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Expression of cylindromatosis in human pathological scars

Tang Xiaoging ,He Guangzhao,Yu Zehao
(Department of Plastic and Burning Surgery,The First Affiliated Hospital of Chongqing Medical University)

[ Abstract]Objective ; To investigate the expression and significance of cylindromatosis(CYLD) in pathological scar tissues and fibrob—

lasts. Methods :Seventy—two skin specimens were collected from clinical patients and were divided into normal skin group(20 samples),

normal scar group (14 samples),Keloids group (25 samples) and hypertrophic scars group (13 samples). Immunohistochemistry and
Western blot were used to detect the protein expression of CYLD in each group and the results were compared. Keloids, hypertrophic
scars and surrounding normal skin tissues (10 specimens of each group) were collected for primary fibroblasts culture with tissue
adherent method. Expressions of CYLD protein in the three kinds of fibroblasts were detected by Western blot. Results : The results
of immunohistochemistry showed that the positive expressions of CYLD protein in group A and group B were significantly higher than
those in group C and group D(F=213.832,P=0.000). There were statistically significant differences in expression of CYLD protein be—
tween group A and groups C,D(P=0.000) and between group B and groups C,D(P=0.000). @Results of Western blot showed that
the expression of CYLD protein in normal skin tissues and normal scars tissues were higher than those of keloids and hypertrophic
scars(F=424.685, P=0.000). GExpressions of CYLD protein in normal skin fibroblasts were also significantly higher than those of keloid
fibroblasts and hypertrophic scars fibroblasts (F=90.306, P=0.000). Conclusion ; Expression of CYLD protein in pathological scar fi-
broblasts is lower than that of normal skin,indicating that the low expression of CYLD may play an important role in the formation of
pathological scar.

[Key words ]pathological scar;cylindromatosis; fibroblasts

T B SRR A G FRIR 2% S5 38 A VERIR P A
FRRHLI RS 2R 2 2%, HAT 20N B 5 B AET
R 20 B ) BE IS A | AR B A o A e B TR B e

YEZ 4R : /& 1, Email ; 617010089@qq.com,
R Ty @) I Bt

BIE1EE : WA, Email : glenhgz@yahoo.com.cn ,

05 H AR : hitp://www.cnki.net/kems/detail/50.1046.R.20150127.1517.022.html
(2014-10-30)

IHESN ZERL A G, IWEE M RR R)T TikIR £,
BRI R IR, B k550w, I SRR R A
RPETT T — E R RSB W 2R, K
5 P 151 43 99 2 [A] (eylindromatosis, CYLD ) # A hy /2
T P e e A T e PR 2 RS PR ) CYLLD 25 1
HA Rz Z 0B, v LLE 5 Z AP [ 1
Y NS AR Iz 1A, A=A Z RO TR Y
BN, KEAFFT I CYLD A A die sk ol Fe 18 il R



— 148 —

BRERKFZER 2015 £5 40 B5 1 88 ( Journal of Chongqing Medical University 2015.Vol.40 No.1 )

155 Z2 i B 0 A A B R il 25 20 2B 21 Ak A %
DI, i BRI B S oA o 5 B Ik 2R
it BELF AEA —E SRR IR A CYLD 3 (A 7 B
PEFRIR Hh Ak el 55 B RR ) TR JA e
KF, FHT AR WA OCSCHRAGE . ASBIFFOR LA
o BRI 2 2R A 57 ) S 2T 4 240 i DA AF 5
X, LIRSE CYLD 7EM B IIR b i 3RaB 1 0L,
A A e PR BRI )67 4R BB B/ HIRE A

1 XRIFTE

1.1 Bt %

SRR AR AR FESRIR T 2012 2 2013 4F wIRERIR
MRS — B BB IE EARFEARVIBR M 72 BilbRA, 53 A
IREPZIE (25 ) B AR PERIR (13 ) IE T IR (14 1)) L IE 3
JZIREEZL(20 1)), FRASK/INA 1.0 em x 0.8 ¢m~5.0 ¢cm x 8.0 ¢cm
NG FRAR 1~5 4F R VZ I8 AL SR AR SN AE Il &
21, TR A R R SR AU A i R PR A 47 B el S PR 2
R 12 A H o B PERR A BeARifE . AMFE I, & 2T, I
T, b A A VE BRI R 5~10 AN, B8 30 A ARG IR
MRS, SRR O R , R R AR Z 0T MR s 25
WAATT ARG YR L) F s WiiE S, 15 K5 0E H R
IR LU IR T 5 VA B IR U A K b # T F A e BT BR 1
SR, TR A3 B MG R R E B R R R
A TR 5 — 2 e AR B 2 B 2 ttife
12 E32XA 5%

DMEM Eiiids 3 4E FBS (Hyclone, 25[H ) ; S 20 Ak F
&5 DAB WA (Pl AR, ) s RIPA 2 (1247 BCA
e I IR A (i R D) s SDS-PAGE BEIHE il it
F & GBI ECL AL KOG &, T Maker(GR K, HE ) 5
Bt N CYLD £ 5B (Proteintech, 35 [H ) ; )§ 2 B-actin
(abcam, E[F ) ; JREE 1 . DMSO  F-Hi 5 IgG-HRP (15 1-1&,
AR D) s BEIE NS R 4 (Bio—Rad, S5 5 8] & 5 43455 (Leica, £
[ ) ; i B 0Bl (Sigma, SE ) 5 1815TC B 4 fh ik 1 3= 4R
(SHELLAB, 32[) ;550 Z4AFH#1X (BIO-RAD,3:H),

1.3 F&

131 AUMAYRESR  CRBURZAE (K 41) S84 PRI (1
) S IE W R FRALZU(N 2H) 4% 10 1, K i 2 A9 48U A
DMEM ks Ry Mt i & e TAE A L AbRER S
BT RENE 72 RBP4 28T 1 0.5 ~1 mm? (R, FHIK

B. AR RR A
1 EEERKSMRIRZE RIGE MR T EMEMRSEILE (SP,200 x )
Fig.1 Morphology of fibroblasts in normal skin, keloids and hypertrophic scars ( SP,200 x )
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Fig.2 Protein expression of CYLD in each group detected
by immunohistochemistry ( SP,200 x )
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Fig.3 Protein expression of CYLD in tissues and fibroblasts

detected by Western blot (x =5 )
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