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SCC 1 BCC HLWRA S 12 1l; 1E 5 S REA bR A S
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1fii 7% ( fetal bovine serum, FBS) \F 8 & /458 & ( P/
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Qe 1 R KA AR R ;5 Top
10 J8Z 25 4 BokL MR & 11 F b s RARA:
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P2 BN R BARA BR A A E Marker.
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1.2.3 #yEmie i O EHRKHK pLCE3C4;
£6,75¢ . 5 [ ( green fluorescent protein, GFP) H Jig Jifi
{K Lip2000 # Y5 A431 diiffgrh, #e4e 2 d 5, Al bl
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DAPT YeA% , fieJm BCH ARUTE B9 338 e, fB e 2 i
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RAE]) WA

1.2.5 Western blot ;x40 WAEGNIE B &EH,
# SDS-PAGE Bfie, ARSIV, 7 B B9 A 585353
BB AFRNEG#E PVDF B L, 25 45 min,
4 Cit M E —Hi LCE3C (1 : 1 000) . ¥XH PBST
VeV 3 U, &R HRP FRICHY 40 6 ~8 h, TBST PE¥k

(C)1994-2023 China Academic Journal Electronic Publishing House. All rights reserved.

Jo AR, 5 2 v X BB O, i Jm ) Tmage ]
BAEXT B A5 HEAT IR BE 3T o
1.3 it SRS SPSS 16.0 #A: #4704,
BARLL x £5 Romo #EATHIH K J5 22 50 HT ( ANO-
VA) , PP H R H] SNK A6 5 o

2 HR
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J2 TR UKL 2 < 36 B (R SR 0 2, BIVAR oL J2 4 €8 0
T, PR B Bk g 21 21 3R B2 )2 LCE3C 38 W] W 3 i,
FE A AE A 2. Hoh 12 5] SCC (% 10D {A
(29.775 +1.630) F1 12 fi] BCC ) 10D {#( 49. 076 +
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B 1 e A4 B Bk 4
AFMIEE BERRALF LCE3C
HREST  x400

A: SCC; B: BCC; C: 1F # Rz k2

Y e e T
—M b noEs
_ﬁ"’- LN ¢
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WK LCE3C 76 41 i 5 4o, PUAA £ GFP il 2 ik 2k
. AR AY PCR AN 25 S B os 88 0 B W A
Br %9k 280 bp. WK 2A. T #HKZ: Nhe [ «Xho
I XS] EE 2 4~ DNA FrBf, 285 DL 15 000 DNA
Marker . X}, #1 pEGFP N1 (4 700 bp) . H 0 B
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XJ AL pEGFP N1, 5594 24 h J5 , 9% i f5e T ]
WS E A431 AL, 20 B 40 3R I b , 28 R .
G418 fifi ik , 15 B A sa b . UL 3
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A431/LCE3C-GFP AR EL  WOLIL R AL
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2.5 Western blot % # il LCE3C. GRHL3 #
HaCaT.A431.A431/GRHL3 ff I RE  HiE
TS IR GRHL3 7 Bz k6 4 o2 15 2 5 45
LCE3C JE[H (3235 , BRI 5296 % € 4 g 57 1 i i
%1k GRHL3 f4 41 ifg #k , 18 4 Western blot 143 #r
GRHL3 X} LCE3C F£iLkMy £ . 5 HaCaT 40 jfl [k
32, A431 4l b GRHL3 23k 5 B B R#AIK, 5 A431
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FHEn( F =37.602,P <0.05) ; 5 HaCaT 4i ffd %%,
A431 4iiffirh LCE3C Fik il b, 5 A431 il
kb4, A431/GRHL3 4 fifd ' LCE3C #ih i i AR
(F=45.109,P <0.05) . WLIAS.
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5 7 75 1 ARS8 LCE3C F 3404 T ECM;
5 HaCaT H4%, LCE3C 76 ASHE 4N 2 A431
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The LCE3C expression in human skin cancers

and the potential regulation mechanisms
Chen Qiongqiong, Tu Zhenzhen, Wang Rui, et al

( Dept of Biochemistry and Molecular Biology, Anhui Medical University, Hefei 230032)

Abstract Objective
cinoma ( BCC) , and the potential mechanisms for regulating LCE3C expression. Methods

To investigate the LCE3C expresson in squamous cell carcinoma ( SCC) and basal cell car—
Immunohistochemical
method was performed to detect the expression levels of LCE3C in the normal skin tissues or the lesion skin tissues
from patients with SCC and BCC. To find the cellular localization of the LCE3C proteins, human skin cancer cells
were transfected by recombinant plasmid ( pLCE3C-GFP) containing human LCE3C ¢DNA fused with the GFP,
and then were observed under the confocal laser scanning microscopy. To further investigate the potential mecha—
nisms for regulating LCE3C expression in skin cancer, Western blot was used to detect the expression levels of
GRHL3 and LCE3C in the skin cancer cells. Results

ly expressed at the stratum corneum in the lesion skin tissues from patients with SCC and BCC, compared with the

Immunohistochemical analysis showed that the LCE3C high—

normal skin tissues. LCE3C proteins fused with GFP in A431 cells were mainly observed in extracellular matrix
( ECM) based on the confocal laser scanning. Western blot analysis showed that the expression level of GRHL3 in
the A431 cells was reduced than that of the HaCaT cells; on the contrary, the expression level of LCE3C signifi—
cantly increased in the A431 cells. Furthermore, LCE3C expression was also significantly decreased in the GRHL3
over-expressed cell ( A431/GRHL3) compared with the A431 cells. Conclusion Compared to the normal skin tis—
sues, LCE3C is dramatically expressed at the corneous layers in the skin cancer tissues. LCE3C proteins are mainly
expressed in ECM, and might be negatively regulated by GRHL3 in A431 cells.

Key words LCE3C; squamous cell carcinoma; basal cell carcinoma; cellular localization



