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bl
B
w}

Verg 2

Pt FAXKARIE 20 o« AP AW FELAGIPAHE D S0 H P BP AL
427 NP @ 4E o @ P L (Tranexamic Acid, TXA)F1 L 7 B &2/ B fvE 1 Bk
Wik g v A g o W v pkagd o VIRMAHEOBP T G onie R R BlEY K
X2 EBAFANSH 2 PR 2 24 A EDE 0 2k o A
Azl dok E4r4] 2 4 & 4 2 (Melanogenesis) » 7RE v 23] T2 H R gk o RGP
A FE V¥ A fEe 553 2 ¢ % (Melanin degradation)m £ 3| £ v et %kt ? A% - guf
24 (- )¢ &35 M@ peg(Autophagy) (F% o tmfe f i 5 — B IFHPN T Hrengs o
a@“iﬁ’*ﬁ—i%#? e o R wre NfnE o AP A TR e B
Fo MEZEELI EE AT e kard| 2 B2 A2 0 F o
2 A A2 FERETE T AFTIY B FA&SE T o MR E R
T2 Ak o APl -4 F HaCaT fwve (A2 L & F e ) 4ex2¢ 229
B o b WP REFF B BB BRE T AEL S RS & (HaCaT ) % it 7 §

T—'_I,’.I‘E‘q*/év\ﬁ* %

kWL
(- ) hpIEPRETE EHPHEL I 246 & (HaCaT) % p w4p B 3% (LC3-VII
Z p62)?

() PP RET E€AER I F4&a 45 (HaCaT ) Pz prgi®® > AN prdd
7€ ( AVOs, Acidic vesicular organelles ) 25 = ?

(Z) WpIOPREFHII 2448 &0 (HaCaT) wredrd| 2 ¢ % | 4 gpl00 35 % 3
¥ Fv 2 J % A& fE(Melanin degradation)?

g é;ﬁkﬁhéﬁ

(=) %2 p “E£(Autophagy)
dnfe p R ITH F - fAlmie oA fRE w4 o w49 7 "ﬁm FarE g ET
CSEERMPANENE LS W £ RN AR €1 1 gﬁg,ﬁ M Ujaﬁf,if}f) s L B o fmie p

A e AR RTINER PO LAY ARG R P o
2



MEE R R R G o AR RILG i fhd BEEHAA p P B P
FaemFgfE almiipd pHSERERY o dae Ty e Rikp
8 (Autophagosome ) > ¥ ¥ £ 23 fr 8 fk & 75 = p v5% f5 1 (Autolysosome ) o

WA 23 AR E > PR ERA LY E AT > A E D end B
[1,2] e LC3B #-v &2 &s" W PER & » #& & & M KM LC3-14 % 5 s K2 LC3-11 >

% ¢ autophagosome 7= o Z Autophagy #8+#|chim® ¥ » p62 ¥ & & £ % B &
FR(F A R)RBPAEREE o d BT SRR G A Y LY o R e
¢ 3 prEpiiidie (AVO, Acidic vesicular organelles ) e97) = » AR FRE T 7
e e e ((Acridine orange , AO ) 2 H4 5 F k= ¥ ko

(= ) @ p g (Tranexamic acid, TXA)
WAL R k- B4 L b SRR R B RA 0 P R o L
A S Yk ik (Lysine ) 4R 2 > 7 S BR R0 B fRpF B RS M L o
ARG BRREEE T o Sk FRBP REI S BTk > TR LY 0

(IR s

0
A

OH

H,N

Bl- - P st

(Z) B¢ gm%epn2 d %2 2 (Melanogenesis ) #5+4]

In

AP 2 ¢ % m% (Melanocyte ) p et =fk fi¥ ( Tyrosinase ) € it 2.4 % 4

P o A BEIHAR(UVAB) ~FLEF R - FEFF BENEFZEHE - 29 &
PR pPE > A Fwmre ¢ %2 Z 1R % (a-MSH, a-melanocyte-
Bod Flwmre im0 RORpps

SE - MR T RR R AE A o 24 Rmw A 2 i 2 GG

stimulating hormone ) [1, 2] - o-MSH 4% 7% i s » g n_i#

2 ¢ % %% (Melanosome ) BiL3| & Fimee » HRAKRL - 24 %] 4 gpl00 &
~ﬁ%5%@%¢ﬁ}é’@mog%mﬁ%5%+%oiﬁﬁ%%ﬁ?%iﬁ%
3 # W % R4 3-O-ethyl ascorbic acid, CoQu, ellagic acid, and pterostilbene & 3 #



A EeE s v AR Fme /20 K b ol a B R
AP FEpEEY o KA 2 A Aol R & F A3 [3-5] 0
(z) =5 4

BERG £ (Danio rerio) K EAGH/ N BHAHEME, W EY ., #HETORFRE
B2 FER HEEh A=A, BFEAE T, BERABLEEAK 70%ME H B im i
SLRIFIRME,  H AR 82% B\ JE I3 AH B ) B[R R w] LB RHEL 38 B [6], BEUR
HAEB B e i m RS ), HIRS 6 IE R LB B AT, A 14
PROEE Ay R, WARFPHERE BRI RS, i, EEIER ], =48
72 /NRF RN HL PR e i i SAb (7], BERS MY B FE Ak — GBI LBV AL, m#R
Be. BB A Ak, RERRZ B B R IR (8], AIBEA DhRe ey
AR, SFFREOFEMIE (Melanophores) | ML 3EHIHE (Iridophores) Hi
FEFEMINE (Xanthophores) , JL[FTERILAFARIMGREL [9-11], SRR MILATET
PRREEE MR, JASRETRAT 24 /NREBIARAE AR, P52 SOX10 3538 MITF R Bi, #E—4
LB S IR A NG, TRP-1 K% B a3k A8 BN (Dopachrome tautomerase) 2527
FA AL [9][12], BEME ff B IR [ B R Bn Bl 2 R ME, ARG E
BiL £, 55 A= o2 BRARRLRY,
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Z N kR et & 0 E B A

AETE R @ Hine 5 b (HaCaT) fm® o o ¢ WFE < SRR FIERE « @
* DMEM/H 3 % # » 33 % 3t 37°C/5% CO 33 % fa 1 -

(=) w212 % ;% (DMEM/H)
AR SR Y A gEA A Y & F e HaCaT 1 * Dulbecco's Modified Eagle
Medium/High Glucose (DMEM/H) # & j% o #-7F % fie = 4o » d.d. water » &3 f#{s 14
pH meter #-pH &R FL 72~74 » L4 » = £ - 2 F > 12 022 um 34 [T 5 #Y
B R AR B AL B s 4o 10% FBS R 353 > fiklwre 2 K pEAT
2R A > kgt 4°C -
Rzcwmreg g (D R%KF FER)

EE i e
Dulbecco's Modified Eagle Medium/High Glucose ( DMEM/H ) 132 ¢
NaHCOs (#2f& & 4 ) 37¢g
HEPES 6g
Sodium pyruvate ( [5 fit f& 4t ) 0.11¢g

2 in 1 ( penicillin/streptomycin ) 10 mL
d.d.H20 TE I IL

(=) 1 X pips s B3 % (PBS, pH7.2~7.4)
Lz ~HipLE R (D3 %E A FHE)

BeLH g/L

NaCl 8

KCl 0.2
KH2PO4 0.2
NaHPO4 1.15
d.d.water TE® 3 IL

AP % PBSPcE B AR Fikis ko

(=) 3% 3-% f# (0.5 % Trypsin Solution, BI)
Trypsin ¥ ¢ m# & 2 ¥ B Hw B hj-o FoRfz > @& e dpdc o 7 b lwre
2R R > Trypsin #7 % chie* BERF 2 fe > o 37°C B > Trypsin (€% 3 B Bip > 542
#] Trypsin i¢ * PFRF 2L B » ¥ 4 w2 B B K 3@ < DAL o 10x Trypsin 4 %% %
6



% 20°C » HaCaT % ¢ * % % 10 & #- » 14k 1% 75 +0-80°C «
= ~ MTT Assay ¥+ 3 ##

(- ) 10x MTT stock solution
BEFEIEI T R 1gMTT 8 %733 200mL 1IxPBS # » # % 022 miEjgis » %
I ISmL gt g o (5530-20°0C - & * 5 10 B4R -

(=) DMSO
BEFRIERT 0 R EY

o~ 36 FE TR EA

(- ) 0.1 mg/mL BSA:?~0.02 g#> %73 20mL = =t -k ¢ » » %3] eppendorf# ¢ 100 pL -
B T-20°C & % 0 @ F A 4 900 pL oK AR
(= ) Protein Assay Dye: &3t 4°C k457 & #* o
(=) 6xprotein loading dye: 7 £ B~ Tris-HCl /3% SmL = =k ? » AF pHEL 6.8 £
A~ T 2 R E s Bt S Sk AR T 25mL 0 A K3 eppendorf# F 1 mL o
5 -20°C
S E BB AT AR

X

(- ) 1.5M Tris (pH=8.8)
P~ Ol gTrisbase #» 3% 400 mL = -k ? > AF pH I 88 * = =x-k & I 500
mL 12 0.45 pm filter g > #1530 4°C % * o
(= ) 1.5M Tris (pH=6.8 )
P~ 12.1 g Trisbase 5 * ;33 80mL = sx-k? > A FPHI 68 * = -k T & 7
100mL > 12 0.45 pm filter &g > &% 153t 4°C & * o
(=) 30% Acrylamide / Bis solution ( 29:1)
PLE (62 B * > fEnt4Ce
(= ) 10% SDS
BETEE
(1 ) APS (ammonium persulphate)
B 0.1 g (NHe)S208 45 %73 3¢ 1 mL = =k » G 73 3¢ 4°C o
(= ) TEMED
B 4°C o
(= ) 1x Transfer buffer
BT EREE Y o
( ~ ) PBST wash buffer
P~ 500 uL Tween-20 > 4 » 3 500 mL IxPBS » ;& £323 o
(1 ) 0.1% Ponceau S solution
Pei# 44 PVDF M} chi-i i34 o 1 950 mL = =k A 50 mL 100% e 2 >

» lgPonceauS# AR £353 » T EEF ¥ o

7



() 5% Milk blocking buffer
B 2.5 g %% 4 5 S0mL 1x PBSTGRAR) -
(+ - ) Chemiluminescent Detection Reagent &g 5 |
#- WesternBrightTM ECL {v Peroxide % +* &8 & » i& PVDF %= /] 2 #ic& 4 &

A g o

# s B4 A RBIRITE aTEA

(- ) INNaOH: B~ 4g NaOH #5 % 3% 100 mL = -k @ » 3t 3BT & * o

(=) Melanin: i * p# P~ Melanin & % (10 mM) » * 33 %% 500 3 £+ = )k & 20 uM -
= ~ AO Assay 7§ erid |

(- ) AO %4): # 1 mgh AO % k33t I mL hPBS » i # pFr 35 4% + i3 ff-f8

(=) 3-MA: 2~ 100 pL ¢ 3-MA Ji i (i 75 2k & 100 mM) > * 35 % i + 5 4% -
N B ARG %7 RATE R

(- ) PTU: %3t 4°C o & * % #-8.8mM 2 PTU 500 & 4 1 17.7 uM
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e 48 N | [ gsenime a8 1 |
D{EEAEE 48 /[N\EF eiifial
eii:al

P77 SEEA

RoRaENE

IS REEHR
H1(405 nm)

e

13-MA ( E%M%ﬂ%ﬂ)} (e os s |

FEH

30 77

. w2 e | ( mesree 72 15 |
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> 1
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= ~REE

(- ) jm¥ #1532 % (Subculture of Cells)
#-HaCaT m* 33 % % 37°C/5% CO2 e32 % 45 » & #-'w?e $h48 & 10-cm dish -

BATenmre 3 & R e~ 3T°C ki éae v o

LR R BLBEL R e (R AR A A et ) o

Blmre R B RN RATE R R T °

de ~ 10 mL Fifik B % 7% (PBS) » #-R Az £ 2 "f JoE 0 EAF B A o

Sex 1mL 1 x Trypsin lm?2 33 487 > F R34 4 2R 1E3D NEKER

2 T g gk dish @ e o g o

6. fmPe o Bpis o 4vr 9mL PR R R B3R &K Trypsin £ i 0 BR &%
1’(9&}1 15mL &< ¢ > 3 1000 rpmx 5 4 48 o

Myiw’éﬁjqﬂ’ﬁrummmwy%@pmw B T

8. B~ 100 puL 'm?e %% 2 £ & 04% Trypanblue ;R & » T Boif £/3 » o 3 HE »
[ER g Al M TEES &

9. tsikPRFHE K> Kottt » TRIELwe Y Az e ¥ iE

FaiE g o

A e

(= ) dose dependent HaCaT cells

1. #ame a3 4x10°- B2 45 EF4 e x] 2 F5%ex3) -
2. F241PEETS > e phEE > BF SR (3 4 )4 TXA o Frdle(148)7 4 TXA »
3. F 48 ) B Eimie o hdn TXA &g o

(= ) Melanin-feeding HaCaT cells

Zw o p P2 Ad FEGPRER (3 FRE D FEE)

Melanin (pg/mL) 0 20 20 20 20

TXA (uM) 0 0 300 400 500

1. #fmie o 2x10°- £ SHEGErdlex] 2 9% 2 x4 -

2. F24 ) pFIELS 0 dwre RREE > B-F Bk (4 45)4r Melanin > Fr 4] ke (1 )7 4o
Melanin

3. F & 48 ] PF » ;P oL & v Melanin ¥ T o
PRSI ETXAFRER R -
F R 48 | FF > B iwe 2L du TXA sz o

10



(z ) % 33 iE 5B 2_(MTT Assay)

BRI I MTT 8- ki3 e b B 5 33 PBSPFR A F ¢ > MTT g4k moe ¥

PSRN Y enZhTa i & pF( SDH)E R - A MTT © ek i B4
(Tetrazolium ring) B'| € A& *» %725 = #5373 }.c0% ¢ Formazan % fs » 4v » DMSO
BAFESLEE LAY AR KRB L E STO nm R H R K E o ARE A A
R AR e

'

1
2
3.
4
5

#-HaCaT ‘e 11 & 42 Sx10* 83+ 12344 ¢ o
kR 0-500 uM TXA 2z e 32 &% F Jis 24 ) BF o
F Rt ber IXMTT (8% 1] pF o

255 &% 0 @Y DMSOR 2% & i -
R T LA X

(I ) sm% % 3% F 53 (Total protein extraction)

RIL e Fo FEBE008] ) JeBdmie > T 41% %54 dhimee Lysis i3 ik i@

& e ORRL > & fmfe iy BB RS R o fw¥e Lysis 3% 4 » PMSF &
DTT > V&g ifenpHE » £ @ 3ov FAZ R 2 WL Fv fFL 2 50
FIr A5 A BT M SRR c RS L P R BB B

L ‘;Fi?‘lfi; » L o be DA v ?ﬁ‘/p/] °

3 :

1.
2.

#-HaCaT w2 83 10-cm 32 2w > & %
FEHERE  EEEZr MR RS
I 12 pipette #3E & x p A 3 PBS > % >
L2 ) FikgoiE (s > B PBS Y o R
AR o

4v » 350 puL Lysis buffer » §]* fm®e 4] ) #-mejc k1 15 mL kB e g @ o
WA R s F 3 0-80°C kgl ¢ 1Y i 4 LB e O R e Fev R

4 o

AL R RT “*’?amtzma v 5 A/ 0 EAF 3~5 0 £ 12 4°C ~ 12000 rpm 3
30 A B (S R T G e kD IR R e

H#- b T BT § ¢k mﬁ((g_rgg_m ? R IRE I § ISEEC PP R) L S

Pellet ¥ F A2 d % 2 £ R T

5B E 2 fmve e o

f » 11 7k e PBS 7 FiEeE AT A X o
3RieiE > e Em Tk o
Hom Bl o 0 g E e MR

(=) WitHEd s

11



BR¥ : f1* Bovine Serum Albumin (BSA) 7 ¥ &> wiF L& EY R FF Y

G R

R

1.

vk

BB A F R PE A RUE A~ - k2 BSA o el 4 kR 2 BSA R
o TEAFZ X

BAR B A Fov A B 4e ~ 200 uL Protein Assay Dye » & 2
Br200 uL iR £ X 963145 0 FEILE F & M IF Ak F % A G B -

Lo pEp o2 ksk & 3k £ 595 nm TRk

Bois i R Eer R R R NSRS T RR o 22 RN
ﬁﬁf&fﬁb/”\*?%% R2>0995pF+ & o v kB A3 L8 > 258 > P2 _Qﬁr
B39 o

23~ WiTHREY 2 BEAER (4 RRE P FEYL)
BSA k& (g\mL) 0 2 4 6 8 10
0.1mg\mL 0 20 40 60 80 100
d.d. H20 800 780 760 740 720 700

Protein Assay Dye (uL) | 200 | 200 | 200 | 200 | 200 | 200

Total volume (pL) 1000 1000 1000 1000 1000 1000

StdCurve
0.850
0.600 -
0.550 M
1
0.500 :
8 om0
*
0.400 P
0.350 i
0.300
0.250 T - T T T T 1
2.000 0.000 2.000 4.000 6.000 8.000 10,000 12.000
<Concentrations/Dilutions>
- K 12 L= u A
W= s R (d Ry FEA)
Y2t
® 5 L EE LY TP TS R A R BB



| O =

RZ

2)

©)
(4)

B3 PVDF %t > R % fL/Fd % - 28 & > B~ PVDF %t g 2 3
vOF (T Y B ter = F o & TEMED &2 APS hiit = Acrylamide &
AREF o ARRE R ﬁfmsg%}é?%&ﬁsbﬁéiﬁ°
BILRE LT Fd A3 AL BB A3 E X FABS ] 0 k2
2 4 ﬂ'f’\"f’%%“‘l‘ o #-A o+ E v }"\%ﬁ—‘l’# VRN S
PVDF % » ¥ 4c » & % dv 745 & c— %4aAf ( Primary antibody) ) E e
~ = B Fuk (Secondary antibody ) ¥7 — & iaAE A ® - HAE L o Bofs KR AP
HA KBS 5 RERIR AL YDFG L] o

A

R AL E & d Bis/ Acrylamide &4 APS ¥ TEMED i F fga = » &
FI* 2 22 E 7% F Acrylamide ' & KB 117 B MRS > KA BT
PaFleap iy (FRETLBAT ) o 25 /}%)?if‘r\ﬂ » v TR H
@AM o FIP R RARS M > VUL GRS A FE PR o
eh {FanE Rien FA o PERT AR 8% or 135%%
U‘}} 594 o

Bis
CH==CH — CHZ*?H — CH,— CH—CH, —CH—
Acrylamide C‘:O ?:O C‘:O (II:O
CH,=CH NH  — NH, NH, NH
d—ts * dw &,
ILHZ l\‘IH NH, NH l\‘IH
¢=o ¢=0 =0 d¢=o
CH,=— CH —CHz—CH—CHz—J:H— CH;— (‘;H—

CH;(CHOH) — CH,OH

S,0g j@[ )\ (CH3),N—CH5z—CHz—N(CHj),
—~N

+hv ||

Peroxodisulfate radical Riboflavin TEMED

Ble ~ %A T A (R 4 i) ) [13]

BB LT Y R R > DM YRR B S o B
herZHKREFRE G RKRE

R B AR TR N B I P 2 B I Yk L O5% PR e RIS @
W TR o

EEORGREL  MFE A  H e r L E 2 R e W e g

FLORRTEE > M Bl B
BB AN Fap g5 b o

#fg 1+ > 4v » 1 X Running buffer

&H

13
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(5) # O s KpedF chd-d Bk 5 - protein marker ~ 6 x Dye /3 » %48 A
BB E R A

(6) TAF-FFE @Y 60 RiFEs 30 A48 0 ¥ FAEC 90 ks 30 A48 0 F = 1B
B 110-120 k3§58 70 4 48 0 & Protein marker = > B B » L& a + £ >
FRRET - A3

2. F9 FiF
# 2
(1) &4 # p 5 » Transfer buffer 2 #iE42¢ PVDF %7 ¢ i & 40 % ©

(2) ##% 2B k4 > — 3§ » w e Transfer buffer » ¥ — B ] » ¥ 421 Running
buffer ( K> 88 2 T Aty ) o

(3) MR T ARET o B RIS R T R o BT gy P oA
BT 3M g A b (*r eniE 4273 W T 50 Running buffer ) o

(4) @ **PVDF "L B R ki > F)t L - PVDF %o 3 sz e &9 g s i
PVDF %= > & 12 Transfer Buffer #-7 pgiefl i * o

(5) @B @ w et b B E Ao SPVDF o Rl d Kok 0 85 9 &

”«f’sﬁﬁzv‘%v FF eI I AR 0 TR kg 720 A4 (B
) % 400 F %5 120 44 (BB - -

3. 4e- B/ Bl

R - BN P RS9 | BT - sl o SRR ITY 84K
ke o

5

(1) #-dEF 45 e PVDF %> 2] B3x » £ F » 5 » PBST wash » c % - #3827
E o

Q) S5 ER3T F 3Tk 10%% 0240 %) w2 F E 55 mpm
X 30 4 48 > PBS washx3 » 2k {4 4e » — Bdahkl > %~ 4 °Crk® R 55 ipm
(overnight ) °

(3) #-PVDF %% PBST i » 4e » = F(32fl 1 5%% #5 £ 4»=1 : 5000) » 55 rpm
B 40 » 45 > B fs £ 11 PBST washx3 o

(4) #kipd

(~) AO assay
BRI I AO %A ¢ 2wk p (Autolysosome ) 72 2 chp vkt % ¢ (AVOs, Acidic

14



vesicular organelles ) % & = » IR d Fk » 7 % F kRS B A n
.«,\ fm¥E |i5 :I\}_ °

W’

1. # HaCaT fw* 6 & 1234 4 ( 5x10%well )

2. F24 ) PFis e REER

3 ﬁﬂlmMﬁﬂ}MAFﬁ%1~%(lﬁlcc)

4, F uis* PBSwashd = » & 4t TXA F s 24/} P5 (1 lec.)

5. K= =+{s* PBS wash & =%

6. v AOZL A S E £ (5% C02-~37°C) + & 30 » 48

7. Fg=={s* PBSwash =t » £ 4c 500 m #71 x PBS

8. * ¥ kEprsiip RISt Image] TE W B %

(1) DPEHmE d2 %0 ock:
l. =8 g &%
b P2 B ¥#_26~285°C . pH 1H 6.0~8.0 —/K, M (14 /)
H%leO$ﬁE%§§ﬁ%>,%Aﬁiﬁﬁﬁ@% M — R ARE P I
BRI SR, N RIARE DAL B AR

2. B bz MR
(1) fddnd 4er—- KT ALK T Aadan? R — BEP LRI R -
(2) B2 g@3 gauerfEfEoaf B2 438a 240418

Bl =5 g APhanz B (4F FxE‘f"«'fﬂ%)

(3) feé ik #ginicl T8 F o
(4) 10 -} PPt 33 kR HpE o SESf ER g T
Fress G 2 goordy o FREEIIE D AR o BT - gaap ool R
AR g A PR ALY o
(5) 30760 ~ 45 fs » Mimied-dan T rd s He F @ AamE b g7 2T

15



100~200 % 4. °F » T 12 £ e k4 MR R B g (EMA B R
e § ) #% % o

(6) -4 “PH 3 4e - Fok2 10cmdish ¥ o 4 6 60780 4 4 % » 34 %R
BB g B T

(7) & il derac g 285 °C MIEAT, WAGREHOLEEN. T B8R
TR, HOEBTOREA.

3. B EHS bR %

(1) BPEEAREE 12 AL (10 E/well ) > AELUEREE 0 ~ 300 ~ 400 ~ 500 (UM)
ZHBARA RS 17.6 (M) 2 PTU A RAEBEREER (1ml/well ) > H
A EREEEEER 3 X -

(2) 24 /N\Ff% > EIAPE MIVERR IR RETHIER R -

() BILEBERE 2P AR SRR AR AT EE -

(4) & 24 /NFEE BER Q-G —XK -

(5) B—INgErz 72 /N (BEEAM L) - —REEEDEE 23 WWEisREL
Bk -

(+) #igp s i7:
41 * Image Lab ~ Image J ~ Sigma Plot & {7 #icdy T & ©

16



BE-ELR%
- ~ BPFEE LT (HaCaT) tn% 3 i3 F s
FRUE S FME & (HaCaT) fme (5x1071234 4 ) £ B30 £ 43 481 pF - %
3 24 A4S 4 0% (Melanin-feeding HaCaT cells ) 7 i k& (0~ 300 ~ 400 % 500
UM ) 2 @R EE (TXA) » B 4424 [ pF5 > Rl Gad - A MIT S %87 > @

PRIBFERASI A Emed M mie g a5 % X30959% (B~ ) -

100

80

60

40

Cell biability (%)

20

0
TXA 0 300 400 500 (nM)

B ~me iy (dF%Fp FgH)
B+ ~ @ P A4 (HaCaT) i % 7% % <054 © [Results are the mean + SD (n=3). *p

<0.05; **p < 0.01; ***p < 0.001 compared with untreated cells. “p < 0.05; *p < 0.01; #p <

0.001 compared with melanin-treated cells. ]

17



o~ PR & Fame pAR M ATGT 3y
F 5% 12 0~300 400 2 500 uM Hig P g (TXA) &2 & Fw#e (4x10°/10-cm

dish) » T B *03 £ 45 48 ] {8 » (BT K Pv o JI* & 3 RELZFR - o v
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