbal dieting program combined with electro-lipolysis-acupuncture is more effective on

reducing body weight and body fat in 33 adrenergic receptor mutation group than wild type group, and that the earlier the treatment
is applied, the more effective it is.

LKey Words : Chegamuiyiin-tang, Electro-Lipolysis-Acupuncture, 33 adrenergic receptor mutation
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BET  RaphaniSemen 12
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LYIRh 58, 5. BE BREEEEL B sl
2 43 Holg

B 9 FHITHEE 045 342 634, 34
2 6&o1UTh HBel ME FHE A, o1} 27
22.00+7.35(%] 8 mean +standard deviation), 32.24411.15
ojon, Mk B 247 97.12423.89, 69.24+
955, B2 717 171.50£13.16, 159494592 §RH Bt

= 32774678, 2720+3200) itk B3 of= @ v 2
£3) o) g YoINE B4, &4 27H333%.2698%
o] ¥ol&-& K ¥ thTable 11).

(Table It) 5, Bk, HE MABEY, 3 o=y
-8R Holg

Male Patients Female Patients

(Mean + SD) (Mean + SD)
Age 200%735 N24E1115
Height 171.50%13.16 15949E592
Body Weight 971212389 6924%955
BMI N77E678 2720%320
3 adrencrgc 333% 2698%
receptor mutation rate

2. ;3 ojergd 84 HHolwSol uf
E W2k SRl

TFRE 6355 B3 ol=d gl &4 HolE B
F 3 B 1TH, EEFES 460l AT B3 ol gd
FEA ALY HFRE L IRES 1592845.78. 6948+
799019009, H479 F& € HE2 16006+607.
686]+1263°§ ZAAN FR 9 SEEENA £ ot
THEH 44 Wol Y wE HlY ERe @
gic}(rable m-123).
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(Table Wi-1) 3 Ol=ddR! +8) HO|FR ME =T

Al H[ZH|z
Group
(number of patients) Height Weight
83 AR wild type (46) 15928578 048+75
B3 AR mutation (17) 160.066.07 68611263

(Table Wl-2) &MPE2XIs 250{T HXI2S 3 ot=ag®
SEH| HOIRPo M2 =TA| XA

Group

(number of patients) Height Weight

B3 AR wild type (8) 15938+5.13 5841£392
£3 AR mutation (7) 159.86567 603714478

(Table 1I-3) MZLX|$:= 25014 EXAS 43 ol=a2

S| HOIFRol M2 RTIA| XHu(m
Group
{number of patients) Height Weight
£3 AR wild type (38) 159261603 71.81£6.66
B3 AR mutation (10) 160214693 743811401
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28 A3 A A LA E 25017 FRF A vinkE A
o T B AR} H2 TS B H HTable V-23).

(Table V-1) 53 OlE&|ZE 8 HO|RR IE S
U HZHK| Ht
Group Weight B
(number of patients) eight Change Rate MI Change Rate
B3 AR wildtype (46)  942+2.60 9444257
83 AR mutation (17)  10.10£2.51 10.09+223

(Table V-2) ®EHX|s 25012 XIZE §3 oj=aig

28 HO|R0 2 HE U XS
ik
(Gn'g;fm iy Ve ChngeRate - BMI Change Rae
BARwldtype(®) 8014252 8004 245
B ARmutaion(7)  11.86 £2.17* 1166 £197*
* stistically significant (p(0.05)

(Table V-3) MZ2X|4 2501 &X2S 43 ot=ajged

27 Ho|RFol ME S E MEHXIS
et

Group .

(number of patients) Weight Change Rate  BMI Change Rate

B ARwildtype(38) 9721258 9744255

3 AR mutation (10) 887216 899+188
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(Table V-1) 63 OS#tal £8%| Hol920| T HIX|
s}
Group Chage rate of Percentage
(number of patients) . of BodyFat
83 AR wild type (46) 870+ 446
B3 AR mutation (17) 1146+638*
* statistically significant (p{0.05)

(Table V-2) AZZX|s 25012 EAXEZ0IM 83 ot=ai<
2l +23 Holpeol ME HMXIUHS

Group Chage rate of Percentage
(number of patients) of Bodv Fat
83 AR wild type (8) 11103541
£3 AR mutation (7) 1690:-4.10%

* statistically significant (p<0.05)

(Table V-3) XZEX|s 25014 EXZ0A 43 ot=ad

Y +2H HolReol m2 Xl
Group Chage rate of Percentage
(number of patients) of Body Fat
B3 AR wild type (38) 820+421
B3 AR mutation (10) 166+5.16
5. BEERAE A (WHR) St
BT I £ 84 Wol 7o) B2 SRuws

Wshg g HiE 754 B3 ol el g 8A AR
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(Table Vi-1) 3 otc=eildel £-81| HOlgS
Hjotz 3}

Group Before After Tmonthof  WHR

(number of patients) Treatment(mean) Treatment(mean) change rate
B3 AR wild type (46) 091 087 4261210
A3 AR mutation: (17) 089 085 454168

ol mE EF

(Table VI-2) #IZEX|s 250[2F #XZ0IM 3 ol=aild
2 +84 HOlRFo IE SH|UE 1}

(Table VI-3) HIZX|s 25014 EAZ0A & ot=2id

2 $8%) HoIQT0| ME S&|pts wat
Growp Before Afler Tmonthof ~ WHR
(number of patients)  Treatment(mean) Treatment(mean) change raie
B3 AR wild type (38) 093 0.88 4694201
£3 AR mutation (10) 093 089 408207

6. AHFeid SHIBE

B MEEY, B8, 490l YA YRS
B3 otz ¢ &R HolfFol wha} vl wd A
EAA fAR L ARHA GpouBoly e

£ olizol A o9 EABLE0l ek

oy T e £ 298 R ) AL 358 71

83 AR wild type (8) 084 082 iz =OA o)L M A G 5 2500 %X};’] N

83 AR mutation (7) 085 081 saoossr  SNESEE FRE HRAMA, AFFA T 25049

* satistically significant (p¢0.05) ZEE IZ U9 FHAAE A2 AYS B
< tHTable [-2.3

(Table VI-1) 83 OISl +87| HOISR0| ME SUX|RS 2 SayHsigu|a

circumnference change rate Am chest abdomen hips “thigh -

B3 AR wild type (46) 7.10+200 4854241 750 £2.89 B3I 490+143

83 AR mutation (17) 7541170 40+189 7694218 453101 517+158

(Table VI-2) ™IZ=X]s= 25009 #xk2| 2t SaiHsian|w

ciramference change rale Am chest abdomen hips thigh

3 AR wild type (8) 5T3+162 243+190 5054225 338+1.08 4814168

B3 AR mutation (7) 8.50-1.74% 53622.13¢ 8.58+2.20+ 5001+085% 560+142

* statistically Significant (p(0.05)

(Table VI-3) RIEIZKI 25014 2ixlz2o| 2t EtisisH|n

circurnference change rate ‘Am “chest abdomen hips thigh

B3 AR wild type (38) 738+200 5354225 8024280 440133 4914142

$3 AR mutation (10) 6861148 AME1R2: 706216 420+108 487176,
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