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Expression of OGFR mRNA in Invasive Ductal Carcinoma of Breast
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Abstract: Objective To elucidate the features of OGFR mRNA expression in invasive ductal carcinoma
of breast. Methods RT-PCR was used to detect the expression of OGFR mRNA in benign epithelial
proliferation and invasive ductal carcinoma tissues of breast. Results The expressing quantity of OG-
FR mRNA was significantly higher in benign epithelial proliferation than that in invasive ductal carci-
noma tissues(P<C0. 01). There was no significant difference between the expression of OGFR mRNA
and patient’s ages, volumes and grades of tumor, the expression of ER, PR, C-erbB-2 and lymphatic
The reduced level of OGFR mRNA may serve as a marker of

breast invasive ductal carcinoma. The subnormal levels of OGFR mRNA may contribute to the pro-

metastasis(P=>0. 05). Conclusion

gression of breast carcinoma.

Key words: Breast; Invasive Ductal Carcinoma; OGFRmRNA; RT-PCR

 Z:HH

B (RT-PCR) 7 40 m] U Btk bl 38 & 0254 98+ OGFR mRNA # %k, R

Wit LR A 3% & OGFR mRNA ¢d Rk &3, FiE  RMEHF-RE0H44

OGFR

mRNA 22 ZERRE B EREAAREH T RFEAEFETRA(P<0.05); £ZERETEETHEA
kG BE I MWRAR AR RSB B E R R cerbB2 A X AR E L HMS L X (P>

0.05), &ig
RERY TR IUREG LA LRER £,

KRR FUIR i3 A4 52 % ; OGFRmRNA; RT-PCR
FESES:R737.9 CHEERIRED:A

0 3%

FLARIES A R P e WL S IR 2 —, I
15 45k FRIEIR £ 10 20 FLI I A 2% 46 % 2 A %X
FeAET AR W] B TR

B2 R K ME K (methionine5-enkephalin, Met’-
enk) , B AT (555 2 S ERSN i A 4K
PR . Met5-enk Jeali i He ¢ 32 1A % 45 %
KA BRI HIVEF - P 2 39k i 44 R Bl AR TR
“F (opioid growth factor, OGF) } [ A 4= K [H F 3%
fi Copioid growth factor receptor, OGFR), if 4F
kBB 28 SCHk I OGF-OGFR 1 i % 4 o
A . T OGFR 76 FLIR A % A v i 1
H Atk T LR E M T T OGFR mR-
NA ik,

S B #A : 2009-09-25; & B B #5 :2010-03-02

HEEMB : MAHFHAFRL L XK R FTBHRA
(08276101D-30)

BB AT 1. 067000 7 b A& iE , A IE EFTEW B E L5
1%%]’92. CP‘\;;’?E_‘/?E

EEBN N EH 971, B . F L. 3 EEEH, 2%
AN P 5 % 3L S B R

OGFR mRNA &8, 0 7T AAE A SUR R 8 W 58 5 4947 & ; OGFR /2 mRNA 7K -F &

XEHS:1000-8578(2010)11-1258-03

1 #ZRt5HEE
L1 Im RSk

B R E R 2006 457 A 10 H—2006 4 12 H
30 HIRPBEl 112 BAE B 83 . UITHOR rh oK k3% A i
AR 2 40 e AR B 2 36 K L 40, U R KT
4mm, FRICHE 57 B AR B R AR TR AR AR 3 T
FARJE 20min WYITEL, FHr LR R L3 AE 12
) FUIR IR P SR 26 1. FLIRIE B AR I
(41.53£9.61) % , Hrh 13 5k 50 2 LLF 13 =
50 %, MR AFI<3cm 14 ], =3cm 12 f; T 2% 5
1, 11 2% 16 4], 11 9% 5 i) ; W= 32 4R CER) BH: 21
1, BATE 5 6, 223 Z K (PRO B 18 41, BAME 8
4] ; c-erbB-2 BH: 8 1], BH 18 il ; Tobk EL L5 5575 15
) WK EL E5 AR R (<3 D 7 Wl @ (>3 1) 4
. RIS W2 BRI B Lo P A FE 28 I eg o 3L
SR AL O bRAE
1.2 MES{ERER

Trizol ik7] . F P BE . LB AMV 5% 5
& PCR ¥ 3480500 &0 Bl b L Ak £ 5 (EB) 5 i



FDIEBRSBbHER 2010 55 37 555 11 HA

+ 1259 -

B0 AL Bio-mini 42 B 436G EETH  PCR 47354
LKA . 2020D BERL LR R G55 .
1.3 SLE ik
1.3.1 OGFR £ RNA £t  WCFrichrrydsl
FRAR 2 100mg. #% Trizol IR 7 & i B 4547 RNA
. 58 A0 2 0 BE VL RNA (9 4l B (A260/
A280=>1. 6) FIk .
1.3.2 Wi s-RA B EE O (RT-PCRO A 3%
5k cDNA #it AMV 3 X0 G W Bt 7. I
PR 200l A FEFEET) RNA 51,5 X S0 2% th i
4pl, BBETIK 5pl, FEAMR A5 - 12 000 r/min 850
55, PCR X I 70°CH % Smin; Fifif A Oligo(DT) 18
Primer(0. 5pg/pD 1l RNA BT (20u/pD 10,
ANTPU10mM) 2l, 743 215 5 12 000 r/min B0
5s,PCR X |+ 70°CHEE 5min; )5 iIA AMV i %
SR (5u/pD 2pl, EIRIBA W IR A 12 000
r/min & .0 5s, PCR Y I 42°C % & 60min, 70°C
10min, 37 B VK ZE R .
1.3.3  BAMsE W (PCR)  OGFR ¢DNA 314
Hal ¥ E 5 R F:5-CAG AGT GCC TCA GAG
GTG GAGA-3';R.:5-CTC AAC CCC GTT CTC
ACT GTG-3', H 3 K | BE o 300bp, P28 B
actin P HERE 1 ES R F 5'-CAT CCT GCG TCT
GGA CCT-3'; R 5'-TCA GGA GGA GCA ATG
ATC TTG-3", HY3H F Bh 500bp,

FfERE S I PCR M & B Bk 7. OG-
FR cDNA ¥"#4 s Wi A& &« 78 PCR IR HmA Lk
A1 OGFR ¢DNA 241, dNTP (10mM) 441,10 %
PCR Buffer 5u1, OGFR |, F #5144 3pul. Taq-
pfu DNA B4 i (2u/pD 0. 5pl, FEIA B 4k &
50pl. JEFFRZEL: 95 CHUAEM: 5 min, 95°CAEHE 30 s,
63°CiB 2k 45 5,72°CHEH 45 5,34 DNEH K IR
Ja 72°C AR GEMH 10min, B-actin § 34 Jz I 1K £ [F)
OGFR ¢DNA, fEFZS5R 95°C AR 5 min, 95°C
AP 30 s,60°CIR Kk 45 s,72°C HEfH 45 5,22 MIGIR,
RKAER G 72°C T 10min, PCR F=HHL 1001 £
10 B R 8 S FL UK - EB e, F 2020D 48415
EEL T S AGR I H /Y 251 I FHH T 43 B #0k
AT 1o . L) OGFR 5 B-actin 473 7~
W25 OB 1) BB AE 9 OGFR mRNA [ AH X 3%
ki,
1.4 Sk

i ] SPSS11. 5 B 47 804 b 31, #6470 57
FEA ¢ Kt Mo 22 LR 7 2650 1. P<<0. 05 h 22 5% H
GitE X

2 F#R
2.1 FUBR R ML R 1A A i vk 245 OGFR
mRNA ik

RT-PCR 255 7R, 12 il ZLIR R P b Rz 38 A= Fn
26 RIS T OGFR mRNA X314 53]
Sh(1.24 +0. 49 FIC0. 74 £ 0. 40) , FUIR B b iz a4
B I TR S v (P<<0. 0D L 25 R UL 1,

1 2 3 4 5) 6 7 M

OGFR mRNA 300bp

B -actin

Lane 1:control; Lane 2~4: breast invasive ductal carcinoma
tissues; Lane 5~7:benign epithelial proliferation tissues
El 1 OGFR mRNA 7EZLBR R 14 F 384 An
RS EEPH RT-PCR RikE
Figure 1 The expression of OGFR mRNA in benign epithelial

proliferation and invasive ductal carcinoma tissues of breast
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Table 1 Relationship between expression of OGFR mRNA and the clinicopathologic factors of breast invasive ductal carcinoma
Characteristics n OGFR mRNA(x £ 5) t P
Age (year) 26
<50 13 0.62%0. 24 = 0. 604 0. 551
=50 13 0. 69 +0. 36
Size of tumor (cm)
<3 14 0.62%0.37 =0.791 0. 437
=3 12 0.70+0.19
Pathological grade
1 5 0.68 0. 28
1 16 0.74%0. 44 0,773
1 5 0.84£0. 47 0.554>  0.657°%
ER
+ 21 0.63+0.32 —0. 646 0.524
- 5 0.73+0. 18
PR
+ 18 0.56+0. 24 =2.662 0. 14
- 8 0. 66 *0. 33
C-erbB-2
+ 8 0.76 0. 37 1. 275 0.215
- 18 0. 60 x0. 26
Lymphatic metastasis
No 15 0.69 +0. 46
Less (<3) 7 0.71+0. 14 0.918"
More(™>3) 4 1.01£0. 45 0.172"  0.246""

Note:” :vs. grade 1 ,°” :vs. grade [ ;
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