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; Effect of velvet antler on the function of adipocytes(3T3-L1)
and its association with IGF-1

Jun Chan I, Kim Ki Hoon, Lee Jin Yong, Kim Deog Gon
Department of Pediatrics, College of Oriental Medicine, Kyung Hee University

Objectives: These experimental studies were designed to investigate the effects of antler’s
extracts on the expression of leptin, IGF-1 and IGF-1 receptor on cultured 3T3-L1 cells.
Methods: A mouse adipoblast cell line, 3T3-L1, was cultured with or without a
differentiation medium containing Isobufylmethylxanthin, Dexametasone and Insulin before
adding extracts of antler of various concentration(10, 50, 100, 200ug/m{). The expression of
leptin and IGF-1 receptor was measured by western blot assay, and expression of IGF-1
was determined by FACS analysis.

Results and Conclusion: The 3T3-L1 cells’ differentiation did not show a significant
induction by extracts of antler. The expression of leptin was significantly decreased depend
on antler's concentration. The expression of IGF-1 showed a slightly increase by extracts
of antler, whereas that of IGF-receptor showed a tendency to increase. The total amount of
intracellular triglyceride showed a tendency to diminish as the concentration of antler's
extract increase,

Key word : velvet antler, leptin, IGF-1, IGF~1 receptor, 3T3-L1 cells
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2. M Eupet

3T3-L1 AEFE g3 AEFE 2334
B dol ALEIIH L 10% FBS, 100
units/mé peniclline, 100 pg/md streptomycin
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Zob wjksted plate wheel % F F 05
mM 1-methvl-3-isobutylxanthine (MIX), 0.25
UM dexamethasone, 10ug/ml insulin ©} &
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(DMSO 0.01%%% 348 #A7eted 89 5
oF sttt

4. Mz M AlE (MTT assay)
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2 24% 3 01
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5. M= Mz XMl A (Trypan blue assay)

A A8l trypan blue exclusion

6. Westem blotting
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2. MZEZM(MTT assay )

=8 2&To) 3T3-L1 AT AT=Al
HAlE 98-S RA 43 ICH ¥ 58532
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FFE BolA AEoRA H§ AY FmE
AEggt Ao® AL
3. Western blot assay

3T3-L1 AZE 5784 2-3U F sielo]

= 2 AEdAM Growth factors (05 mM
Isobutylmethylxanthin, 1 uM Dexametasone,
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o ZE4FEE (10 pg/mi-200 A7}
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Fig. 1.
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gl o}w =g 3289 ¥% 10, 50, 10

2 200 wg/mloAAA= density ratio?} 7}
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EM] e =5 o]£39 leptin ¥
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v“.i:?}ﬂ $Eso) wubyE

epting #d =7}

R
wg $3EY T

—

mgaa

=g E(ug/ml)
Growth facto

B Leptin

200

Effect of Antler's Extracts on Protein Levels of Leptin in 3T3-L1 Preadipocytes (A)

Western Blot Analysis with an Antibody against Leptin (B) The Intensity -of the Bands
Was Quantified Using Image Quanta. The Experiments Were Repeated Three Times
with Similar Results. Reported Values are mean=S.D.
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4. IGF-1 Y AHA Aol F7Hee HAY 5§ FEEHY %
AAAME 54 F289 T 10 pg/mlol
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Fig. 2. FACS Analysis of Expression of nl
Fas in 3T3-Lt Cells by Antler's Q
I 1
Extracts. >
A : Undifferentiated Cell, 8: Differ- a2
entiated Cell, C: Antler's Extract ° 10k
100ug/mE, D: Antler's Extract 200

o

wug/mf, E: Antler's Extract 400 ug/ con oM 10 ™ 10w
m¢. The Experiments Were Repeat-

ed Three Times with Similar Re- Fig. 3. Effect of Antler's Extracts on Pro-

sults. Reported Values are meant tein Levels of IGF-I Receptor in

S.D. 3T3-L1 Preadipocytes. (A) West-
ern Blot Analysis with an Antibody
5. IGF-1 Receptor &t&iZ{ A} against IGF-1 Receptor (B) The

Intensity of the Bands was Quan-

“ N va 2spo tified Using Image Quanta. The
o) (o) == o
ot BNl o2 gEe %4 352 Experiments Were Repeated Three

AR ZA9 uEs Axzd wa HRuiR < Times with Similar Results. Report-
A2l & BIMENAME IGF-1 receptor?] ed Values are meantS.D,
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6. Triglyceride assay

Growth factors7t #H7te wixZ 8Yzt
FE AF} AX U F triglyceride FFE
Z7(0.90 mg/mg protein)ol Bl3) FI3
7H2.66 mg/mg protein)E RYPTh BHAH)
A7 MAY 58 FEEL FAA F98Y
8Y7 MFe B T AEZHQ triglyceride
ZAE Y Ytk 58 FEEY 5% 50
vg/mb A= 292 ug/ml protein, 200 ug/md
M= 244 mg/mg protein, 400 ug/meol A
+ 2.28 mg/mg protein®® Fr oFEFHo 7
HAE W & triglyceride %9 Z4E R4
HFig. 4).
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om x " N N
can difr 2 patt] L8}

Fig. 4. Effect of Antler's Extracts on Triglyceride Content in
Cultures of 3T3~L1 Preadipocytes. Reported Values
are mean = S.D.
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