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PRI BE R - o JAITOHE IR -6 F1 CXC AR PH -F-c A 8
TERSRIZRE AR AR it #eih B i 3

TR ik
VEB A5 T KPR ER R BEA, Tl 3475000
H AR B A BRI H (201602163)

WE: BH  HUEIRIRSEHEF o B -6(TSG-6) Il CXC AL N F B ik 8 (CXCLS) TERHIRIZ I AN RIFRA H A9 2k K Lo

Fik  HEE20164F 3 A % 2018 4F 10 A AR FE A= R R BEFA T T AR VBRI S U P 6T IR IZ & 25 01, R i i 45
o3 NI A= TR AR IZ S 2120, D3 A0 L7 (90 0E RS B IR WROBC ) DU A 0542252 T AR 905 A, SR FH R 4928 T 925 (ELL-
SA) KN £5 Bz R A ZbR A TSG-6 £ 1 . CXCL8 25 H LA XA T R AR DGR Y A AT LU . B3R X IR4L &
AR S 2H R TEERHAH LE , TSG-6, 5 — AN RS A= B2 e R A& B30 35 1 (second mitochondria-derived activator of cas-
pase,Smac) BB TR 1 (caspase-3) BT CHE 11 IGF-1 ik K IR BTG (P<0.05) , CXCL8 & [, JA T A6 A Bl
E 201 ifad8d -2 (B-cell lymphoma-2, Bel-2) & €8 281 8 T 90 I 2 11 (Livin) PR A OC & 1 % kA K I F-B 1 (transforming growth
factor 1, TGF-B1) JIHIKJF (Type I collagen, COL-I) 35T 4 J #5 1 7 2(Matrix Metallo Proteinase 2, MMP-2) Zik 4Kk T = (P
<0.05), XfFREH R ERAL | SE 21 ERA  Z AR TCS-6 HE 11K 5 73512 (1.8120.19) . (0.34+0.07) . (0.64+0.12) . (1.37+0.14)ng/
ml., CXCL8 Z& [1 18 & 43l A (37.54+5.61) | (248.65+40.62) | (174.01+26.25) | (66.43+10.23) ng/mL; Bel-2 2K [1 3 18 & 431l A
(61.87+2.12) . (167.21+6.34) . (114.45+3.26) . (81.64+3.41) ng/mL, Smac & [ % ik & 73 ] 7y (618.42+47.85) . (176.55+19.64)
(348.71£31.58) . (424.54+36.13) ng/mL, Caspase-3 & [ K ik 1 73 ] 47 (17.67+2.64) | (5.48+1.74) . (8.87+1.54) . (15.25+2.67 ) ng/
mL, Livin 8 [ 6 3% 8 20 5 0 (1.25+0.28) |, (3.94+0.35) . (2.26+0.31) . (1.51+0.24) ng/mL, P53 5 4 % 15 543 71 4 (2.19+0.28) |
(0.64+0.08) . (1.58+0.11) . (1.81+0.17) ng/mL; TGF-B1 4 11 £ ik 1 73 i) Ky (275.54+76.16) | (421.57+56.01) | (361.55+52.15) |
(324.16+74.72)ng/mL, COL-1 45 [ 2235143 71 9 (0.98+0.05) . (3.80+0.54) . (2.51£0.61) . (1.4320.16 ) ng/mL, MMP-2 2 |1 35 143
W (2.47+0.26) | (25.39+6.41) | (19.12+5.45) | (5.17+1.42) ng/mL, IGF-1 & [ 3 ik & 43 5 K (251.05+77.25) . (81.51+14.50) |
(130.48+21.52) .(234.49+82.42 )ng/mL; Pearson FH ST 45 R , TIRIZIEHG A TGS-6 2 (1A 5 Bel-2  Livin TGF-B1.COL-
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1 . MMP-2 #45 f1AH 5 (P<0.05) , 15 Smac , Caspase-3 . p53 . IGF-1 #4 5 1IE A (P<0.05) ; CXCL8 % 11 # 35 &8 5 Bel-2  Livin  TGF-B1
COL-1 . MMP-2 ¥ 5 TEAHE (P<0.05) , 5 Smac . Caspase-3.p53 . IGF-1 R A (P<0.05) . £5i  TSG-6 Fl CXCLS {ERHRIZ A
(RIS Hp s A I S 22 57, T REn e A AN g T A R A R AR, S SRR I A S R R

EEE: WURIZIE; MRS F o RN -6;  CXCHATEIN FRiiARS; 4T AR

Expression and significance of tumor necrosis factor o stimulating gene-6 and CXC chemo-

kine ligand 8 in different parts of keloid
HU Yine
Author Affiliation:Department of Dermatology, Huathe Hospital of Henan University, Kaifeng 475000, China

Abstract: Objective To explore the expression and significance of tumor necrosis factor a stimulating gene-6 (TSG-6) and CXC
chemokine ligand 8 (CXCLS) in different parts of keloid.Methods From March 2016 to October 2018, 25 patients with keloid under-
went surgical resection combined with radiotherapy in Huaihe Hospital of Henan University were selected. The keloid tissues of infil-
trating, proliferating and aging parts of each patient were collected during the operation, and 17 normal skin controls were taken from
patients with limb injury. Enzyme linked immunosorbent assay (ELISA) was used to detect the expression levels of TSG-6 protein, CX-
CL8 protein, apoptosis and collagen metabolism related proteins.Results In the control group, the aging part group, the hyperplasia
part group, and the infiltrating part group, the expressions of TSG-6, the second mitochondria-derived activator of caspase (SMAC) , cas-
pase-3 and IGF-1 decreased sequentially (P < 0.05), while the expression of CXCLS, apoptosis related protein B-cell lymphoma-2 (Bel-
2), melanoma inhibitor of apoptosis protein (Livin), collagen metabolism related protein transforming growth factor- 3 1(transforming
growth factor B 1,TGF-B1), type I collagen (CoL-I) and matrix metalloproteinase 2 (MMP-2) increased sequentially (P<0.05) . In the
control group, infiltrating part group, proliferating part group and aging part group, the TGS-6 protein expression level was (1.81+0.19),
(0.34+0.07), (0.64+0.12) and (1.37+0.14) ng/mL, respectively; the CXCL8 expression level was (37.54+5.61), (248.65+40.62), (174.01+
26.25) and (66.43+£10.23) ng/mL, respectively; Bcl-2 protein expression level was (61.87+2.12), (167.21+6.34), (114.45+3.26), (81.64+
3.41) ng/mL, respectively; SmaC protein expression level was (618.42+47.85), (176.55+19.64), (348.71+31.58), (424.54+36.13) ng/mL,
respectively; Caspase-3 protein expression level was (17.67+2.64), (5.48+1.74), (8.87+1.54), (15.25+2.67) ng/mL, respectively; Livin pro-
tein expression level was (1.25+0.28), (3.94+0.35), (2.26+0.31), (1.51+0.24) ng/mL, respectively; pS3 protein expression level was (2.19+
0.28), (0.64+0.08), (1.58+0.11), (1.81£0.17) ng/mL, respectively; TGF-B1 protein expression level was (275.54+76.16), (421.57+56.01),
(361.55+52.15), (324.16+74.72) ng/mL, respectively; Col-1 protein expression level was (0.98+0.05), (3.80+0.54), (2.51+0.61), (1.43+
0.16) ng/mL, respectively.; MMP-2 protein expression level was (2.47+0.26), (25.39+6.41), (19.12+5.45), (5.17+1.42) ng/mL, respective-
ly; IGF-1 protein expression level was (251.05+77.25), (81.51+14.50), (130.48+21.52), (234.49+82.42) ng/mL, respectively.. Pearson
correlation analysis showed that the expression of TGS-6 protein in keloid patients was negatively correlated with Bel-2, Livin, TGF- 1,
COL-1 and MMP-2 (P < 0.05), and was positively correlated with SMAC, Caspase-3, p53 and IGF-1 (P < 0.05); The expression of CXCL8
was positively correlated with Bel-2, livin and TGF- B 1, COL-1 and MMP-2 (P < 0.05), but was negatively correlated with SMAC, Cas-
pase-3, p53 and IGF-1(P < 0.05).Conclusion TSG-6 and CXCLS are expressed differently in different parts of keloid, which may be in-

volved in the occurrence and development of keloid by regulating cell proliferation, apoptosis and collagen synthesis and metabolism.

Key words: Keloid; Tumor necrosis factor a stimulated gene-6;  CXC motif chemokine ligand 8;  Apoptosis; Collagen metabolism
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A H W AR R EB AR YT  (3) e FE it 1
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F3 MR 25 015 SO T A 17 01 e U T 2 11235 Bt LB (mgfmL & 5)
2H 5 %k Bel-2 Smac Caspase—3 Livin P53
Xof A 17 61.87+2.12 618.42+47.85 17.67+2.64 1.25+0.28 2.19+0.28
TRIRZH 25
A 167.21+6.3472® 176.55+19.641V2® 5.48+1.7402® 3.94+0.3502® 0.64+0.082®
B et 5] 114.45+3.2672 348.71+31.581% 8.87+1.541% 2.26+0.3172 1.58+0.112
AN 81.64+3.417 424.54+36.13Y 15.25+2.67V 1.51+0.24% 1.81+0.17%
F{E 2 648.187 600.224 147.617 377.913 357.423
P{E 0.000 0.000 0.000 0.000 0.000

1 Bel-2 2 BUKELAHAE 2, Smac A EE AR AT AR 12 IR A BTG 2R 1, caspase—3 2P 2R R U, Livin M4 SRR T IHIER A
O5XF IR EEE, P<0.05. @5EMFA L, P<0.05. @51 AL, P<0.05,

R4 IIZIE 25 015 5M T AR 17 B B R LGB A QAR DG 2 1 Rk B FE# (ng/mL, %+ 5)

215 1% TGF-B1 COL-1 MMP-2 IGF-1
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PRI ZH 25
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