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8 o FHe Foeeld A, 29, I F HE T A A Ame] o] §HAA Uk 2
AtolM= UVBEE TNF-a/IFN-y 2 fx¥ HaCaT AZolA migHy AFyed Qlate] it
A g FEE(CCW)O aE XAHL, By 9 495 AM2A 9] 7HeAS dotl izt shqltt. 7t
LM ZR HaCaT AlZoA CCWE| Hz B g avs &elshy] s MTT assays 5 A=
o] =4 HWrtE AASHYh o] vi®e=®, HA(Hyaluronic acid) A4d=F¥ filaggrin®] protein 2
mRNA Hds S5tk TNF-a/IFN-7 2 A= HaCaT AlZoA CCWe sk o|EH 22 HA
o AFE F7F AFL, filaggrin®] protein @ mRNA Td £4 23 CCWO| % F7tol w2t &
de% 2715ttt UVBR $58 HaCaT AXeld CCWi ROSO| A4S 4 AZAL, Pz
(positive control)?1 EGCG( (-)-epigallocatechin—3-gallate)} 23 A& Ho| 9t T3 CCW
t 934 AlEZIR] TNF-a, IL-18, IL-6, IL-89] T&E& oA AJFI, TNF-a/IEN-y & 2=
H HaCaT A|ZoA mi G=of W2 FQ Iz}l COX-29] protein & mRNA o] sk o]&=
o8 HAare AS AT 5 Uit ot At FH g FEEY HE 9 FEF ATE 7
+ HFE aAEAL 7HAE At 4 Utk

FAo] - g, HPHEg, FES 1Y, HaCal AZ
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Abstract :

Journal of the Korean Applied Science and Technology

Coptis chinensis has been used in the treatment of various diseases such as soothing,

anti—inflammation, antimicrobial and antipyretic in oriental traditional medicine. In this study, we
investigated the effect of hot water extract of Coptis chinensistCCW) on skin barrier and
inflammation-related factors in UVB and TNF-a/IFN-y —induced HaCaT cells and evaluated its
potential as a moisturizing and anti-inflammatory material. Based on result, the amount of HA

(Hyaluronic acid) production and protein and mRNA expression of filaggrin were measured. In TNF-
a/IFN- vy —induced HaCaT cells, CCW increased the amount of HA production in a
concentration—dependent manner. In the measurement of protein and mRNA expression of filaggrin,
the expression rate increased as the concentration of CCW increased. In UVB-induced HaCaT cells,

CCW  decreased the production of ROS

and showed

significant  results with EGCG

((-)-epigallocatechin—3—gallate), a positive control. In addition, CCW inhibited the expression of
inflammatory cytokines TNF-«, IL-14, IL-6, and IL-8 in TNF- a /TFN- 7y —induced HaCaT cells. It
was confirmed that the protein and mRNA expression of COX-2, a major factor in skin

inflammation, was decreased in a concentration—dependent manner. These results suggest that hot

water extract from Coptis chinensis can be used as a cosmetic material having a moisturizing and

anti-inflammatory effect.

Keywords : Coptis chinensis, skin moisturizing, anti—inflammatory, Filaggrin, HaCaT cell
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N oor Y JE oY o T 1o ol

7Is& ST AEFe wRe) g
ol fAIst e gl Higt 12H4 o]
T S BEsHe Ao, 4Ho] ZuF 5o
Hste] mio] AS fAATH2]. E3t, 7}
ol EAlsks #E2 UFE FEHL @9l

A diFe 9 o3l 2 AR QAR

I oAl @4 {IA o] HAHLQIR}
(natural moisturizing factor)®} A= 7S
Ao HofstH o]t @4F0] ol 7
AAY 29 o AxR7t fEEe dxef
© T2 Ry JFRoA dojuhs Hste] o)
T2 IS Zor JdFA glod, myagy
A she =Y ST AEZAAM Lov=
AL Fatk dlo] HrH4l.

AAA Rz Adoute AR 7 Ade] tF
A 72 A4S FEol= HA (scaffold) &S

o

A gig MRRETzE GRS @
[5]. ZHAAZ ot Atd F3t nAERE &
Folt Fa¢ oAU St vl 3 st
filaggrin® 22 okEmTRe] §14 49
stz FES w9y Qi AAAEQ
filaggrin® A4A|Q] profilaggrin®] Fejz Z
Felael ol ZASlThh B ol
S ZefEa, o]F PIMIE AR filaggrin]
Hrt. Filament aggregating protein®]2t= ©]5of
A g 5 A% filaggrin2 Al A2 &7
sk WA dakg ool Aste AgEe 4
IsHA A =i gaH0R ZAEAES FHE
BE BHAARA 03 e g Belde)
218 71ostA HoH6]. Filaggrin Pepti-
dylarginine deiminase isoforms 13} 3of 23] &
oL AtRrE dojupd Al FXF mlAlAd Rl
ofg atelo] WolA| Rele filagerin T
+= caspaseld, calpain, bleomycin hydrolase &
of ofsl| %% ol A=< pyrrocarboxylic acid
(PCA)Y trans—urocanic acid (UCA) 52| o}n]
Lior Hodrh ol dARLARH(natural
moisturizing factor)2A] ITHE HEE FAok=
st gl Z%0) SHEES SR, Al
of ot £AoRRH TRE HBE /)5S

STHT). ZHA%0] 727} wjsle] Al 48 &

i)
I
2
o mN X ofN 1O
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Ae Qor@ Wy 49 olgdE mr 5t
AY, 2o, BA 5 907 4 glom, of
g FHoz A8 Wy At A5e Ty

E] m]5d(skin cancer), =3Hsenescence), 34t
(erythema), #Fledema)®t 22 HF& LT
TH9L. wetA, MAREI= S AFA L
2 HFstAY F50te] #2800 1S FAA7
71 F83t & StEE filaggrino] 424 W
ojuf &4 glog AAEYS w mFE
of ol4g =#:;T 4 Aot Hyaluronic acid
(HA)= Glycosaminoglycan (GAG)e] dFo=
e, detagyt o R 3t 84 7heH|
stz o] s &3 Adste] A4S 34
sh= Aol glof mi i fAof Fajt A
< ol M BEHAR g9A 9UoH10,11]. HA
+ 989 STt wet mRolA FAawm 29
Aol A7 k& A2 4A gl osiA
FFSE W= ZoE g Uk olHE HA9
Hae oF a7 o fgaet oA &2 &
&, AR 7 g F5 59 Ydoeg dHA gl
ot @webA HAS @4E FEstAY E6iE

Alote 242 17 HEgw koF WA an
o]d, E3] hyaluronic acid synthase (HAS)

HAS-2¢9F HAS-32 HA Aol AHAe o5t
= ot Aoz 4HA QIrH12,13]. FAH
oldEt fHEol Hk3t A ArAF(reactive
oxygen species: ROS)2] HAY, Alx A5 9
#aet 935 o] &4 prostaglandin,
inorganic, nitric oxide synthase(NOS), €354
APO]EFFRIQ1 tumor necrosis  factor— a (TNF-
a), Interleukin—1(IL~-1), Interleukin 6(IL-6) &
o] AT} AfolEFFQl XA ZHIAQ] NF-«B
wH 9] S7hs "X 2EY] 7)E AskE 2Rt
TH14,15]. 2l T3t Aol dAA dF,
I, 24F T FIckall617], A&H
1l FY Hotet wHdAQl 2E# AR QlsfA wh
4 d% IAd TNF-e, IL-1, IL-6, IL-8
o] AAxElo] k35 £ AIXITH18,19]. 4
2 AdlelA AR ARtAEd o) o5
], ASIAEdAE AEAPEEGE ofugt

4 Age dorle ERARS fHx T
S7HA AF W= JMAISHAY SFRtARI
St A= Ad B o Foll s dFe] EHd
2 e AxEgt oxA=2RE  arachidonic
acid(AA)7F #3]¥ 5 lipoxygenase (LO) &2
cyclooxygenase(COX) 2] 28-S 714 leukotriene,

ojN 1 12

r

ol

el 4 e olN

o flo o X

thromboxane, prostaglandin 5 ThFet G55
o] MiAAAES AARIEH20].

D (Coptis chinensis)& PIUre]opAH| o] of
ool xEAER F=o] Yitoln, Aokgo
B Rk, AR, T SACNA AHish = {ie
ol A= 11970l 5-6d H g4, 4%
el AlFste] o] wd Zg &Fdolzt st
o, 5ot WS 7, 1 uhe

)
lo

ZFtH21].  AEES  isoquinolineA]  alkaloid®l
berberin, jateorrhizine, palmatine, coptisine,

magnoflorine, epiberberin, berbestine, worenine
9 ferulic acid & FFTTH22]. FA FEEY
TS Fo] it AF=+=Lipopolysaccharide
(LPSE & EARAAZAA INOS, COX-2 ¥
TNF-«a 9] 38A30[23], g2 HZATES
A[24], KeratinocytesolA] TNF- a A4 A A|[25]
5ol BaE it
2 ATE AP gA x4 FH] Biadt
FAS ol disf XAbsta, nmRe Az
a5l tel a8 7= A 279 7t
& Aotz skl

|t

Ol

off w8 1o

)
[}
oo

21, Mz

2.1.1. HEA=7 9 F&

2 AdoA ARG FE2 2020 (F)&4S
B2 HE Azxd A=E FdstaeH, Ay &
39 Bt 275t 4TCoA BREetddct Hdx =
FAGO0 g B 1:99] HERE 85TolA] 34|
r B 33 RhESte] #HY dRSFE o v
filter paper (Whatman No. 2, GE, Tokyo,
Japan)& ARgste] o5t Vacuum Rotary
Evaporator (N-3010, EYELA, Tokyo, Japan)Z
FEEZ AYSEHL e, 6AITMEY FEAX
71(MCFD8508, IIShin BioBase, Dongducheon,
Korea)2 7Axsty ¢ g4 & 22(102.3
22 AU, 82 2046% Aot B AdfA
g 45 FEFECCW) = 2382 D. I
water® 5o 48SHGITt,

2.1.2. AAE 9 AoF
2 Ao AFEH Human keratinocyte ¢l
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HaCaT AMlZ= di7etoldictn mRiejel o
oA Alg Eop AYstyit.  AlZEAHAY
g Aokl 3-(4,5-dimethythiazol-2-yl)-2,5-
diphenyltetrazolium bromide MTT)?} 0.4%
trypan blue stain Sigma Chemical Co. (St.
Louis, MO, USA)ollA FQlstqict. dalady =
AleF Lysis buffer= Hyclone (Logan, UT, USA)
oA st e, filaggrin, COX-2, S —actin,
GAPDH¢] antibody®}  secondary
antibody= Santa Cruz Biotechnology Inc.

(Dallas, TX, USA)ollA Fd5tATE.

KN
=

primary

2.1.3. Al=xo] ¥

HaCaT A|ZE= 10% fetal bovine serum
(FBS; Introgen Therapeutics, USA)¥ 1%
Penicillin/Streptomycin (HycloneTM, GE
Healthcare Life Sciences, USA) 100 unit/mL7}
34¥  Dulbecco’s modified Fagle’s medium
(DMEM; GibcoTM, Thermo Fisher Scientific,
USA) 8jA]E AFg3te] 37°C, 5% CO, incubator
(FormaTM, Thermo Fisher Scientific)ollA Hi<F
stgom, 2~3do g WA A wikS AlsYst
At

2.2, Hdy

2.2.1. AZEXREA

Az gEE& 242 Mosmann[26]9] HH o
et =454k AEZE 96-well plated] 2x10*
cells/welle] EA 0.18 ml EFsty, & %5
FEES sLEE XA T 0.02 ml FHrlete
5% CO; incubatorolAl 24A17F wiFstAct. o
719l 5 mg/mL BEE AR 3-(4.5-
dimethythiazol-2-yl)-2,5-diphenyltetrazolium
bromide MMTT, Sigma— Aldrich Co.) €% 0.02
ml F7ste] 4X7F it & AEAS AASH
1, FAE formazano] ZF welld 0.1 ml9]
DMSO &H& 7lsto] Aox 1583 HHgA]
71 & ELISA reader (Power Wave XS, BioTek
Instruments, Inc., Winooski, VT, USA)Z 540
nmmo|A FFEE SHSHAh Ax 54 52
AmgHol H7ltet BE7Ee 4%
2 el it

[e}

5
o

2.2.2. Hyaluronic acid Production
AlzejoFel 9] Hyaluronic acid®] AAFe

Journal of the Korean Applied Science and Technology

ELISA kit (Echelon, Salt Lake City, UT, USA)
£ o] g3l &£A35FArt. HaCaT A X= DMEM
|2 & o]fste] 5x10* cells/mLE 2A3 &
48 well plateol] E3sta, 5% CO; incubator®]
A 24A17F wjoFsiith. Mo TNF-a /IFN-y
o} FEHE Ax FH 45 FEES AL
T 24X vieFSERAL, vkl Ed & e

F5te] Hyaluronic acid®] 4% S35t

2.2.3. Reaction Oxygen Species (ROS)
g% =4

HaCaT AMZE g F 96 well plated] 2
x 10° cell/well 2 HZEsta 2447+ SHA3lst
th, 5 w2 ZAF ¥ 20 mJ/cm?e] UVBR
A= 3 H, B G5 FEES 125, 25 50 g
g/mLo| sk & 3]Asto] 2|t & 24Xt HiGF
stk 1 & ARARe] uhrd(Thermo Fisher
Scientific, Waltham, MA, USA)o] w=zt ROS
Glo H,O, assayE 3o}t

2.2.4. TNF-a, IL-18, IL-6, IL-8 AT
24

AZE 6 well plated] 1x10° cells/mLE 24
A7t vjeF & TNF-a/IFN-vy ¢} sEHE=2 AZ
g g df FEES AT T 18AIRE FH Al
x HjFHe FHstod dFA cytokinedl  TNF-
a, 1L-18, 1L-6, IL-8 AAFS =Hsch
TNF-a, IL-18, IL-6, IL-89] 3=F2 ELISA
kit (R&D system, Minneapolis, MN, USA)E
gl ZHsigon, due BEEdo) uhg
cznE ol RERAL olfdl] I

ot

2.2.5. COX-2, filaggrin protein Expressions

HZE 6 well plated] 1x10° cells/mLe] =
2 HF B st Al dx7F 80% Hle
o & viAR wekstal 2447t vieFet & &
55 sHE Aot MEX & TNF-
a/IFN-y & Normal #& ¥ ZE welle] g
AFAPT 2442 e 1 F AFele
AAsta PBS= 23] A& Fof scrapper= Al
x5 FE5iat. £8E 7 Az lysis buffer
E well § 100 ¢L & H7lotal 1AZHERT W
Aot MZE ESiAZ F dHET SHY
(12,000 rpm, 4°C, 10 min) AZ2 ARES A
Astiet. A4 Eelote] 42 T2 bradford
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assayZ AEotgerd, 10 L9 @HAS 10%

9] sodium dodecyl sulfate polyacrylamide gel

electrophoresis® ©]&5te] A71953 5 A
o] H5old At AAIAZIZl $Isl PVDF
membraneo] &% TR transfer  SFITh

Transfer7} BY™H 5% skim milke]l 1~2A17Hs
ot BF2]5ko] backgroundE A|AAIZTE 1XTBST
2 33] washing & 1%} antibody (1:1000)E 24
AZb B¢l & 1XTBSTE 33] washing & 23t
antibody (1:10000& 2417+ ®Hg3F & ECL kit

(Amersham Pharmacia, England)& ©]-&35}¢]

filmoll &A =75t9t. Image Quant LAS-
4000 (GE life sciences, Taiwan)© & Band

density’E =15ttt

2.2.6. F3AA Hd B 95 RNA B8 ¢
RT-PCR

HaCaT cell& 24well plateo] 4x10°cells/well
2 B30t 24X | FE g FE2ES 5
w2 Alslel 407 B gkl Y 5
AZMS AlASIAL HBSS (Hank’s Balanced Salt
Solution)2 23] A& &, TRI-Solutiong ©]-&35
ol Maz¥E 7lr Chloroforme o] #89F
I f71gmEe= 25t phenold2S AA
3+ H, isopropanol® RNAE HAAA 75% o

g2 AT o]% oeES  AlASH
RNA pelletqt A air—-dry 5t Rnase free
DWE %1 pellerd =o] HFTHO=E total

RNAE F&519ltt. &7 RNAE Nano drop
(microdigital, Seongnam, Korea)<& ©]8ote] &
ot RT master mixE ©]-8d A HH-g-s}
of ¢DNAE At T COX-2¢t filaggrin
mRNA & sl TB Green® Premix
Ex Taq IIE °o]&dto] FE5kqlth PCR 2710
94Col|l A 30% (denaturation), 55ColA 30%
(annealing), 72CAlA 30% (extension)& 403

Table 1. The Sequence of Primers used for PCR

HaCaT cellol A 31

o
e
it
Q
S
=
2
o
=
§D .
5]
@
<
1o
L
Jr
f
g
i)
)
2
o[N

a5

2.2.7. A

A7 EAAYE SPSS 10.0& ArgstgoH,
It HEFL 2AEA(ANOVA! analysis of
variance) E2 132 ©0]83}0] t—testS ©]-&5}o]
54 o5 p 0.05 N BEeAC,

3. it ¥ nF

3.1, 8 A FEE0 MxE ¥=8 =31
g4 FEE9| keratinocyte?l HaCaT

cell®] Mz EEC] vX]= FFE sk 9
Sl MTT assays AHAISH] Az &2 F7t
stk (Fig. 1). &9 d4 FE2=52 125, 25,
50, 100, 200 pg/mLe] SE& AEo] Heeh
A 12.5 pg/mLelA 100.5 %, 25 pg/mLoA
98.3 %, 50 ug/mLelA 88.2 %, 100 pg/mL
ANA 79.8%, 200 pg/mLellA 63.1%2] Alx A
&S Bt ol At wE Al AR
FEE A9 Az 54z st 54 74
HiA|St7] fJs AlZAPEEO] 85% oYL E
vehd 2EE9] PAT 59l 50 pg/mL ©lst
o] ez WPt

o

3.2, HA (Hyaluronic acid) AMM2F =X
Hyaluronic acid &= EAFo] 20 - 40%te] o]
2 127 IRrEEA 219 #F FEE 9
of RO &HAHE FAYT H oflz, JU
29 AR gt HEols Foll 7
28]. B57)5 olQolx 4tel, Y, It FF
A4 T ohFRr 7152 b g )l 291
TNF-a /IFN-y 2 =% HaCaT A|ZEA &

2
e
)
S

2

Primer F/R Sequence (5' to 3)
COX-2 Forward ATGCTCCTGCTTGAGTATGT
Reverse CACTACATCCTGACCCACTT
Filaggin Forward AAGCTTCATGGTGATGCGAC
Reverse TCAAGCAGAAGAGGAAGGCA
GAPDH Forward CCACCCAGTACAGCGTCAAC
Reverse CATGGTGCTTCTGTCGCTCT
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*

sc I
60

Cont ‘ 25 | 23 | s | 100

Concentration{ug/mL)

Fig. 1. Cell viability of CCW on treated HaCaT cells. HaCaT cells were treated with various
concentrations (12.5 — 200 pgg/mL) of CCW. Cell viability was measured using the MTT
assay. CCW : Coptis chinensis water extract. The results are presented as mean + standard
deviation of triplicate date. The results were expressed as the average of triplicate. “p<0.05.

120 -

1=}
=)

30 -
60 -
w0

HA levles (%)

20

Nor Cont

ccw

Concentration(ug/'mL)

Fig. 2. Effect of CCW in the expression of hyaluronic acid in TNF-a/IFN-vy —-induced HaCaT
cells. Cells were treated for 24 h with CCW (12.5, 25, 50 xg/mL) during TNF-a /IFN-

v —indueced. Nor :

CCW @ Coptis chinensis water extract. EGCG :

Non treated TNF-a/IFN-vy. Cont :

TNF-« /TFN-7y induced group.
(-)—epigallocatechin—3-gallate (positive

control). The results are presented as mean = standard deviation of triplicate date. The
results were expressed as the average of triplicate. p<0.05.

44 FE=9 HA Bdans SAsiad 1
a1, Fd I FEES 125, 25, 50 pg/mL

FEE APoldle o HAS X
103.6%, 110.2%=%2 Z7}s}o] %“—E
omgt F7HE Hole Ze Eld
(Fig. 2). =2t9] 71X 2kt 5 7HF
o= EZL2 Epigallocatechin Gallte (EGCG) =2
A, e}, B S0 gho] oat SRR
g qlom[30], &l FEES 50 ug/mL
koA HA A=kl dix2(EGCG), 25 u
g/mL FE dj8] Y2 AyE Hol F8lou, o]
= HIEEAY 852 =t & 4 Stk

1%,

o o§
e}

e

o o=
co

)

Hu

g 4>
o 30
o ;E
RRGIES

3.3. FilaggrinQ| protein & mRNA & &H
Filaggrin®] ®Wol= mj& X}tﬂ—J &4 f
o A nREYES Fof AYIEEUE 4%
o] golalAln] WARAZUS Sol 47 Jolth
Zolth31]. &, filaggrine EsEo] AAR5FS]
Zel ofm|i At W PCA, trans—UCA=R AR =
2 filaggrin® #aEs 4439 $8 dF HAE
ojojd £ Qt}[32]. TNF-a/IFN-y 2 FEH
HaCaT AZoA e g4 FE59 5284
= YotH7] 9l wRAgH /AR filaggrin
9] protein ¥ mRNAQ] WHAAHTE  western
blot¥t RT-PCR= AAlste] lstrtt. 11 2

olt
-

)J
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filagerin [N

(A)

cow

EGCG

Concentration{pug/mL)

HaCaT cellolA &+

=(Coptis chinensis)®] TRHEZI} FAF a3 7

. ——————

=
=]

cow

EGCG

Concentration{pg/mL)

Fig. 3. Expressions of filaggrin evaluated by protein level(A) and mRNA level(B) in TNF-« /IFN-
y —induced HaCaT cells after CCW treatment. (A)The expression levels of filaggrin in the
protein was measured after treatment of TNF-«/IFN-y for 24 h and the indicated
concentration of CCW. (B)The expression levels of filaggrin in the mRNA was measured
after treatment of TNF—a/IFN-y for 4 h and the indicated concentration of CCW. Nor :

Non treated TNF-a/IFN-y. Cont
EGCG

chinensis water extract.

TNF-a/IFN-vy induced group. CCW
(-)—epigallocatechin—3-gallate (positive control).

Coptis
The

results are presented as mean + standard deviation of triplicate date. The results were
expressed as the average of triplicate. p<0.05.

I controlt ¥} wiHlste] FY A4 FEES A 3.5. TNF=a , IL-15 , IL-6, IL-8 MM2 =F

23t AEt9] filaggrin®] protein @ mRNA ZHAFAANEE @ 3hA Q] 2p2o 06]] ot

LS FEE9 Tt STl et fofufst gt AtolEZICIS EH|gtogy dAEHreg o

A S7He AL =+ A Fig. 3). oty RyE HE 9lem(34), 53], TNF-«

EE [FN-yol ofjt A52 AAFHE=TH

3.4. Reaction Oxygen Species (ROS) My TNF-a, IL-18, IL-6, IL-8 53 22 d3A

£ Aol E7ERIO] BIGFAR] RHIE o8] HF 4

H% A= ROSE st Al WA= ZRR T celldt WEdyr} YEHEE §rs}

ofof Higt Hofr|He= Ats} oA =4S A4

dlo] diRie] ROSE A7) siAe, Thes}

Al A3/4E ROSE DNA, @i gl 28] &A4F
L g1 o]2 Q& FoF SuF AT o] A}
SO ARl falg Wheol dolubA HeH33)
2 Ao UVBR F=H HaCaT AlEoA
g 5 FE20°] Hegt ROS Al mixl=
TS Fdstaz 0}93&}. UVBE #=3t diz=

AA =T O
o 1

A FE2=2 125, 25, 50 u
gl BEe Ades § w ozdow
ROS9] d7Fo] AMaljdS 2lstHth(Fig. 4).

i=1

H, o]AHo] A&HE AL mFol L3} olEun]A
oid, 14 33 2 ojRdste] IgEE A
o= A 35, 36). EF HH-o] w2
Z85t= TNF-a, IL-1p4, IL-6, IL-8 &=k
S  ZAstgtt. INF-a/IFN-y 2 {23
HaCaT celld] &3 44 255 12.5, 25, 50
ug/ml T2 AESIES o k= oJEHoR
TNF-«a, IL-153, IL-6, IL-8 HrdaFo] =
< gRlstglen, 11 A= Fig. 59 2t}
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16000
14000

12000 |
10000
8000 | % %
6000
4000 |
2000 j
0 . .
Nor | Cont | s | | s | 25
cow EGCG

Concentration{uz/mL)

Luminescence(RLL)

Fig. 4. Effect of CCW in the expression of ROS in the UVB-induced HaCaT cells. Cells were
treated for 24 h with CCW (12.5, 25, 50 ug/mL) during UVB (20 m]/cm?) activation.
Nor : Non treated UVB. Cont : UVB induced group. CCW : Coptis chinensis water
extract. EGCG : (-)—epigallocatechin—3—gallate (positive control). The results are presented
as mean * standard deviation of triplicate date. The results were expressed as the average
of triplicate. p<0.05

TNF-alevles (%)

IL-8 levles (%)

Nor Cont 125 25 50 25

cew EGCG
Concentration (pg/ml)

Concentration (pg/ml)

Fig. 5. Effects of CCW on productions of pro—inflammatory cytokines in TNF-« /IFN-y —induced
HaCaT cells. The expression levels of TNF-a (A), IL-18 (B), IL-6 (C), IL-8 (D) in the
protein was measured after treatment of TNF-«/IFN-y for 18 h and the indicated
concentration of CCW. Nor : Non treated TNF-a/IFN-y. Cont : TNF-a/IFN-y
induced group. CCW : Coptis chinensis water extract. EGCG : (-)—epigallocatechin-3—
gallate (positive control). The results are presented as mean = standard deviation of
triplicate date. The results were expressed as the average of triplicate. p<0.05

- 877 -



Vol. 38, No. 3 (2021)
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:p_-
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Fig. 6. Expressions of COX-2 evaluated by protein level(A) and mRNA level(B) in TNF-« /IFN-
v —induced HaCaT cells after CCW treatment. (A)The expression levels of COX-2 in the
protein was measured after treatment of TNF-«/IFN-vy for 24 h and the indicated
concentration of CCW. (B)The expression levels of COX-2 in the mRNA was measured
after treatment of TNF-a /IFN—-vy for 4 h and the indicated concentration of CCW. Nor :

Non treated TNF-a/IFN-y. Cont
chinensis water extract. EGCG
results are presented as mean =+

TNF-«/IFN-vy induced group. CCW
(-)—epigallocatechin—3-gallate (positive control). The
standard deviation of triplicate date. The results were

Coptis

expressed as the average of triplicate. p<0.05.
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