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Abstract : Objective
Methods
UVB every day for 3 d. Then the expression of SCF, c-Kit, tyrosinase and MITF mRNA were detected by reverse transcriptase-pol-

Wang Ying'

To study the regulated roles of NB-UVB on SCF/Kit/MITF expression in melanocytes and keratinocytes.

Direct contact co-culture of melanocytes and keratinocytes were constructed. The co-culture cells were exposed to 311 nm

ymerase chain reaction in UVB irradiated group and normal control group. The expression of SCF protein was detected by immuno-
histochemical method in UVB irradiated group and normal control group. After joining with keratinocytes supernatant irradiated by
NB-UVB, the expression of MITF protein was detected by immunohistochemical method in UVB irradiated group and normal con-
The results of cell total RNA RT-PCR showed that the expression of SCF,c-kit, MITF and tyrosinase mRNA

of UVB irradiated group were increased obviously, which had significant difference with normal control group. The SCF immunohis-

trol group. Results

tochemical results showed that the UVB irradiated keratinocytes group had significant more expression than normal control group
(P=0.000). The MITF immunohistochemical results showed that the melanocyte group joined with keratinocytes supernatant irra-
diated by NB-UVB increased expression, which had significant difference with the normal melanocyte group(P=0. 024). Conclusion
The NB-UVB irradation could promote keratinocytes to express SCF,then promote expression of MITF,increase secrete of ty-
rosinase.
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1.2 FZEGH  Medium254 M3 40 M 1% 57 £ . HMGS-2 7
#l (Cascade Biological 2t ), Jf§ 4 Ifi i . RPMI-1640 £ 37 J&
(Hyclone 2\ ) | [ 2 11 ( Sigma 24 7)), 1) F A SP 6 33 41 41
b2 M & DAB B a3 (b st B & A AR A RA
) SCF LA \MITF $it i (It ot 1 58 2 A 9 R A IR 24 7DD
—# 7% RT-PCR iR #| & (TaKaRa 2\ #]) . Tripure Reagent,
DEPC(Roche 23 &) ) 4,
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m]J/em® , BRI G IR 88 85 F2 AR 15 om, 3 E R, B S A3 T
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1.5 RT-PCR #il] SCF.c-Kit fil MITF mRNA fy£is MR
Tripure i RNA $2BGA 7 & 360 15 #4240 i 8 RNA, 2-51i%
i1 SCF.c-Kit fl MITF (4% 5814 , RT-PCR #: ] NB-UVB
B ST )5 SCF.c-Kit #l MITF mRNA 92k 50, 5149 % 75
(TaKaRa A= ¥ TR H A MR 55 A BRA R & 8O N2 I GAPDH
F¥ERI 5" -ACC ACA GTC CAT GCC ATC ACC-3', Fiia|
¥1:5'-TCC ACC ACC CTG TTG CTG TA-3', 4 1474 332
bp. SCF FiEa|4:5'-GAT GTT TTG CCA AGT CAT TGT
TGG-3', FiiB1 4 :5'-ACT GAC TCT GGA ATC TTT CTC
AGG-3', 41474y 351 bp, R M 4c1F:95 C HiAEPE 5 min; 94
‘C 1 min,58 C 1 min,72 °C 1 min, 3t 35 MEH . & )5 72 C it
fff 7 min, oKit F#EB .5 -GGA AAG AAG ACA ACG
ACA CG-3', Fi#al¥:5'-ACA GAC ACA ACA GGC ACA
GC-3', ¥ #4724 271 bp., KM FF:95 CHASPE 5 min; 95 °C
60 $,56 “C 60 s,72 °C 60 s, 3L 30 NPEFF. B )5 72 C LM 5
min, MITF F{i5| 4.5 -TTA TAG TAC CTT CTC TTT
GC-3', FiEs| ¥ :5-GCT TGC TGT AGT GGT ACT TG-3',
1) 188 bp, Y & AF:94 CHAEYE 5 min; 94 °C 45 s,
50.7 °C 30 5,72 °C 30 s,3L 40 NE S5 72 C 4 7 min,
ANINEI PSR G 53 R R AVE AR IR, 5 wL PCR ™
PILh 2.5 %6 Bt 6 A U8 I 0 Uk M E . B B AR 1A R G2 A
DNA #2565 BB . 5 GAPDH 47X |,
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ANFERABRW #5145 -AAC CCA AGG TCC CGT TCA T-
3. FWBIY 5'-CCA GTC GTC CAG CAC CAG-3',§ 1=
399 bp, RS :95 CHIASPE 3 min;95 “C 20 5,57 C 20 s,
72 °C 30 s, 3L 30 MEIH L H G 72 CHEAR 5 min, AT EL
R 9 6 1A R AR R BAMERT B, B S pwl PCR =4 L) 2.5 %035
B R JPE P UK S . B RS LIS A R G 40 B DNA 9206 3
{H .5 GAPDH i 17%t B4 .
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B b o X BRZE R RS 2 L 2 3 N A AL R SR A AR
R DT R B SR Y IE W N IR A1 22 NB-UVB B 5T 59 HaCaT 40 i
R W37 'C 5% CO, 8538 2 d, 3 Bk ik ik S g 4l
Uk g il MITE 85 3R35 . DU /3% 0 AR B 6 0
RE N BH P 25 2R K Ge it OriE ) b
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~54 L, 584 KC 2RIHCRA K BRAMM RS KC H#%
Hefid BB R ITTER (B 2 B D, LERERE
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2.2 SCF.cKit,MITF #ik KC 58 Z 40t B 7k R &
NB-UVB f 4t 3 d J&F , 32 B4l i & RNA, RT-PCR ;i 5 ] %
I SCF,c-Kit ,MITF mRNA & ik ¥ %8 %l 241 B &8 3 &5 (P =
0.000), WL 2 filgk 1. £ W4 NB-UVB W4 v LB @ A2 i
KC SCF 4338 i . 78 28 4l R 187 o Kit Z 4R 1 F i 53 F MITF
FIEH WG,
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WEUF 3 d G, SR S RNA, RT-PCR A I 45 5 & BU s 2 2
fitf mRNA 22 3K B0 B4 W] B39 @5 (P=0. 0000, ILIE 2 fi1 € 1.
F B 2% NB-UVB G4 0] LB 5 42 3F 28 3% 40 ff s o R Wl 35 3k
e BEA M.
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3.4 H  IEF R NB-UVDB 2 i 2082 i . 514 97 399 bps5.6 i« IE % Al
NB-UVB 4 MITF, ¥ #4724 188 bp; 7.8 i : IF # Fl NB-UVB 4 ¢ kit
PH =4 271 bps 9 i - Z GADPH, 3" 7= 4 332 bp,
B2 RTPCREkE

*1 RT-PCR #& 3 SCF.c-Kit,MITF & & i i
mRNA Fi&(z+£s)

2153 SCF cKit MITF [ A
X HRZH 1.52£0.06  1.47+0.03  1.1340.04  1.04=+0.02
it g 1.78£0.03  1.73+£0.04  1.56+0.08  1.7670.04
t 8.619 11. 746 10. 368 38. 486
P 0. 000 0. 000 0. 000 0. 000

®2 REHALFRN SCFMITF BB RIE (T +s)

20 51 SCF MITF
Xf B4 22.90+3. 16 17.88+2.05
Ji8e i 33.47+1.19 22.45%+3. 04
¢ 7.008 2.788
P 0. 000 0. 024
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2.4 GEdZUEY¥  EHEi3E KC SCF fis 14Uk 45 R B
R A 3K A 6 % (5, 42 NB-UVB B 3 )5 /) KC SCF %%
AL R SR A R RO E O AR E TG 5
22 L (P=0.000),F W NB-UVB B it 7] DL B 8 {3k KC
SCF 4y ih3 . 1E #5357 R E 4 il MITE e 41 211k 2 45
R AN/ K B AR A G, N A% NB-UVB B 5 19 KC
B3k BV WS M B Z i MITF %5 41 20 4k 2 45 52 5% 40
B/ REGEREEOEO, HARKERARITFE X (P=
0.024) , 3 NB-UVB [ 5 0] DL B & 2 #F SCF 43 1 M 1 384 Jin
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REBMEA R AR AL 1E ] 2 8 R 400 45 e iy 8 29 Y
T BRI AT I bl I 3 R B A0 % 8 4 1 A — A R
F Bl b 37 A AN M R AT 5 o 4K T B8 38 AN 1 A ) 24 AT R R
i — R A0 A0 7R AR BT 5T & B 2R 5 2 40 (MC)
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I K% 3 311 nm NB-UVB % 308 nm MEL 857 F1 55 A
WS A & oy a0 E AN E S R UV B g
T3 B Bk 3 UE &8 1 SCF/KIT & 42 58 By » SCHk[13-14]
38 2 R AMR IR IR - 2R R b 3 B Kie () (1 58 3 40 g b
A 54 R Mitf () Fl TRP-2(+) I BB 2 40 9K )5 A 78 i
B TRP-1CH) 1 B E 4. Hachiya %77 % 3 4 % 4h 2%
MG A B 31 KC SCF RB W B3, BEH I o Kit 2
RFEW R LF. ABFRRA 200 m]/cm® {9 5] & B4 KC
B AN MR A R SR AR, R Lk U S ) T LA R B T A
KC A KK 7H . mixt AU A B s m ., S8 3 d)E
il SCE MITF , c-Kit FI s 2 BR B 75 7% 53 K F 1 8 1 K F- 2%
KRR, MR RIEARS 311 nm NB-UVB 45, 7]
DL A 3F KC 43 SCF . i T4 iff 78 28 40 g 2 17 19 o Kie &2
PRRIRIE N, FUR R W Y 7 MITE &35, Wl w3 17
R I T TR N Y A L AR R R AR . U8 NB-UVB M
SREfEHE KC 43 SCE, #E M 2 #F MITF #9363k, fi 3F ik 24 W2
fi B2k 1 i, 3278 NB-UVB i JR 3R 97 19 AL 1 7T 6 2 58 o %)
SCF/KIT/MITF {55538 i it o8 ¥ 45 FH S 3 .
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