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Introduction: Results & Discussion:

Skin is an organ that is exposed to a myriad of diverse microorganisms, and that serves as a first line of defense, constituting a physical, ' Step 1| ' Step 4|
chemical, and immunological barrier [1]. The innate immune system provides protection against microbial pathogens and plays a vital role
In maintaining skin homeostasis [2]. Toll-like receptors (TLRs) are a class of proteins that play a key role in the system. Recognition of DNA microarray analysis “ ®
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Whole plants of S. sarmentosa were extracted with 50% EtOH under reflux, and the filtrate was concentrated with an evaporator to obtain € ol € ol I f jg ' § 20
the extract, Saxifraga Sarmentosa Extract (SSE). SSE (pg/mt) - - 1 10 100  SSE(ug/mL) o 10 100 3 ol %l .
Fractionation and isolation of SSE components gl = 10 A% 8 I 2 | ¢ |
SSE was subjected to Diaion HP-20 yielding five fractions (H,O eluate: F1, 30% MeOH eluate: F2, 50% MeOH eluate: F3, 80% MeOH © o e e e
eluate: F4, MeOH eluate: F5). F3 was further fractionated by ODS column yielding five fractions (H,O eluate: F3-1, 30% MeOH eluate: S Pam,CSK,
F3-2, 50% MeOH eluate: F3-3, 80% MeOH eluate: F3-4, MeOH eluate: F3-5). F3-1 was further applied to silica gel column. Finally, the - _ _ _ _
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The human keratinocyte cell line (HaCaT) and adult human epidermal keratinocytes (HEKa) were used for this study. Q fi o R T8 mrestadtic o a
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