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Expression and clinical significance of defensin alpha 6 in colorectal cancer
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Purpose: Defensin alpha 6 (DEFAG) is cationic short peptide with known functional activities in innate antimicrobial immunity. DEFAG is
also highly expressed in colorectal cancer tissue. The mechanism and function of DEFA6 have not been reported how to play a significant
role in carcinogenesis and cancer progression. The aim of this study was to evaluate the protumorigenic functions of DEFAG in the colorectal
cancer cell line and the clinical significance of DEFA6 expression in colorectal cancer patients.

Methods: DEFA6 expression was investigated by immunohistochemistry in 151 cases of colorectal cancer tissue and the association of
DEFAG expression was correlated with patient's cancer charecteristics.

Results: Immunohistochemistry analysis showed that the DEFA6 protein was expressed higher in advanced cancer group (high T stage,
patients with lymph node metastasis, patients with vascular invasion) than early cancer group (low T stage, patients without lymph node
metastasis, patients without vascular invasion) (P=0.007/0.032/0.047).

Conclusion: As patient's survival usually depends on migration and invasion of the cancer cell, the high expression of DEFAG in colorectal
cancer cell is associated with patient's cancer charecteristics and could be a biomarker for colorectal cancer. The future study about char-
acterization of DEFA6 will clarify its specific role in oncogenesis and its therapeutic potential.
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Fig. 1. Immunohistochemistry stain of tumors with increased
DEFA6 (immunohistochemical stain, x200). (A) Negative stain in
colorectal carcinoma. (B) Weak positive staining in colorectal carci-
noma. (C) Strong positive staining in colorectal carcinoma. DEFAG,
defensin alpha 6.
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Table 1. Expression of DEFAG in colorectal cancer tissue as deter- 10 L
mined by immunohistochemistry M
DEFAG ‘
Expression - " - e 08 W
No. (%) (total=151) 113 (748)  21(13.9) 9(6.0) 8(5.3)
DEFAB, defensin alpha 6; -, negative; +, 1 positive; ++, : 2 positive, +++ : 3 = 06
positive. %
w
Table 2. Relationships between expression of DEFAG and clinico- 04 DEFAG
pathological factors 1 Negative
DEFA6 02 ﬂ l}zl(?g;talri\e/e—censored
Factor Negative Positive P-value —+— Positive-censored
(n=113, 74.8%) (n=38, 25.2%)
Sex 0.458 O, . . . . . .
Male 57(72.2) 22(27.8) 0 10 20 30 40 50 60
Female 56 (77.8) 16 (22.2) Time (mo)
Age (yr) 0.696 . ) ) )
<60 39(722) 15 (27.8) Fig. 2. Kaplan-Meier colorectal carcinoma survival curves by
> 60 74(763) 23(237) DEFAG6. DEFAB, defensin alpha 6.
pl stage 0.002
T 11(917) 1(83) 1). AR hak 82} 1519 224} Bt A2 63.641 (791, 33-87A],
¥ 18(90.0) 2(100) S 60)F2H, A E 7|2 BE s EAsIe o, =
€ 71072) 21229 27k0] Aol= GloT d o] ThE WE ARl 5 24 3
T4 Blsn) 140619 o8 1ol %] gSteh. T 719k N7|ol 4 7]7} % 345 DEEAG
PN stage 0023 o) rgo] thehbs A3E BATHP=0.002,0023) E3h Y28 A
" e e o1k s AR ol 245 DEGE) o] Uehis A%L
B o) . HYTHP=0.020,0.049). &1}, TNM_ H7), F=x A= A
Distant metastsis 0067 /go] §llTH(Table 2). 71 &Jol| &= Al oIt A Ko<} Ha A
No 110 (76.4) 34(23.6) = gi‘qu'
Ves 3(429) 4(57.) DEFA69] S/} /g 7+9] A&-&-3 Kaplan-Meier §& 0]
Lymph node metastasis 0020 &to] vl wstgiet APg 2 o] ElE FAE i 1, 0-86
No 76 (81.7) 17 (183) N, 4k 4671 H) 2= 607 H7Ho) AEao BA ST AA
Yes 37 (638) 21(36.2) 2 0 2 DEFA6 F/d ol A 2710 APdsle B3 Hiou 44
Lymphatic invasion 0.092 T+ ST AEEL FAZCR ou|E= ¢l th(Fig 2)
No 86 (79.6) 22 (204) (P=0228).
Yes 27 (62.8) 16 (37.2)
Vascular invasion 0.049 inl ,g
No 102 (77.9) 29 (22.1)
s 111650 20 L WAA L 0 2 Qe Ae) 2.0 Pelo] o o] & A 2}
rerneuelinvsion PUE ) st ol Aok WA Gl el A9 e vl
No 100 (76.9) 30 (23.1) oy ey o - -
Yes 13(619) 8 (36.1) 3 _dedﬁl ek ook 72 22 A &FollA fdx} &
E— 0055 o|F A HH O X E|o] A= o o2 WA E =1 ol X
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DEFAG, defensin alpha 6; pT, pathologic T; pN, pathologic N. 2o, T4 4% L Aol Lol A AR = A= L sHA AP =R
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