BRER KT 2011 ££2 36 %5 6 ) ( Journal of Chongging Medical University 2011.Vol.36 No.6 }

— 654 —
BUMERD TBE 0502536262011 06-0654-03
DKK-1fil B —catenin {E{/>HRRUAIARE o #9382 3% B2 JLHH A

ER, RSN, T By
(BERERKEHBE —BERHLCIMEL, BK 400016)

[# =8 .45 DKK-1(Dickkopf-1)F B-catenin FEIE/NAHMIHHiE (Non—small cell lung cancer, NSCLC) F 335 F HH %
t, 7 ik RFSBEEAL SP BALI 60 #i) NSCLC £ DKK-1 #l B-catenin FRIXTEHL , 3455 il S RS EARHIE ST AT
# R .7 60 B NSCLC S HA A b, DKK-1 FAtE B B-catenin T8 FikH 4 BIH 25.0%(15/60)F1 71.7%(43/60) .DKK~
LS TERPE O METE R G PR M RO B 2 B S 7 A B E 2 5 (P<0.05) ; B—catenin IRIATEMIE N ML E T HER
BHHITH# X (P<0.05), 7E NSCLC # DKK-1 1 B-catenin 19 FiR 772 X BEME (P<0.05), %+ . DKK-1 fFRIABRETTREZLE
NSCLC &4 BB EHE—ENEM, E5 B-catenin M T fE R R IEERIIHZ—,
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Expression of DKK-1 and p-catenin in non-small cell lung cancer

and their correlation
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[ Abstract JObjective: To investigate the expression of DKK~1 and P —catenin in non-small cell lung cancer and their correlation.
Methods : The expression of DKK-1 and B-catenin were detected in pathological tissue sections from 60 patinets with non—small cell
lung cancer by immunohistochemical SP method,and their clinical pathological features were analyzed statistically. Results:The positive
expression rate of DKK—1 and the abnormal expression rate of B-catenin in non-small cell lung cancer tissue sections were 25.0%
(15/60) and 71.7%(43/60) ,respectively. The expression of DKK~-1 was significantly associated with the degree of tumour differentiation , clini
cal stage and lymph node metastasis(P<0.05). The expression of B~catenin was significantly associated with the degree of tumour dif—
ferentiation(P<0.05). There was association between the expression of DKK~1 and B-catenin in non~small cell lung cancer(P<0.05).
Conclusion ; The loss expression of DKK~1 may contribute to the progress of non—small cell lung cancer.lts effect on B—catenin may

be one of the pathways for it to work.
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£ 1 NSCLC AR DKK~1.p-catenin fJFR 1A S FERIEIF MR X TR
B (n) DKK-1FH B—catenin S H Fik
n(%) X1& PE n(% ) X1 P
HES
# 40 8 (20.0% ) 1.600 0.206 29(72.5% ) 0.041 0.839
g’y 20 7 (35.0%) 14(70.0% )
RS
<60 % 31 6 (19.4%) 1.090 0.296 23(74.2%) 0.202 0.653
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il 22 0 (0.0%) 16(72.7% )
WEEHE
x 35 13(37.1%) 6.606 0.010 24(68.6%) 0.396 0.529
B 25 2( 8.0%) 19(76.0% )

%+ 2 DKK-1 5 p-catenin #£ NSCLC A& %

REMEBEMERF
DKK-
3 —catenin e . At &it
RERIA 2 41 43
EHRE 13 4 17
&it 15 45 60

MRk, RITEHME NSCLC H431072 BE I AE
DKK-1 HyRIA MBI PR ; G RS H88E , DKK-1 fy3R ikt
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