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2127 2005.). HTEe] FHES AAAIH R F7tetal o™ (James WP.

2008), 20128 =117 9 TA w=2w, 2lvele] A9 AdAdAd e

HES, S8, dad o FEES T TR DA E S Aol jlom,
AA 2 AAA F=skAte] 80%, 41 7dH k] 20%+= H|wo] A3 Al flo =

HE oz AHAE Fola YA AHE 58 dUA B3PS wA) ok
3ltb(National Health Institute, evidence report. 1998), AJ&&3to

WA B = FF oY e =X 57F W H AL itk (Kaukua J et al.
2003). H]9kx] 5. ¢F& )| = Sibutramin 59 2 & A A ¢} Orlistat &2 AW

AAA7F dHKang JG et al 2012). o5 kA= vz Tt @+

Collection @ ewha



2F-g-o] 9loj(Kang JG et al. 2012), AAWZ4A 7[5l A& HAAE &4

AAH 24 7154 AA 2= conjugated linoleic acid(CLA), hydroxycitric
acid(HCA), =32}2] polyphenol(catechin), chitosan &°] &% 2 ) o1} v=k

Asol digh Zarh 24 @i AgF 9 Al 88 B Holw @il

2001; Wesrweterp—-Plantenga MS et al. 2002), €9 FZZ(ee E et al
2003), 532 %% (Lee E et al. 1999; Kao YH, Hipakka RA and Liao S.
2000), kAl FZE(Kim YJ et al. 2006) 5 =ul & AR A =] AEA
g7 oAl gy @ A o] gof gk AU o] gk} o] F

& B (graminae)ol] £t th}H £(generic) ¥ 8 o] £(generic)?

X

HS,

o2 olo 3t AR AT EE flavonoid AlE3FHE 3 tripterpenoid Al G2l
Aruarundi, Miliacin, Friedeli s©¢] H 1% ¥} JtHKim MJ, Byun MW and
Jang MS. 1996). thupi-o] Aej&de] a3 d+=2= uiuy FE=0] LAY
2 3 FHEHE Aol 595 AF sk dFAY AL Alb v A= &3 S

8 917 (Shin MK and Han SH. 2002) Seo] 9lou dA7o] whal AL&H
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el wet o2 g4 o] By o] ¢t} (Shin MK and Han SH 2002; Kweon

MH, Hwang HJ and Sung HC. 2001).

Z8(Sasa borealis)= $-8 Wzt 5 o|gXHdA A= iy}
AE2 o dERY g, 189, A9, AAY, T 19 Fell a3t 9l
kg o7 ALEHo gt} kg o 2= UYsnuy, sQ5UI|E, A5, 279

ol AREEO gtom(FRIE) AlFTAdAE A, o, AF HUME SoR

AHEE = T AR YRR ARl 7 Ao ® KHALE T E 714 2H-22883.

A FZ3 N (Sasa quelpaertensis Nakai) F& 22 & AdE AT, 55
Aol FHRE g3y Haxo gt AFxRIEY FEES o|&F
Al FAI o= 3T3-L1 cell, L6=4A¥E, HepG2 celld] ATz

FZ5 7] Al AMP activated protein kinase(AMPK) &Alo] Z7}= oL
acetyl-CoA carboxylase(ACC) &4 7435t o 3T3-L1 cello]A CPT-

la®] mRNA W& o] F71E At (Kang SW et al. 2013).

t
rob

ATFZHN(S. quelpartensis) FE=== ©| 83 &5 A% FAFSH

4

:i
il

Ho

g

o AFxEY FEE(EY995)S XA o]&E H|vko] FrH
C57BL/6J micedl Al 150 mg/kg Fx=o= 70497 AF T39S o,
TR YA o] 2 ], AlF, AYZHFATE F2H A ZAAast e, Fasl

zAolHe] AMPK W wdol felshl F7kstgla, p-ACC w9
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AW A4 (lipid droplet)?] 7HA47F &2 E A tHKang SI et al. 2012).
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AR A x A9 AP 1 A A2etE2 9 HHPLC System

o2

Shiseido Nanospace SI2 series, Shiseido, Japan)< ©]-83}3it}.

Collection @ ewha



A=

Eig LR =

AF N H3

ol
=~

J

73

_‘I

X
L

’I_

(e}
gl

3.

ol
e

<

my
iz

=
o
B
—_
fife)

o)

b
Gl
T
)

A 2011-34 )2 A 14 %2 A 7%

Ao

1t

<)

I

1

s

]_
4 A gt

G

°©

&k
CEEIE

3

I
.

[e]

|

o

ox

1

file)

e
B

W

A FZ2 N (Sasa quelpaertensis Nakai)

el

N

who

il

Al

PN
T

FHtea)FEH =

A

1

i IS

T

P2 Qe webq B A

°©

of & x4

=
}o]

S

o]
7}
7T~11g/¥4S A4

3|

%
=4

12
°o

B
o

e
B

Collection @ ewha



#H= Y otatit 8~10F A0
Hs "ll*%' water
| N
HE 72X 60°C, 48h
Ha 74 100 mesh 0|3}
Haxs 90°C/4hr(30kg X 3! Ci & 44 8/400L Water)
H=g o1} 10mesh O T} E
AR = 60°C (10brix 0|4 5X)
Hs 52 -10C HE
| -
SZAHAXT 0~40°C gradient Temp
v .
Az z¢t 7:3 (ZEIfF=Z 2 :Dextrin) '

Figure 1. Manufacturing process of Sasa quelpaertensis Nakai extract.
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% FE AP A3} QAN E % A g o

A #32e) Rdaate] Edd AHE AFE st Al |,

1 AAH SN G BA L AT g
D WA 474

= AAHEAD Aot 20129 9 ERE 20139 10 E7bA] 17K el
AW FE Fshe] 20 Al o] 65 Al W] Al FH=E AEZH A5 (body
mass index, BMD7} 25kg/m?©]4F 35kg/m? ]3¢l S o= & 96 19
AdAE BRI ol AdAES deR ~afdS AlYsGlth
238d AAEsE AAAS, 28 AS, 94 vk A 3 dosky
AAHCBC(WBC, RBC, hemoglobin, hematocrit, platelet), differential
count(neutrophils, eosinophils, basophils, lymphocytes, monocytes),
golslslx HAHTSH, glucose, AST, ALT, BUN, creatinine, uric acid, total
protein, albumin), % Z#AHpH, protein, glucose, ketone, blood) &9
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Figure 2. Overview of the clinical trial design.
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AR e =8 A A A3, US FDA 7ol =2kl (Estimating the maximum

4

safe starting dose in initial clinical trials for therapeutics in adult healthy
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FHFAFZE Y AF % 2,000 mg/kg, A< 715 AF 60 kg, HA AlG 10)3
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Assessed for eligibility (n=96)

Excluded (n=6)
* not meeting inclusion criteria (n=2)
+ vithdrawal of consent (n=4)

Randomized (n=90)

Allocated to Control (n=30) Allocated to Low dose (n=30) | | Allocated to High dose (n=30)

Drop-out (n=7) Drop-out (n=6) Drop-out (n=5)

» withdrawal of consent (n=7) « withdrawal of consent (n=6) + withdrawal of consent (n=5)

Figure 3. Clinical trial flow diagram.
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Table 1. Baseline

characteristics of all subjects

placebo Low dose High Dose

(n=30) (n=30) (n=30)
Sex , male (%) 5 (16%) 4 (13%) 4(13%)
Age (year) 42.77+10.57 38.07+10.18 40.87+9.04
Weight(kg) 73.61+9.44 74.73+£9.90 75.36+9.06
BMI (kg/m2) 27.97+2.49 28.68+2.37 28.68+2.79
Waist (cm) 91.637+7.07 91.20+8.03 93.10+£9.120
Hip circumference
m) 103.10+4.88 103.70+4.78 105.43+5.23
Fat mass (CT, cm2)
Visceral fat 131.234+37.246 117.05+£39.35 123.53+38.19
Subcutaneous fat 275.70£69.96 286.39+69.09 316.74+97.16
Total fat 406.94+83.90 403.43+73.48 440.27+115.14
Body composition analysis
Fat mass, g 26376.7+4636.93 27473.33+4218.18 29120.0+5665.28
Lean body mass, g 26066.67+4868.43 26073.33+5114.01 | 25473.33+4180.90
Fat mass, % 35.97+4.93 36.950+4.58 38.79+5.33
Lipid profile (mg/dL)
Triglyceride 160.14+85.73 116.47+61.68 132.50+86.36
Total cholesterol 199.07+26.76 190.80+26.02 198.43+31.48
HDL cholesterol 46.24+6.95 52.50+11.91 53.27+12.33
LDL cholesterol 131.66+25.49 122.21+24.63 126.30+£27.12
Apo Al 139.36+20.77 150.57+23.06 153.40+24.81
Apo E 4711147 430+1.15 4.19+1.08
Apo B 100.53+20.50 90.56+19.50 94.46+17.70
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LipoA protein 22.76+16.36 21.90+15.06 20.45+22.62
Glucose metabolism
HOMA IR 2.57+3.73 1.58+1.30 1.56+1.38
fasting glucose

94.24+7.66 93.10+7.36 97.13+941
(mg/dL)
Hb A1C (%) 5.87+.46 5.82+.31 5.93+.49
Insulin (uU/dL) 14.33+15.10 11.01+4.16 11.04+5.09

HDL cholesterol (high density lipoprotein cholesterol), LDL cholesterol (low

density lipoprotein cholesterol)
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Table 2. Comparison of body stature change among treatment group
at 12 week, adjusted by baseline

Placebo Low dose High dose
p-value**
(n=23) (n=24) (n=25)
Weight (kg) 7445+10.51 76.82+10.48 76.39+8.72 0.063
BMI (kg/m?) 28.22+2.66 29.05+2.68 28.74+2.83 0.061
Waist
circumference 90.22+7.15 89.79+7.26 90.24+7.67 0.072
(cm)
Hip circumference
102.22+4.67 103.33+4.71 105.48+5.23 0.424
(cm)
Fat mass by fat CT (cm?)
Visceral fat (cm?) 132.94+40.08 120.70+40.01 122.66+36.03 0.166
Subcutaneous fat
) 277.60+72.06 276.01+67.34 314.1+96.52 0.259
cm
Total fat (cm?) 413.26+86.19 395.02+82.72 436.67+110.90 0.076
Body composition analysis
27100.00+4885. | 27866.67+4829. | 29864.00+5757.
Fat mass, g 0.255
79 86 81
Lean body mass, | 26213.04+5568. | 27083.33+5724. | 25588.00+3920. 0374
g 28 90 49 '
% fat mass 36.61+5.42 36.48+5.40 39.01+5.39 0421

* Adjusted baseline, sex and age

** p-Values were calculated by ANCOVA analysis
*** BMI, body mass index (kg/m?)
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Table 3. Comparison of body stature and fat mass change among
treatment group at 12 week, adjusted baseline, sex, age, compliance
and calorie intake*

Placebo Low dose High dose p-
(n=23) (n=24) (n=25) Value**
Body stature
Weight (kg) 74.67+10.40 76.97+10.88 76.62+8.83 0.148
BMI (kg/m2)*** 28.22+2.66 29.05+2.68 28.76+2.83 0.065
Waist
circumferences 90.22+7.15 89.79+7.26 90.24+7.67 0.068
(cm)
Abdominal fat mass by FAT CT (cm?)
Visceral fat 133.20+42.56 | 122.86+46.16 | 124.13+36.71 | 0.106
Subcutaneous
ot 282.43+7437 | 270.07+74.17 | 318.06+96.12 0.107
Total fat 415.63+89.67 | 392.93+86.25 | 442.19+108.86 | 0.052

* Adjusted baseline, sex age, compliance and calorie intake

** p-Values were calculated by ANCOVA analysis

*** BMI, body mass index (kg/m?)
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Table 4. Comparison of body stature and fat mass change between
control and low dose treatment group at 12 week, adjusted baseline,

sex and age

Placebo

Low dose

p-value**
(n=23) (n=24)
Weight (kg) 7445+10.51 76.82+10.48 0.062
BMI (kg/m?)*** 28.22+2.66 29.05+2.68 0.052
Waist
) 90.22+7.15 89.79+7.26 0.059
circumferences (cm)
Hip circumference
102.22+4.67 103.33+4.7 0.336
(cm)
Abdominal Fat mass by Fat CT (cm?)
Visceral fat (cm?) 132.94+40.08 120.70+40.01 0.160
Subcutaneous fat
277.60+72.06 276.01+67.34 0.283
(cm?)
Total fat (cm?) 413.26+86.19 395.02+82.72 0.106
Body Composition Analysis
Fat mass, g 27100.00+4885.79 27866.67+4829.86 0.330
Lean body mass, g | 26213.04+5568.28 27083.33+5724.90 0.436
% Fat mass 36.61+5.41 36.48+5.40 0.498

* Adjusted baseline, sex and age

** p-values were calculated by ANCOVA analysis

*** BMI, body mass index (kg/m?)
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Table 5. Comparison of body stature and fat mass change between
control and low dose treatment group at 12 week, adjusted by
baseline, sex, age, compliance and caloric intake*

Placebo Low dose
p-value**
(n=23) (n=24)
Weight (kg) 74.67+10.40 76.97+10.88 0.122
BMI (kg/m?)*** 28.49+2.69 29.15+2.77 0.125
Waist circumferences
91.11+6.68 90.00+7.52 0.061
(cm)
Abdominal Fat mass by fat CT (cm?)
Visceral fat (cm?) 133.20+42.56 122.86+46.16 0.169
Subcutaneous fat (cm?) 282.43+74.37 270.07+74.17 0.151
Total fat (cm?) 415.63+89.67 392.93+86.25 0.062

* Adjusted baseline, sex, age, compliance and calorie intake
** p-values were calculated by ANCOVA analysis
*** BMI, body mass index (kg/m?)
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Table 6. Comparison of lipid profile among treatment group at 12
week, adjusted by baseline, sex and age*

Placebo Low dose High dose p-
(n=23) (n=24) (n=25) value**
Triglyceride 163.27+102.04 | 111.54+62.37 136.56+70.05 0.112
(mg/dL)
Total
cholesterol 204.86+33.24 199.88+34.95 201.32+33.92 0.060
(mg/dL)
HDL
cholesterol 48.45+7.44 55.08+14.08 52.04+12.21 0.260
(mg/dL)
LDL
cholesterol 132.68+30.38 127.87+£32.03 131.64+£29.56 0.099
(mg/dL)

* Adjusted baseline, sex and age

** p-values were calculated by ANCOVA analysis

HDL cholesterol (high density lipoprotein cholesterol), LDL cholesterol (low

density lipoprotein cholesterol)
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Table 7. Comparison of lipid profile among treatment group at 12

week, adjusted by baseline, sex, age, compliance and caloric intake*

Placebo Low dose High dose
p-value**
(n=23) (n=24) (n=25)
Triglyceride
168.44+96.04 113.59+64.569 | 137.04+71.514 0.271
(mg/dL)
Total cholesterol
202.61+34.23 199.88+34.95 201.32+33.92 0.05
(mg/dL)
HDL cholesterol
48 50+7.51 5432+14.48 52.21+12.45 0.205
(mg/dL)
LDL cholesterol
129.72+30.28 125.14+31.12 131..64+30.18 0.138
(mg/dL)

* Adjusted baseline, sex, age, compliance and caloric intake

** p-values were calculated by ANCOVA analysis

HDL cholesterol (high density lipoprotein cholesterol), LDL cholesterol (low

density lipoprotein cholesterol)
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Table 8. Comparison of lipid profile between placebo and low dose

treatment group*

Placebo Low dose p-
(n=23) (n=24) value**
Triglyceride (mg/dL) 163.27+102.04 111.54+62.37 0.062

Total cholesterol
204.86+33.24 199.88+34.95 0.101
(mg/dL)

HDL cholesterol (mg/dL) 48.45+7.43 55.08+14.08 0.161
LDL cholesterol (mg/dL) 132.68+30.38 127.87+32.03 0.061

* Adjusted baseline, sex and age

** p-values were calculated by ANCOVA analysis

HDL cholesterol (high density lipoprotein cholesterol), LDL cholesterol (low

density lipoprotein cholesterol),
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Table 9. Comparison of lipid profile between placebo and low dose
treatment group, adjusted by baseline, sex, age, compliance and
caloric intake, adjusted baseline, sex, age, compliance and caloric
intake*

Placebo Low dose
p-Value**
(n=23) (n=24)

Triglyceride (mg/dL) 168.44+96.04 113.59+64.569 0.068
Total cholesterol (mg/dL) 202.61+34.23 199.88+34.95 0.078
HDL cholesterol (mg/dL) 48.50+7.509 5432+14.48 0.065
LDL cholesterol (mg/dL) 129.72+30.28 125.14+31.12 0.071

* Adjusted baseline, sex, age, compliance and caloric intake

** p-values were calculated by ANCOVA analysis

HDL cholesterol (high density lipoprotein cholesterol), LDL cholesterol (low

density lipoprotein cholesterol)
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Table 10. Lab abnormalities at 12week treatment

Placebo Low dose High dose
(n=23) (n=24) (n=25)

AST>2XULN 0 0 0
ALT>2XULN 0 2 1
ALT>5XULN 0 0 0
Total Bilirubin>2.5 g/dL 0 0 0
cr>3.0xULN 0 0 0
cr increase >=0.5mg/dL 0 0 0
Fasting glucose>250mg/dL 0 0 0

AST (aspartate transaminase), ALT (alanine transaminase)

ULN(upper limit normal), cr (creatinine)
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CPT-la Wd& S7MAIHSRA Agate] Atsks £318kal, malonyl CoAS
HaNA Agate] H4& ar7E Aoz Bt CPT-1a9] Hde E3

EZcgoel B9E F7MAA.
AFxEd FEEL CPT-la mRMAS 23S A= o] wdA
A tH(Kang SW et al. 2012).
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weta] A 3F Ho], AE ool ATP 4 S7HdE 59, Aiitke] Akg})
= Ak, A, @il 3 59 ATP AR #4S 9A| @ eH(Carling D,
Zammir VA and Hardie DG. 1987). 1 ol %= Z%99] transport A 2
Gl g o] b, A= dlAHfuel metabolism) 55 B3ttt AMPKE 1 Yol &

oekst el dl s #HHol oA, MAE A (cellular growth)¥ A3
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S (cellular proliferation), "|E&Z =g o} 7|5 2 A 3HA (biogenesis), <

=9

, 2F3} 2 ER(endoplasmic reticulum) stress, autophagy

S3e #do] 9t 2# A QtHRudmann NB et al. 2013). AMPKE T2

T8 oA A #Fd &4 2 transcriptional activator 2 coactivator

9

AitE Fohol @AstEn. AMPKe] @43t gk mabe= oluA] Al
%]

oAl AV, &, AW, A o ¥oixof

ZATAN  AMPKZE @A4stsw A wate] Atstel © F4E F38HH,

AGAEAA  AMPKe @A s= Qlad R[5 SAAAY. EI

AGA LA = ARl ok A ABdS APTHHa JH and Lee SH. 2010).

olelgt o= AMPK: thiAbd Agke] Aol glo] 549 &5 ¥

7Fedol slvtar A7hsE i lvk(Kalin BB et al. 2005).

AMPK + serine/threonine kinase 2] ¥4+ o =% 39 catalytic alpha

subunit(al =2 a2)9} F702] regulatory subunit B(B1 3 B2)9} y(y1, y2 =

y¥3) = heterotrimeric complex & ©|Fi ATHTowler MC and Hardie DG.

2007; Carling D. 2004). Z}7+2] subunit + ZZ W F3x e} wd Ao Zfo]7}

.

1t}. Catalytic al subunit + 217, H 9} x| vl 220 Wo] Ex31H Catalytic

a2 subunit & T2 A%, &5, 7+ S E¥3t} Regulatory B1 subunit

2 Zho| BEXEo] il B2 subunit &= &l EXE3t} Regulatory y3

N

ry

Foll A EolHow HA HE¥3Itt AMPK ¢ heterotrimeric complex
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T 8kE 3709 T subunit 9] ThFeF 237 27 Ho|H @ o F AMPK o
o)t 54 At Alo7) o] Fo A 5 e Ao w AZH Al 9vk(Ha JH and
Lee SH. 2010). AMPK ¢] &3} 242 AMP o 2]3} allosteric activation ¥}
upstream kinase ©l| ]3] AMPK ¢] catalytic subunit ©] ¢} threonine
residue ¢ Thr72 9] <14kst #A4o] Z3ET. F 719 Adaz+= 1,000 vj
o]}l kinase &3S 7hestA TomM AE W oA GEje] W3] =
N7 A W8 5= A tH(Suter M et al. 2006). AMP 9] 243} 2182 ATP ¢}
A8 285 o] Fa 917] witol AMPK 9] &4 st= AMP o Wsle o a4t
AAR T = Zo] obyar, AMP/ATP ratio o 93] 24" th(Hardie DG 2004).
T3 AMPK 9 #4335 F7MA7]= E UE 7]|d 22+ adenylate kinase
pathway 7} E€Astt}h, whals AMP 9F ATP & AlEZ UelA] 45 ReA<l
285 gk

AMPK = &3tz thAl, @b, el oAb, Al 4733t apoptosis,
body energy metabolism 5 °l 3#¢3}H(Steinberg GR and Kemp BE. 2009),
o] TolME A tha} 2-o o] AMPK o &2 xate] FA 1 Haol
Fejgtth, AMPK 9] 84 3l= ATP & &nlahs HAo] Had G420 ACC 9

HMG CoA reductase & 214tst 2 B3

o_>L
b

A7t} AMPK += fatty acid
synthase, pyruvate kinase 181l ACC ¢} & A& Ao #AAH 4=}
1S A A7 (Woods A et al. 2000). Malonyl-CoA & &4l sH= ACC
aae AR FA T adk dAlel nEZEgote] A Ak Abstol] o &

ZEAAQl A A = 2FEsktd,. AMPK o 93 ACC ¢ &E#43l+= malonyl
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CoA 9 &% A3E %383l carnitine palmitoyltransferase-1(CPT-1)9]

SN EE Z7MA A A EAE 23S FUHA 71T (Assifi MM et al. 2005). HE3F

rot
18

o
ftlo
olr

AMPK = 5ol A2l #qt 2bst 4ol F o = Aoz ddA
o, o qA] kAol A ARl 98-S 3k adipokine ¢ Y& leptin <
AMPK & @Asprglomx ZSoAe] At 4tsts /A7l Ao
B AdttJaeger et al. 2007). &5 W AMPK ¢ &4 3l+= PGC-1a @3S
3 MEZE= #d FHAEY] ¥HS TV ZAo® B vl
AtHBruce CR et al 2005). T3 AMPK = AX | NAD'9 &S
S7HA713L o]& F3] NAD™ o&4 & opdEst &4l SIRT1 9]
Zh-g3o 2 PGC-1a8] & ofME st Bl &Adstrt o] FoA = Ao x WilH

v} ¢Jt}(Canto C et al. 2009).

AN BAE AT R AGEAFA, & FH2HEY] SAHSE Fo3%

)
[
rlr
r o)
i
i
D)
a2
30
iy
yus
r o
)
)
ofo
>,
oo
=
x
f
)
2
(o]
fu
:(
1o
ol
i)
o
il
T
o)

Foslels A £7h R Qe F Ak B AAGEAe)
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ABSTRACT

Sasa quelpartensis Nakai extract’s
anti—obesity properties

in Korean obese adults

(Directed by Prof. Hong Soo Lee, M.D. Ph.D.)

Sooa Kim, MD.
Department of Medicine

The Graduate School Ewha Womans University

Recently, interest in dietary phytochemicals with good potential for
obesity treatment and prevention has been increasing. Sasa quelpaertensis

Nakai is an edible dwarf bamboo that belongs to the family Poaceae. Its
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leaf extract shows anti—obesity properties from preclinical studies. This
study is the first human clinical trial aiming at the assessment of anti—

obesity property of Sasa quelpaertensis leaf extract.

This study is 12 week parallel, randomized, double-blind, placebo-
controlled clinical trial designed to evaluate the anti—obesity property and
safety of Sasa quelpaertensis leaf extract in 90 Korean obese adults
whose BMI were within 25kg/m® to 30kg/m® This study has been
conducted at single center in Korea from Sep 2012 to Oct 2014. Ninety
subjects have been randomized in a 1:1:1 fashion to placebo, low dose
(1g/day) SQE treatment and high dose (2g/day) SQE treatment group. The
primary endpoint was the fat mass change measured by fat CT after

12week treatment.

After 12 week treatment, mean waist circumferences were numerically
different among treatment groups (p=0.068). Total abdominal fat mass
measured by fat CT were marginally different among the treatment groups
(p=0.052). Total cholesterol level difference among the arms were also

marginally significant (p=0.05).

[ also compared lg/day SQE treated group to placebo group. After 12

weeks treatment, waist circumference were numerically lower in lg/day
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SQE treatment group compared to placebo group (p=0.061). Total
abdominal fat mass measured by fat CT were also numerically lower in

1lg/day SQE treatment group compared to the placebo group (p=0.061).

Sasa quealpaertensis extract (SQE) has shown the tendencies to reduce
waist circumferences, total abdominal fat mass and triglyceride level in
Korean adult obese people after 12-week treatment. SQE showed similar
safety profile with placebo. This study was the first human clinical trial. It
showed the consistent anti—obesity properties with preclinical data. I
expect to confirm the significant anti—obesity property of SQE with long
term clinical trials with bigger number of subjects based on these results

in the future.

Keyword: Sasa quelpaertensis extract, anti— obesity property, AMP

activated protein kinase (AMPK)
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