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Expression and significance of lipid metabolism-related genes in breast invasive

ductal carcinoma
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[ Abstract ] Objective To investigate the expressions of lipid metabolism-related genes in breast
invasive ductal carcinoma and adjacent non-cancerous tissues, and evaluate their roles in the occurrence of
breast invasive ductal carcinoma. Methods Experimental samples were derived from our previous population
study on breast cancer. Breast cancer tissues and adjacent non-cancerous tissues were spontaneously collected
from 30 invasive ductal carcinoma patients. The expressions of fatty acid synthase (FAS), cyclooxygenase-2
(Cox-2), 5-lipoxygenase (5-LOX) and peroxisome proliferator-activated receptor y (PPAR-y) mRNA were
detected by RT-PCR. Results  Expressions of FAS, Cox-2, and 5-LLOX in breast cancer tissues were
significantly higher than those in adjacent tissues (FAS: 3.265 +0.913 vs 1.300 £0.712, P <0.01; Cox-2
and 5-1.OX; 2.449 +1.333 »s 1. 027 £0.596, P <0.05; 2.766 +1.193 »s 1. 159 +0.520, P <0.05).
There was no significant difference of PPAR-y expression between the 2 groups (2.771 +1.313 vs 2.235 +
1.383, P>0.05). Conclusion Higher expressions of FAS, Cox-2, and 5-LOX are positively correlated with
the occurrence of breast invasive ductal carcinoma.

[Key words ] carcinoma,ductal , breast; fatty acid synthetase complex; cyclooxygenase 2; arachidonate
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WFSERE AR T AT 38 2004 — 2006 4F: [1] 75 5 Ik s IX T
JE B FLIRIE AT IR A | 3230 HC IR B3k U v 2 DL T
BRFED . TRV A FLIRE 4 2R 55 1E # SR 21 (BRI
L4 em DU L) LA LUR 2R 0AE, BT BURE A 2 DEPC K 4k
PG ZIE T - 70 CHRAFR A AP EIY 30 X 2L IR
LU S SRR AR 4351 ok B F [6] — 1) 3L AR 32 i 1 3 A i AR
BARBRE . BEFR 39 ~61(47.43 £7.17) %, FERFIAR LA
I BT . AUREZEAL (B ) /8 BB 182 51 25 A€ If IR ik
TTHE S . XTI N B MUl s, A RS
INABEFE 28 s R A5
1.2 FZEXAE5HE

Tripure ™y RT-PCR 2518 8§ Promega /A &, RT-
PCR 5| i LG TRBEAR AT G, Bio-Rad L3117
S PCR 1% 5% [# Bio-Rad 2 Rl 77, 404566 B 11 (640
A1) 4 H 22 [E Beckman A F]
1.3 RT-PCR k4 & B £ ik

I KR4 100 mg, $53R- 5 £ 77 2 ] Tripure ™ #2214 i
RNA 5 RNA ¥ RZEJE . K mRNA 154 5% % cDNA J5 4R
i GenBank 11059, #4T PCR, 45191751 AR JCIR B L
# 1, PCR =% 1. 2% g M 5E I HL Yk J5 , i Bio-Rad J&1% 53
MG T FDE R BT, L B-actin SN NS I8, DL H B9 R
HEEEAES B-actin JEBE FEAY LSRR B LR B FRIAFHE

F1 SHEMSIWET

BUGRE B

3 Fegil (53
FAEY ) (bp)

-Ui#514) 5'-CACCAAATGTGAACATGGAATC-3’
FAS L\J,{?g 1 56.4 225
TS 14 5'-GCCACTGTTTCAGGATTTAAGG-3'

|35 14 5'-TCTCAGTCTTGAAGCCAATTCA-3’
Cox-2 o 51.6 373
R34 5'-TTTGCATCCATCTTGGTTACAG-3’

i 5'-ACCGTGGTGATCTTCACCGCCT-3’
5-LOX ?j?% 0 58.2 340
514 5'-GTTGCGCTCAGCAATCACGCTG-3'

L7319 5'-AGGAGCAGAGCAAAGAGGTG-3'
PPAR-y . 54.3 480
U514 5'-AGCTGTGAGGACTCAGGGTG-3'

B 14 5'-TTTGCATCCATCTTGGTTACAG-3'
B-actin . 56.4 356
TR 5'-AGCACTGTGTTGGCGTACAG-3

1.4 %itg o
FHEEVORHL & 25 J5% , R SPSS 13,0 G54l o7 Hef
i I ¢ R b B L BRI 2 20 i 55 L B 4 2 1] B 5 A 1

PR RIK A I 225+
2 F#R

5imss 1w FUIRA 2R, FUIR BRI M SR 4L 20 FAS
mRNA [R5 8 ETHE (P <0.01) , [ FLAR R ZH 2P Cox-2,
5-LOX mRNA (3R k B & & TR 5 H 4 (P <0.05), PPAR-y
mRNA [ RIATE 2 Fd AR 22 7 B G+ 2 L (P >0.05, 4 1,
#2).
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M:DNA AR/ ;1 SURRIZ M 58 M 20 2252 . 05 S SLAR ZA 4%
B 1 RT-PCR A BER B LEEE FAS Cox-2 5-LOX & PPAR-y
EIER LS EEAATESIIRERARHERE

%2 FAS Cox-2 5-LOX % PPAR-y EFEEI R HESEE
ARFESEEIRALAFHRIE (2 25)

SR FLIREEAL TS5 LR
FAS 3.265 +0.9132 1.300 £0.712
Cox-2 2.449 +1.333b 1.027 £0.59
5-LOX 2.766 +1.193b 1.159 £0.520
PPAR-y 2.771 +1.313 2.235+1.383
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