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[ Abstract ]Objective : To understand promoter methylation status of thyroid hormone receptor B1(TRB1) gene in intraductal prolifera—
tive lesions and invasive ductal carcinoma of breast and to discuss its relationship with breast cancer. Methods : By methylation—spe—
cific polymerase chain reaction(MSP) ,we detected promoter methylation status of TRB1 gene in mammary tissues of 40 cases of in—
filtrating ductal carcinoma(IDC),12 cases of usual ductal hyperplasia(UDH),8 cases of atpical ductal hyperplasia(ADH),24 cases
of duetal carcinoma in situ(DCIS) and 10 cases of healthy adult women. Results : Methylation rates of TRB1 gene were 0.0%(0/10),
16.7%(2/12),37.5%(3/8) ,62.5%(15/24) and 80.0%(32/40) in healthy breast, UDH,ADH,DCIS,and IDC respectively. There were
significant differences in methylation rate of TRB1 gene between healthy breast and DCIS,IDC(P=0.001,P=0.000). There was no sta—
tistical difference in methylation rate of TRB1 gene between UDH and DCIS(P=0.009). There were statistical differences in methyla—
tion rate of TRB1 gene between UDH and IDC(P=0.000). Conclusions ; Promoter methylation of TRB1 gene is an early event in the
development of breast carcinoma and may play an important biological role in breast carcinogenesis.
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Taq fiff 0.5 wl, FAIKKZE 50 pl, 28 95 CHIAENE 10 min, 94 °C
60 s,58 C(TPIHALD M) EE 54 CEAEFEALT )R K 30 s,
72 °C 60 5,35 MEAJG 72 CLEAH 10 min, ¥4 5 plF
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Fig.1 Results of TRB1 gene promoter methylation using group A
primer
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Fig.2 Results of TRB1 gene promoter methylation using group
B primer
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*=1 FUREEHL . UDH.ADH.DCIS #1 IDC # TRR1 B EK
Tab.1 Methylation status of TRB1 in normal tissue, UDH,ADH,DCIS and IDC
TRB 1 A
2H 51 B (n) . 2H PH SR P 1E
m(n) a(n)  WEEAEER(%) © X ’

IEH R 10 0 10 0.0
UDHZI 4! 12 2 10 16.7
ADH4IZ 8 3 5 37.5
DCISZH 4! 24 15 9 62.5 11.184 0.001* 6.743 0.009"
IDCAZ! 40 32 8 80.0 22.222 0.000* 16.359 0.000"

a5 SIEF A LA b, 157%41 5 UDH 41 048 s m, 34K DNA ;u, JEH 354k DNA

2.2 TRBI AR AR R AL P FIRACKE G 57

FER R IEHFLRZH4 UDH  ADH . DCIS I IDC 7,
TRB1 H: A EALZR M 0.0%(0/10) 16.7%(2/12) 37.5%
(3/8) .62.5%(15/24) F1 80.0% (32/40) , 1F# £H41 TRB1 H: A
L LS DCIS 1 IDC AH HE 25528 Ge 245 (P st vos=
0.001,P a5 m=0.000) ; UDH 5 DCIS /01, 22 R TG0 i F 5
X (P=0.009); UDH 5 IDC A H. 22 5% Ge it 5 X (P=0.000)
(F1),
23 TRB1AREFHEAKES IDC B H G RFBIEH X £

TRB1 FER G 21 H Al 5 B F AR A T 25 5% 5%
BRI R R/ N2 S e Ge v 27 5 (P 5h 0.393,0.438,
0.063) ; {HA% 32 B BHM:ARAS i | 2EAS [ PR 43 22 A5 e i
7Y (P=0.024) (% 2),

F2 TRp1 BEFHRENS IDC BEIGKRFFERX R
Tab.2 Relationship between methylation of TRB1 and IDC
clinical features
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JifrgE s >2em 14 10 6 3444 0063
<2em 26 2 2
Ik PR 5344 I 7 3 4 7485 0.024
Il 21 18 3
m 12 11 1
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2- MM X TRBL Ja s+ IX B 28 kA A L
JidEE A M E A T 25 F AR AL B, e IR 4 TRB1 ik
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BRI, A T RERZ M L PR 3258 | DR L SIE 36 e R 1 Bt
Ve ARSI BB 2 R T 3R4% PCR =4 Flkt
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