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Progress on the research of biosynthesis and

regulation of mammalian melanin
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(1 Aulin College, Northeast Forestry University, Harbin 150040, China;
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Abstract: As a kind of biological pigment synthesized by melanocytes with tyrosine, melanin can regulate skin
color, resist UV rays, and promote metabolism in mammals. Meanwhile, melanin synthesis involves an intricate
series of enzymatic reactions, mainly related to tyrosinase (TYR), tyrosinase-related protein-1 (TYRP-1), and
tyrosinase-related protein-2 (TYRP-2). Based on the proopiomelanocortin (POMC)-mediated, PI3K/AKT, Wnt,
MAPK, and other signaling pathways ultimately affect melanin synthesis by regulating the transcription of the
microphthalmia-associated transcription factor, thereby affecting the expression of key enzymes in melanogenesis.
In addition, UV and visible light can also affect melanin synthesis through specific signaling pathways. Moreover,
epigenetic factors, including DNA methylation, histone acetylation, chromatin remodeling complex (SWI/SNF),
microRNA, IncRNA, etc. also affect melanin synthesis. This article summarizes the upstream signaling molecular
pathways in melanin synthesis and metabolism as well as reveals their regulation in mammals. In addition, the
molecular mechanism and epigenetic regulation mechanism in the process of melanin synthesis were reviewed,
which could provide references for future research in melanin-related fields.
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S LB 4 0 2R AW BB L TR B L T 7 i 991

FAOFR AL UL 7L Bh W B IR AN T R P € ) S
Gy, WEAFE T Rk, BRI
RO FR AR R K e 52 K BH 2R AR 2k (UV) H 3t 5k
) DNA $5i {5 F1 800 RA2, RN B AR S0 1 4%
AR WOGHIMER], I BA SRR B AT E L
IRE ST, PRGIEE S G0 A M K 43 B2 e, AT £
P Al sz AR P SRR IS R & —
ROV SRR B (R AL 2 A S N . Horpr, %
AR 7] PR 0 3 1) e A 32 5 % 2 R B (tyrosinase,
TYR). M% 2 [2 f§ A ¢ 25 [ -1 (tyrosinase-related
protein-1, TYRP-1) FIFE& & B BAH < 2K [ -2 (tyrosinase-
related protein-2, TYRP-2) k. AR A LR
SRV Z IR, X e PR 0 A IR BRAH G
3% [l -F- (microphthalmia-associated transcription factor,
MITF), #timfeidt TYR. TYRP-1 Fil TYRP-2 254 %
HEMRIE, RABRTAFENESEERESROR
(A R B R B 22 [ BF 7 R B, DNA H 4L
HEH WA, FEESEE S, miRNA M
IncRNA %5 38 W 153 % PR 22 %) Rt R 1 & it A 81 2
som Mo AR SCIR N UG B 6 B i AR 1 4 T HL
AT SRR 48 s HAR P AL B

1 EERNAMERRE

R (melanin cell, MC) /& B K 1A %
W lr, RN S E ) AT TR AL B R B N
MEERE. MC &4 )L 5 M B4l (keratinocyte,
KC) AHIE PRI TR 733, 9 A R (3R /MR (1) 38
feftimig, B OEREEEE KCY. 84 MCH
T 40 AN KC % U0, M Bk A s @, il
ok AR I N ) R B ER AR MC H g B e R
/M, [FIR AR KC #8 U,

W LA A R A O R R R B k. TYR,
TYRP-1 il TYRP-2 = Fl il 75 3 {0 3% (4 &5 J b R 4%
FEMERT, He, TYRE 2 KREBEBERGRP A
ERBERAY, BORGRBEFEL N2 40
R, Bk TYR MM EMRA R L- RN MR
% 2 (L-dihydroxyphenylalanine, L-DOPA), #% % 1t
TYR 4E T 345 M 46 7= 4 2 IS (dopaquinone,
DQ), % H A RN EEER DQ. X 2RAR
AR RRE PR, R R IR, 2 DERAE
R RN I IR, %R AR
PIANERSY = (1) £ A GSH (A BEH K ) B¢ Cys
(CCEMEIR ) fA1E, 2 R AT 5 H N AR B 2
ot 22 e e H ik 2 2, ksl | SR & M

R ERERY Q U EHAFLER, DQH S
AHI e EZ B ER, ZRERTENGRER, B
B 7= W) 5,6- — ¥4 H 15| W (5,6-dihydroxyindole, DHI),
DHI 7€ TYR fEH Pt — B EM R A AR O R
Z BRI #E TYRP-2 fEH T k4L HA SR 34k
A 5,6- “FRFEM|WERIR (5,6-dihydroxyindole carboxylic
acid, DHICA), DHICA 7F TYRP-1 %5 ) 1 Fl T 2t
—WHERRBOR, RROARABERSS, /73
REBAE (DY,

2 ANEBRAMNEERESER

TEMG LA N, Bt 2G BOnT B 22 Fh o5 43 ik
S0 0L R 7 bk, S 2 TR R B 2R T RS 5 R
Wat, FAHMEE T WEE -1, —54E. 7Y -
R B R . RUAIIRZE . B IR g A% IR AN 4 fi
E. HUTWMW A SR, XEESHFIFE@ET
MITF 45 BB R AR, MITF fE Ry —FiE sl 15
TYR. TYRP-1 1 TYRP-2 [ J& 55 T [X 18 ] M-box
FEFp gk LR HAIE () 2)
2.1 S5EaRMERIHREXBER

H -] B {7 & 5 (proopiomelanocortin, POMC)
(5 T e LA U EBIR N . RV B S 5
wrz— U, H4 M cAMP/PKA (IRBEER IR / &
B A) SEIL0T B2 A U = O T . R B A
JI T A R €5 2R 20 LR B A DU 4 L 38 mT 3R
JEFS i POMC ™, el i 2R KR T 2042
P Fh 2 5 75 50 L3N 2R 68 3R AR R R 6 R R
ik, Bl a- BB Z UMM (a-melanocyte stimulating
hormone, o-MSH) Fl1 B- M 2, 2 41 Il 2 (B-melanocyte
stimulating hormone, B-MSH)!'", ‘&A1 5 M4 % fz Jii
R G RN BORNA BT 3z
K G EAMBCZAR, B ws 5 D) At 1 2 E
RTA, BEHSR R, HEEEMY6eL
2 kB s pURR, b s e N SRkt Bl Eh ) B
(& 2)M,
2.1.1  EARMBREER AR R ARE R

o-MSH B A KRG (A& 13 DM EER ),
2 o-MSH 5% IAT MC RN BOREE -1 %
& (melanocortin-1 receptor, MCIR) 455 /5, 55 cAMP
(1) 18, cAMP FE45 6 2 AN IR J5 K PKA B0
BE 5, W0 I PKA M40 %4 %, IFE cAMP J¢
NICESE G ) (AMP response binding protein, CREB)
iRk . CREB WilR{L )55 MITF 45 & 34 HuE,
TETAT PO B 1) 2 0 3R A O K I TYR . TYRP-1
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ZEER
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FHtEE

DHI DHICA
5,6- 2 E5|LR
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5,6- IR EGIREER
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IQCA
5,6-15|IRERFLER

Glutathione
AbEERR
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Glutathione dopa
AtEM®ZE

Glutothionyl dopa
AtEEzZE
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BARER
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El EERNERTE

I TYRP-2 fy e "7, B-MSH Jy BOWT LA B (A 3K
JZ i3 AR 4 (melanocortin-4 receptor, MC4R) 454,
FH oof B 6 25 A it LA 0 Y . 2R LT a-MSH,
B-MSH 1 AJ LA i £ FR 34 {L ¥ (adenylate cyclase,
AC) #i%, BIRAMMA cAMP /KCF i, #Em S
0 MITF % 5% (5 40 % . o-MSH 1 B-MSH )4
VY b 2 ik R ) B 1 % 40 K Y %) (Hiis-Phe-Arg-Trp),
WAL S 5 B ARG R B A DhRe AL .
2.1.2 Agoutiz 5 H B MR H5iE R R

Agouti 55 HEEZ - MEWETH T, W

RORGHRERETHROR 5 BRI,

HREST BBRERN4, AREN S5 AR
R P, Agouti & & G B AP A 21k
)RR B, BL3E 4177 5 MCIR 5t MC4R
gEA TR TEM B, 5 cAMP KF R, #E
MK TYR IERIE. T iR, MRS
ZUEMZERE A EREAR 2 E, (EdHEEERN
B, ARG B P
2.2 PBK/AKT{ESATIERR

PKA & 3 ) cAMP 40 i P9 58 b5, W P I L
fit -3- i (PI3K) H1AG Mol Ji ot JUL I iy v 1 e 22 %
P /R s R G TS V. B R B J2 PI3K /Akt [
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POMC
BlueLightf Uv#
Agouti  a-MSH  B-MSH  Agouti Wnt SCF NRG-1 ET1 BMP-4/BMP-6 |V l’"’
\4
o v 5 T ‘? & ?
L)
MC1R MC1R VMR Frizzled c-Kit\A ErbB EDNRB BMPR-1/2  OPN3 OPN3  Cytoplasm
\”IC GSK3B Ras PLCY NO
PI3K «——— CAMP B-catenin Raf «———— PKC Guanylate
o Cyclase
<
1
Q’b
PKA =
AR CGMP

l TCF/LEF
GSK3B — 1= \
CREB
\

Q
\

MITF

|

\ MAPK(P38/JNK/ERK)

/
/

TYR, TYRP-1, TYRP-2

\C/

B2 ATEECRERNEEESER

SRR 2 —, TE cAMP {113 F, PI3K f=/E
PIRHRIR =9, %755 Akt 455 G TS Akt %
{11y Akt 78 Ser9 AL IR 1 KE IR B IS 38 (GSK3B)
HAeAt A Je i, GSK3P Il Itk (PR 55% 7 MITF
5 M-box 1454 1. GSK3B fdi MITF 1 Ser298 117 14
RAEBBRUAER, HELE TYR BT ST
Mz BERER (K 2),
2.3 Wnt{5S1ET58R
ERERAREFEF, Wnt £ MITF &iA
Pgmz —. EEANEEF, Wt 5—F G EAH
WEAZ 4K Frizzled 454, {3 GSK3B 2%, &S B-
HEIRE H (B-catenin) AR . X P BRPIEREH
MR, SRR T -U/T g0 R SR
A+ (Lef-TCF) fHEAEH, H4hn MITF [F)&i&, M
T B R A R P TN R B A R
LB, Wntl ] 36 0 22 66 25 RESN M 7= A ) SR R
Y%, Wnt3A A5 SRS AI 4o AR
Y, AT REAE T 2 0 2 REAT i LA 4E R MITF (1)
FIEIE N B Z A0 ) (18] 2). Dickkopfl

(DKK1) & Wnt A2 H 46155 N BT 4k 240 i 5y iih
() DKK1 i& i T il B-catenin. GSK3B. MITF &
I BE 52 K -2 (PAR-2) (3R, BEimiimd| R
YT RE. DKKI1 O E i ol 45 AR % e s A 52
A E E 5/6 (LRP5/6) 404 Wnt {55 ),
2.4 MAPKHEX{ESFTIEE
2.4.1 TR T AR OGS T am R

T2 ffa K] -7 (SCF 8% KIT B4 ) A& i A i i
S it B8 Bl T 44 40 o A 1 AR TR 7, SCF/e-Kit
FEEM S S5 IMIE K E IR R AT B
IR R B, 7E UVB 55 ol R PUE R s S5 8
2T, SCF/e-Kit {5 5 i 2 %) B 0 2 & i
B —E WER o 3 A 32 22 55 A AT U R R
gHf, ek H A AR S 2 1% SCF. Bk SCF 54z
40 i 2 T ) e-Kit SZ AR A S5, {2 RAS UK
B-RAF W, b2 75k, SEE QSN
R A B IR B S M5 R MITF
FE Ak, 3k fovF CREB ) #% 5% 4 IB0E -+ CBP/P300
fl5E4E, [FIN 5] % TYR. TYRP-1 BLK TYRP-2 ff)44
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Ko fEMbIEREH, 4HHSME 5 TR 1/2 (ERK1/2),
c-Jun Z IR 4 B (c-Jun N-terminal kinase, JNK) £/l
p38 252 A~ MAPK F k2 I 15 B R 1A UK
15 35 R ] BAC KR P INK () 1 2 AL B0 4 18
MITF &A= [ fift, a3k ) 28 6 3 10 & il AR
ERK {52 CREB KAERER1L, CREB 454
Cre LR 3L 7 (7 F MITF J5 3 7 X 1), M
MITF & [K () =k 1 B 8R4k 1 p38 Al 3%
MITF [k, #Eim b2 e gk A s B R
ik, EA B A RUE MR EER
242 HNERMEE SIEE

W 7 Z -1 (endothelin-1, ET-1) 5H 524k EDNRB
)RR ELAE FH A2 A 50 T2 RS20 i R B 8 2 400 i 2 i) % Bt
()55 7 W E 2 — P ET-1 5 EDNRB 454, i@
h O R R B Cy WS 4RI I PKC, 51 R R
REBENUEE (V7K i, b= 28 W H ol (DAG). =
& LB (IP3). &AL PKC B 4ERE R L Raf 5 Raf-1
J&, Raf-1i% 5 MAPK 2% Bt & B i) & 4= B, ET-1
PR A1 SCF 3 BE 2 (A A EAH HARA, ddid ET-1 55
) PKC #0351 SCF %5510 o-Kit 3 S BRIk, B
[l B R AR
2.43 Neuregulinl #1555 18

Neuregulin 1 (NRG1) #&—3 B 2T 4E 4 1 5 4
(IR -, 7E 25 g 1) B A 0 R 2 e SR At e vh A e it
K UTE AE . NRG1 5 ErbB 5 & 32 4 45 &,
755 ErbB FE & A W RVR SRR 5, 3 s
MAPK i#&1%, 2501 MITF )%=, 340 E
BERMIA R Y,
244 HEESRAEEAMIESIHE

o A& K A (bone morphogenic proteins,
BMPs) s&— R E 50, AT AEBREK,
Bz N R A R Bz Bk € ZR TR S5 T TR HE AR A
BMP6. BMP4 7E A B2 €8 25 41 B A1 A7 53 T B4 i R
B I P, BMP6 @it b i i s BRI 1) 26 3k DA K.
B MAPK & 12 M 30 28 6 2 AR, AT R gk
PR /N DR 2 A B ) A DT A B I
5 FRiAFEHLEFE L, BMP4 38 it #8 [5) MITF Jf5@
i+ MAPK/ERK 245 % TYR fy2eik, ki) 2
R AR (E 2)P
2.5 XEMTHESELR
251 BAMEHIRARTA K

TESZ EAMNE R B R A A A FE . NO i
FEEFBEEMMERH ", —H NO HMA g
A, BEES S A RWE SIS ST

LR, 755 cGMP (1724, I Il MITF ff3R15,
e SE R A AR BT
252 WHIHEFROEENEK
FYNIEETI PPN IR ST =R S5 AP
W2 5 kG RYUE RS RE P i 415 nm
BEKMES LS EaRAR P WA EDS3
(melanocyte GPCR OPN3) J&, 41l P45 25 I F 3
b, ¥4 7E CREB. MAPK {5 5 i % Al MITF (¥
sk, RGO ARG S BN, S R R
ERAR (E 2P,

3 BREZEAEHRIIZEFE

FMEAL A8 AEA UL SR 4 DNA J7 51 1) 45 150
T, BT  BE DR T e R A AT A 1 S, HE
M 8 R Rk s U BR S e R A o R Is AL AL
f55 DNA HJ:AL, B A1Bif. getm E8AaaE
nfis RNA %5, AT BV, FE XKD T
e M, WAL AR MR O
W N
3.1 DNAREMLMEGRARAZMN

DNA HEAL R IEH BB EEMER T, ¥
FH L I 21 M s g 1) 5 5 A TR RR 5- F RIS E (SmC)
kAR, BT ANEEEMMF A E S, DNA H
FeAb mT 4 MITF (93878, MITF 25 [K 4 i [X 38 5
S CpG & AL, 1 B s AR UG 17 A (TSS) K
CpG EHUK FEAIRAS . MITF #1 TYR RH KA
TSS [X CpG H %4k 2 & 3% fiAd 5 ¥, 4k, DNA
FH 21 R B8, 3R A A 5 B 2 RV TR T 25 TG
Ko ENEATE KA HF, Wntl &3] F X7
WA CpG &, 3 H Wntl f5 5T X 35 /) DNA 2
4L B T Watl FER ) RiE, XKW DNA H
FAL AT R A LR ) Wit {5 S
DNA F B4k 55 28 68 30 A UM 5% 1) 5% 43 WA TR 7 [ 47
FEARE AR ¥, 75 48 B s4n i, SCF Al ET-1
BRI FE S H 24k, /%) SCF M ET-1 i i 5%
Oy UAE R B R AN R BB R AR
32 EEACBMUATEEENEAR

YR B AR BT 4L (B IREE LRI
I NN e sl = o i T G I i 11 - AL LIEA S =
15 DNA 145 & g B TR S e, st
R B SRS iR . HEA LR —FhEE
AR BT, 75RO R AR R ke 5 2
AR

B0AE MITF 35 [R6) A% /I X S8 2 85 1 16 &
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S LB 4 0 2R AW BB L TR B L T 7 i 995

WAk o] I TR R R B R IA M B S s . B
4l g MITF 34 58 1 ) H3K27 2 8l Z B AL IR &
(H3K27ac), #TMi1E#E MITF 3 %3k Y, 1652 5
LHNL R, R AN iE 5 o-MSH, o-MSH
5 KR E R IE M) MCIR 454, BOSBREFIR
WALES (AC), b B R 40 N cAMP [ 3R 14,
HETT B PKA. 75161 PKA fdi 5 5% K -7 CREB
Wik, 5% CBP/p300 f47 3“9, CBP 5 MITF
MGk 45 A, & S HMITF # 3% ™. LK
MITF B LR ET B (CA14) Ik, iS5
pH FH&i. BRI T CBP/p300 #0E, B in
f3.FE TYR. TYRP-1 #l TYRP-2 7 P () F Ui 22 4 %
A AR 53 IR S B T R ) H3K27ac K P, & A
e AR DY Bk, MITF (b AT i
W 2 #4K # T CBP/p300, pH Tt i i 5 H3K27 (1)
LAk, X ATRE S MITE R8 FRHLH] (8] 3).

fEHE A LA R RE R, /E A —— AL
WA & HE A LB R IR 8k, IR
I (Bromodomain, BRD) 7£ 41 & A # 1%¢ J5 1& 4 1 i
T KR35 EEME R . Trivedi 2 PV % ¥, BRD2 H
BRD4 1] 5 MITF & 4= #1 H /£ H, BRD4 5 BRD2
(R S5 2 {8 BB £ 25 40 i R MITF 8 30 7 I S5 42 52 315
m, B R AR A . thAh, T ABGER
YR 5K B, BRD BIHETE mRNA FlEE H K
P B TYRP-1 F)RIE, £ 8 E BRI TYR
MRIE, AR T BEORNEGHRE.
33 RERELBESAMTECREN

G 5, [ B 9 J2 48 1E 2 [F 4R 08 52 ) R0 2H o R
W, FIFHZKAR ATP 7= A6 [ B i S HEAAZ /MR 04
YR L5, B8 SR IR BRI P e
R B E 5 EAAHE SWI/SNF fil ISWI, 7832
R A A R R B EA .

SWI/SNF [iff & MITF &A1 K8 K 7, 2

T
MC1R— AC —> cAMP —> PKA— CREB

(o |

PHf «— CA14 «——— MITF

S o) |

Melanocyte TYR, TYRP-1, TYRP-2

E3 HEBZHMUBATERRNER

MITF LJRERIAHBNR 1. SWI/SNF et i s E &
YY) ATPase Wt BRG1 55 44 Fi fift gl DNA Z5 4
¥ 17 (CHD7) JER PBAF E46%), PBAF E6¥)5
MITF 45 & J5 3£ 5% 7 TYR. TYRP-1 #1 TYRP-2 £
BRI R 31, AR AE S 307X B DX 45 4% € )57 e 5 A
e m A & A LB K, B S8R AR S K
P, MERN—FRR KA MITF Py 5 ) 3 e A
T, SOX10 5 MITF P [R1380E T I 4L F A 4%
3K, {E MITF #1 SOX10 1) 1A i #2 o 7% 2 BRG1
125, i BRG1 302K MITF 1 SOX10 #5214
N, kAR, SOX10 AT MITF BtA+ % BRGI,
RN T R ERABAIREER TYR, TYRP-1. TYRP-2
Shr i, MR ERAR. EEZNBARApET,
SWI/SNF 5 & & i] DURE IR 1% /)N A I8 13 % £ ) ¢
e, I B E R A
3.4 MicroRNAsTEEZ & EZ & IEIEFHER
MicroRNA (miRNA) & — KK FZ N 22 M
HER M IE 4w iS RNA, H 32l il 5 Argonaute
(AGO) H HE % RNA 7 FUTERE &) (RISC), A
J5 H LR B mRNA 254, N SR TIER. B 5
F W, AREFPZEM miRNAs A58 o 845 O£ 5
AH KB (R 1) MITF (% 2) flEB AR A MRS
SR (R 3) R R AR A K.
3.4.1 MicroRNASEH T B R A A X
MiR-1291. miR-155. miR-nov-66. miR-434-5p
F1 miR-330-5p FH S (0 2540 i 77 A, B 42 40 1 1 42
MO R A O, B T A R A R i 4%
VEFH . Wu 25 U7 AR 42 miR-434-5p i1 4 3 A Y5 4
miR-434, KILF AT LAER T TYR, M) 2
F G . MIR-125b ] #ja) 47 1 425 38 € 2 A B
KW SH3BP, SEUBGRIA ISR BIHH] . 5
TR B O RN 7T LY, miR-145 18 4%
£1,F5 SOX9. MITF, TYR. TYRP-1 7£ 4 (1) B 4 2
HRAEXES, HmnRaRMER. ETAR
O M AT 7T 2 B, miR-145 w] $0 ) % 5 B 4,
F/MRIE KA LB MYOSA AT RAB27A, i3k 58
0 R IE . MiR-143-5p Al iE 40 [ TAK T X AR [H]
BRI S HHAT ZROR Y. E NIRRT, miR-203
A3 I B O R R K S O TYR il B
NG M I kifsb R, #EmE B AR
e MiR-211 il il # 5] i 4% TGFBR2 3 [H, #5
TYR Al TYR-1 £ [X ) mRNA /KF, HETE 3E 2
94 . MiR-21a-5p #1 miR-200c 3 i 41 [ 4 4%
SOXS5 #1 SOX1, it ik 5 Ha th 25 A BbH S [ JE PR 3Rk
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x1 ERTEREBESHHEXEEFMIRNAS

MiRNA U B R YEFH ML X PR B R TR
miR-1291 0 R TYR i) S 3 B B P (S B ]
miR-155 RN S:iifi0) TYRP-1 i) S 3 B P K SR ] &)
miR-nov-66 0 A TYR 1) 2B €0 3 A B ) SR |5
miR-434-5p HEEERANE TYR o) SR 2R A R ) DR )7
miR-330-5p biipoi)il TYR i) S 3 B B P (S B ]
miR-434 RN S:iifi0) TYR i) S 3 B P K SR ] &7
miR-125b 0 A SH3BP4 1) 2B €0 3 A B M ]
miR-145 LRy i) o) SOX9. TYR. TYRP-1. XL FE BB 0 R A R S )
MYOS5A. RAB27A 1 2 A 3T 2 250
B> R G RS TR
miR-143-5p 0 A TAKI1 SN S £ 22 P FRO AR S il Fajter
miR-203 LRy i) o) TYR. Kif5b et £ 2% Bl ) R fi 3
> A MR
miR-211 Ly L) TGFBR2 fE#TYR. TYRP-1[%ik e
miR-21a-5p LRey S0l SOX5 e BB 00 3R A Bl P AR SR et
miR-200c il ol TYR. TYRP-1. TYRP-2 et £ 2% B il b ) Al e

=2 /EAFMITFAImiRNAs

MiRNA KR B 1EFHML X R E G RN
miR-141a-3p RN MITF YEF-FMITF, [a]4 50 6 K Ak EE R
miR-200a-3p LR Siiilio) MITF YEFTMITF, A1 5 S €0 3K A5 A ] e
miR-340 LRER Saiilio) MITF YEFTMITF, (A5 S 60 K A i) e”
miR-218 Leleay i) o] MITF YEFFMITF, (el 60 K A ] e
miR-25 RSl <iilio) MITF YEFH-FMITF, a5 6 K Ak ]
miR-183 LR Siiilio) MITF YEFTMITF, A1 5 S €0 3K A5 A ]
miR-148a LRER Saiilio) MITF YEFTMITF, (A5 S 60 K A )y
miR-508-3p LeReay )i o] MITF YEFFMITF, (el 60 K A )7
miR-137 RSl <iilio) MITF YEF-FMITF, a5 6 K Ak |
miR-143-5p LR Siiilio) MITF YEFTMITF, A1 R S €0 3K A5 A Faften
miR-200c LRER Saiilio) MITF YEFTMITF, (A5 S 0 K A e

*3 £5E B RAHIESRIKAIMIRNAS

MiRNA KR A 1E F AL o BB 2 T 5 ]
miR-488 5 40 POMC ##la-MSH, B-MSH/E 538 % i)
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