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Anti-aging Effects of Glacial Water and Thamnolia vermicularis
Extract on Human Dermal Fibroblasts
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Abstract : The objective of this study was to investigate the/anti-aging effects of glacier water and Thamnolia vermicularis
extract (TVE) on human dermal fibroblasts (HDF) and their underlying mechanism. The HDF were treated by glacier
water and TVE and then the cell viability, the expression level of extracellular matrix components and corresponding hy-
drolytic enzymes were examined. The results revealed that both glacier water and TVE can promote the cell proliferation
and energy metabolism level of HDF'as well as enhancing cellular content of hyaluronic acid and expression level of e-
lastin. Besides, TVE also showed an ability to,up-regulate the expression of collage I and down-regulate the mRNA ex-
pression of elastase. Their efficacy was much more obvious when combining glacier water and TVE together. The results
suggested that glacier water and TVE had anti-aging effect on skin through enhancing the cellular activity of HDF and
promoting expression of extracellular matrix components as well as inhibiting their degradation.
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Table 1  Effect of different treatments on the ATP level of HDF
#5) Group
X B2 RNk FEHIAH UK + SR EC2H
Control Glacier water Extract Glacier water + Extract
ATP 7KF ATP level 58.74 +4.66 142.92 +8.52" * 172.24 +4.43" * 271.0186 £17.92* * #4

SRS, * P <0.01; 5k )1KZE Hede, ¥ P <0. 01 ; SHE B AL e ds, 2 P <0.01
Note : Compared with control, * * P <0.01 ; Compared with glacier water,*P <0. 01 ; Compared with extract,” P <0.01

3.3 KJIKkINEEFEIY T HDF ERRBE =
= pA!

% FH ELISA A HDF 20 Jif 41 5 5 v 11 355 B
JRER i, A5HE (3R 2) Wow, vk K AL B 40 e 41
B A E A R A R IR R, 2R A gt
FEX(P<0.05) ; HE A4 Y)W se g {2 2 % ]

FaiR &Ry, A2 S Hhin i (P <0.01), 4
WA R FH 1 2T 24 A0 A s, G0 28] 440 fi 4 3 Jo
Hh 35 B ST R G 5 T 1 5 R AR IO SRk A B 2 B
IR O, AR B A W 25 . R AR
B R 1 375 BR O R & B R i ) BN



472 RIRFOIVTRE TR

Vol. 30

R2 AREAAEXS HDF ERRE S EM50E ( ng/mL)

Table 2 Effect of different treatments on content of hyaluronic acid in HDF

2 51| Group

X HEZH KK 4L PRBYIH UK + 2B
Control Glacier water Extract Glacier water + Extract
= s A
B & 26.43 £0.37 27.49 £0.27* 32.06 £0.44* * 32.19 +0.48 5 *

Hyaluronic acid content

T AR LA, P <0.05; " * P <0.01; 5ykJIK AL AL, P <0.01,

Note : Compared with control, * P <0.05, * * P <0.01 ; Compare with glacier water,*P <0.01.
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