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(P=0.000), £5i¢ Pirh2 mRNA 76 7L 08 241 20 b 5 450 o 3 3k, 10 7 2L 2F 46 090 I 3 41 80 LT R 3%
INGTE LIV W PAPE R R B T 1,10 WAL o Pirh2 mRNA AT SR ME M R E R B AE B X R .
[hELEFZE,2008,17(5) :444 — 448
KPR AR/ R H A% ; Pith2 mRNA 5 JF A7 2% 3¢
FESFES:R737.9 Xk FRIRAEG : A

The significance of Pirh2 mRNA expression in primary breast cancer
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Abstract ;: Objective  To investigate the expression of Pirh2 mRNA in breast cancer tissue and its correlation
to genesis and development of breast cancer. Methods A retrospectively analysis of pirh 2 mRNA expression
in 87 cases of stage I and II breast cancer, 27 cases of stage IIl and IV breast cancer was made, and 10
cases of fibroma tissue and 6 cases of normal lacteal gland tissue as control, all of which were from
Department of Breast Surgery, XiangYa Hospital in recent 10 years. The in situ hybridization was used to
detect the expression of Pirh2 mRNA. Results  The positive rate of Pirh2 mRNA in breast cancer tissue was
43.9 % (50/114), 1 positive in 10 cases of fibroid tumor, and no expression in normal lacteal gland
tissue. The expression of Pirh2 mRNA in breast cancer was significant higher than that in fibroid tumor and
normal lacteal gland ( P = 0. 004 ). The positive rate of the stage T or II breast cancer group and was
37.9% (33/87) and of stage III or IV was 63% ( 17/27 ) respectively, with a significant difference
(P=0.022). In the 60 cases with metastasis occurred in less than 5 years the positive rate of Pirh2 mRNA
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was 63.3% (38/60), and the positive rate of the 54 non-tumor survivors was 22.2% (12/54) (P =

0.000) . Conclusions

Pirh2 mRNA is more highly expressed in breast cancer, while there is almost zero

expression in lacteal gland fibroid and normal tissue. The positive expression in stage III or IV is significantly

higher than breast cancer of stage 1 or 1I. Pirh2 mRNA is probably closely correlated to the genesis and

development of breast cancer.
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R BT F B0 Pirh2 1Y 5 AR Gk AT fE
RFBCEEMB A ERIENHNRZ —. BEFKM
Ji AL A% 58 J 5 K M Pirh2 mRNA A 7L i fi 988 45 2H 21
T 38 1 00 9F % Pirh2 mRNA 5 HER-2 #9 3 3&
HEAT A S 3 #r, i1 T % Pirh2 mRNA 75 3 It 9
KA R BT R AR T .
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B AL 2 B rh e R 27 O RE IS B LR BE 1996 4§
1 J—2005 4£ 10 J T AR JIER /9 2L Ig Mg S ik &
FUBMABL IR A, R H AR, 0y (1) IR
0. I,11 B9 (4% 2003 4 AJCC ) TNM 43 H1 ) %L B
S 87 5, T, IV 39 3 B di8 27 1), 389 o 2 1, 4F iR
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88 {3l , i P 4 ok B s 24 9, AR R 1 2 B
(2) FLMR R PEMR 4. FLAR LT 4R 2H 2L 10 ], &
PR AR 16 ~42 % i #24 %, (3) IEW A,
IEHFLR AL 6 ) (FLARZF 49 T KRB, B3 £ 4
572 ~3 em IEH JRAA, HE B @IESE) , Lk, 4R
%16 ~26 %, P4 22 %
1.2 ZH/HZEERFA

A SIZ 0 2R FH A A% 28 5 A Il Pirh2 mRNA (1 3¢
i5 o DA Pirh2 mRNA BH M 9 3L B 9 U1 1 7E b R
PEXT B (R DU LR TR R A A L),
B X B 41 38 B 0. 01 mol/L # fR #h 22 b WK
(PBS) f08: & BEAT 19 2% 28 W, L HE B A5 BA 1 A R
e b e 6o BRAE D R & 2R 47 . Pirh2
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M5 2F 5 mL, SABC-POD 5 mL, 2E ¥y % 1k i %A 1L B
5 mL, Pirh2 J5 {7 Z% 52 £ ) X ) & ( MK2580 ) %
XF A Pirh2 #8 JE [A ) mRNA J§# 51 .5’ - AGGCA
CCTTG CTGTG ACAAG CTTTA TACTT GCCGC -3';
5’ — ACTTG TGAAG AATGT AGCAC ATTGT TTGGA
GAATA - 3'; 5" — CACAA GTGTA TTGAA AATGT
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S5 JLHI W 24 R 2F E & ORI UE
WL EPE AL . Pirh2 mRNA 76 A 9 41 2040 fifd op 3 22
HOTAHMK, D EEMMAZ F, & DAB & 458
JE R BE PR 4 M A3 L 2 B R R S O B PR . T
Bt S AR AT O 2% BB (40 £5 2L 100 £%) W
ELBEAY) Y A0 N B0, 7E 40 K A R I X
B G AL WL S S w5 (400 %) #LEF, 3+ 504
S o BH PR 4 M A3 L, RS A BT A Y (R
% A ) Pirh2 mRNA BH % H 43 %0 (a) , 43 A id - -
0r (LM MEAM M), 1 43 (1% ~10%),2 41
(11% ~25% ) ,3 43 (26% ~50% ) ,4 /3 (51% ~
5% ) 5 4 (=76% ). FHVE4 M E @R
(b)), 5E R0 4 (KA EE) , 1 /0 (IR#E A
B ) 2 /0 (AR8 ) FI3 4r (M) . 4% ax
b #5553 R :0 ~2 53 HBAMEC-),3 ~4 4 H
PEC+),5~6 A EHMEC+ +), =6 57 Mik
FHAPEC+ + +) 34 49,
1.4 %it=ZaE

S5 it 243 Hr i SPSS 11. 5 for Window 48 H- 4 1
3,58 1o FE Y FL % ] Crosstable x* 45 %, Kaplan-
Meier 32 4ifi 78 4= 47 Hll £, Log-rank % 7 47 22 %Il W %
PERE SR o DL oo =0. 05 19 B M 2 AE 48 11 2 K
05 0 MK fE . AH DG 4 1 R Nonparametric
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Pirh2 mRNA 7¢ 7L i 8 41 20 P M R ik R o
43.9% (50/114) , 10 i) £F 4 %5 41 20 1 ) B
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55 2 Y 95 F0OE 7L AR 414U Y Pirh2 mRNA 33k 2%
SAFTE R EME(P=0.004) (1) ;1,11 97 I
AL, IV 2L A 88 b BE M 2R 43 3 37. 9% (337
87T)FI63.0% (17/27) ,Hi¥r LS H B EVE(P =
0.022)(#£2).
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. FUIRYE (114 ) 14 (10 ) E LI (6 ) ,
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(-) 64 (56.1) 9 (90.0) 6 (100) 5 15 0,004
(+)(++)(+++) 50 (43.9) 1 (10.0) 0 (0)
VE ST YRR 5 I FUIRALSU A IR AT I e
%2  Purh2mRNA 7EFLIUE AN A 40 B P 2Rk
. 1,11 91 (87 i) 0,1V 19(27 f1) ,
Pirh2 mRNA il %) i %) X P
(=) 54 (62.1) 10 (37.0) s 244 0.022
()(++)(+++) 33 (37.9) 17 (63.0)
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_ . N . 25 0.6 e
SV LA TS I Ab 56 5 ) 47 80 % HE R 0 , Pinh2 B, T
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Ph_E 2 B AN [R) ¢ 35 7K S 19 Log-rank A5 55 25 53 47 16 0.0 N =

ey _ - - 0 20 40 60 80 100 120
2% Pk (Log-tank = 17.0,P =0.0000) (E2), S FIC)
3 4h, Pirh2 mRNA 5 HER-2 By 328 JGAH &M (r =
0.091,P=0.336)(%4), B 2 Pirh2 mRNA Xt ZL IR o8 42 40 5% 8 19 52 i
R®3 SENEBASTORALL S 4L LA Pirh2 mRNA flFRIA%
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Pirh2 ( p53 induced RING-H2 protein, for p53-
induced protein with a RING-H2 domain ) 3% %] {t i& B}
A I 8 3R 2 MR 2 A R g L 52 W ) 2 5 an-
drogen receptor N-terminal interacting protein, AR-
NIP) , & M i £ N 4% 38 & 45 ( the yeast two-hybrid
system ) 43 B 12k 97 . ARNIP mRNA ) K J& 25 2
1.7kb, N3 Pirh2 & H B 7E Qe (04K 4921 L, % 14
9 AT T AR EE Y R F] 32kb . Pirh2 A X 2
TR Y N 30kD, 45 261 SRR, 1 A H2 4%
P X I (C3H2C3) , iZ ¥ 45 X J 2 A AR 451
ft) 3 5] 7 %) . CXXCX (19,39) CX(1,3)HX(2,3)
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Jop H2 B4R E & 6 DB AR (2 DA AR DL K
Sefal BAT M AL 2 A EEE T4 L Leng
SR Z FORAE /N AL, T Norther B1E 5 i
SR Pirth2 mRNA B% 5% 7 My i K BE 29 0y 1. Tkb
FI 1. 6kb 5 I % BL7E AT JIE 2 21 Pirh2 mRNA 3% 3%
IRV f i, S AL 0 BE L U, UL P S OUE B R 5
KA e
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Western E[J 3 ( £5 [ EP b ) & B0 HF A= & hPirh2 & —
MAREMNEA, LW H 3 ~5 h, EED
B H i 29 0 3. S hs 1 58 48 BB hPirh2 3%
KPR E o

Pirh2 7585V b g A9 2 AR W o AT O 5
WA B 43 T 45 KBRS H2 BROR X % DA 6 . BF
FEUEW], ¥4 H2 PR KR A WER “Z K4
B PN B3 UL wal ot [ B A TR R
“ZERALT A T E B B R AR R Y
B R pS3 Wy F k. HAT, Bk Pirh2 & kAl 75
(SR N 137 e L N N U
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gt g 7 T A AT
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