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Pt hARD1 HLILTE Hll & K H A0 5 g e i H AL o i

RETERT, mAY ! Rt BEC THE BEF

1 =R R B A b2 5 0 T AW # S0k s, B 650091
2 ZHAE - ANRERFIER, BB 650032

# E: A ARDI(human arrest defective 1, hARD1) K 474 & LA N-CLBLIREA4BEE M, B AW ZHEHA RFE.
2 T3t hARD1 A B 5AP/E 69 % %, 40 hARD] & @ &£ RF A E F 69 &L, L% T hARDI AR F#AT R AL, A
J 42 B T3 4 (His-bind) A2 B AT 44k, F2| 46535 95%vA £49 hARDI & & . UL TAEGLE IR, #I&ETH
hARDI1 % & #4ife 3. F|F 3L hARDI % e 4 m % a9 16 R AT 5 5w B 2047, K IL hARD1 & & E IR B . 719 i
B, UWBMBEPARGMENELL, EPIMMBFIEALRERSG, K3 70%, &5 F B L. £ hARDI
EOSERETRAILGIBAL Y —AFRE, AE—F BT hARD] SR B X Z E2 T KA.

X #EF: hARD1 A B, %Eaaiotr, IiE

hARD1 Antiserum Preparation and Primary
Immunohistochemical Analysis of hARD1 in Tumor Tissues
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Abstract: Human arrest defective 1(hARDI1) is an acetyltransferase; its physiological significance remains unclear. To explore the
relationship between ARDI protein and tumors, we detected the hARDI protein in tumor tissues in vivo. We cloned hARDI1 gene
from Hela cell and construct recombinant plasmid pET28b-hARDI1. The recombinant plasmid was transformed into E. coli
BL21(DE3)plysS. hARDI protein was expressed by inducing with IPTG(1 mmol/L) and purified up to 95% through Ni** chelation
affinity chromatography. We used the purified hARD1 protein as antigen immunized the Balb/c mice and obtained the hARDI1
specific polyclonal antiserum. Through immunohistochemical analysis of different tumor tissues in vivo, we found that hARDI1
expressed at high frequency in breast cancer, prostate cancer and lung cancer, especially, hARDI1 expression frequency in breast
cancer was up to 70%, which is higher than in the other tumors. These results indicate that the high expression level of hARD1 could
be an indicator of the breast cancer. This new finding would be a foundation to further explore the relationship between breast tumor
and hARDI.
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ARDI1(Arrest defective 1) #]7E Bz Bk 4 M o 9k
K, J& N— MR NatA 19— H, 55—
AN IR Nat1!, ARD1 78 BE RN AE LT 8 TR
TRIAE S NAT1 48 5% B K. NAT1 il ARDI
HE A — AN S A B 2R #0330 NatA T MR, 5
R RE R B 2R S0 R R, LGS, & R P A
(HML) MEAMil, 2 ERRETARIEA GO
WL R e R R Fa =1, ARDL BRFAAY B /R N R
Wik Ser. Ala, Gly. Thr (52 A A BE B IE 1
AR FERSE EAZAE Y, ARDL XtF N-Z i3
ERSIE NAT M5 ME R A7, Naoaki 2!
MIBFFE R W], ARD1 B K2 — RO SF P41, 4k
NAT 1) ARD1 V375 i .30 9 20 B P9 e 1k 37 4y
R RS R AR E ], ULHEDN ARD1 FIRE R —
Pl i) 2RI 55 R S

A ARDI(hARD)EEH 5 EER ARD1 B H
A R, LT AR Xq28 X, 4214 5019 bp,
SHTANE T, G 235 MEIERR, EBORAS TR
K 26.5 kDU, 5T R E E xR S R
(HIF-1o) ) R 1 A 2 RNAT HR T4
NATH 5 hARD1 3N #35REE T Hela 4iEIHT-,
Tl 9T ke BRAE B 4 M, hARD1 A Bl i 3%
1% B-catenin (75 M, M TG 3 B-catenin 15 5% 5% K -F
TCF4 R4, Hi5E ClyclinD1 (%% 5636, HF i fi
PRI A G5, I ET WL, hARDI & [ B9 2R3k 1)
FE-55 iy 40 B B 284 5 R 7545 O o {H hARD1 & (-5 b
R R I AL . AR EE T
hARD1 A, FF7E KImAF R &1k hARD1 HAHHE
M, PARIB RS2 1 e/ N U 455 hARD 2 1
PIBCITE, 5 A7 i R i 72 g 2 20 2 S0 05 41 24k
KT, BT hARDI 2638 5B £ R

EEEErE

1.1 ##l

ORI RK: pET28b Bkl H Novagen /A H];
BL21(DE3)., HB101 [##kF1 Hela M #E, MCF-7 4
JRUBR A 5256 %8 R A7, pMDI8-T #i/AIlJ H TaKaRa
(RiE)AH]

R RNA gl & Bok g O & . e
=Wl o AN S M sRieE S 2 /N R VR 2 3 = Wil e[ E|
Bio Basic Inc.; 3% #2377 & A BR i o4 9 ) B e B
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TaKaRa( K i) 2\ Al; 5149 B b 2 & 4 8
His-Bind #7E FZHTAE W H Novagen 2\ v, ABC(AP)
WA &I H AR TR, SP s dl b &
WA A T A BRI R F) o R Y Dy ik
FEE P2 s G IR AEAR H A S — A
PP B o BRI, e MU A DU B o, B A R

A g T T R
1.2 7%

1.2.1 hARD1 HAH9

(1) RT-PCR ¥ H WS A 2 3 F )y 15 85 9%
Hela 2 if1, #2HC Hela 400 &8 RNA, %39 % sl &
VLA L cDNA %% —%%%. % GenBank (NM_
003491) hARDI1 &K )71 X Fik# Ak pET-28b £ 5L
BEAL S, N PrimerS 8IS 9. 519 5"y
A Nde T 137344 Hind T B 5 32k DI 7o [
FFEERBEMAE L. W59 5-CATATGAACA
TCCGCAATGCGAGGCCA-3'; TiiE5|¥: 5-AAGC
TTACTAAGGCTCTAGGAGGCTGAGTCGGA-3', LA
T S ) R S hARD S R HE 51 94 4%
11 94°C FAEPE 2 min; 94°C 20 s, 58°C 20 s, 72°C 90 s,
35 MEHR; 72°C SEAH 5 min, G WIL 1%BA8 0
BRI L KA, JEXT PCR 1 7= R4 7 e IR

(2) PCR =¥ sw i S50 % 15 TRl s ™ g
pMDI8-T #AKLL 5:1 MY ELBIR A, ] T4 DNA 4%
il 16°C R, 54k HB101 J&RZ A, Bfi T&
100 mg/L Z N & ZR M LB P b o PREHM: veke
T 3 mL LB HiitEdE g A 555, 4ok DNA,
PCR Jrik%e mal vk, velCS H R BL s e
% A T A EARA RN ST . ks gl
JEkL A 4% 4 pMD18-hARDI .

(3) pET28b-hARD1 ik i hr iy 4l &
pMDI18-hARD1 JFiki#l pET28b #fAZr I Nde 1
M Hind T BRE N VIEGE L, BV 0.8%
T N W 58 5 H Dk 43 5 943 S I R B 77 ) hARD
FEH R BOF pET-28b ik B IR Ls 5:1
HIHBITR A, FH T4 DNA &0 16°C E 3%,
A IR FOR pET28b-hARDI, #51b KIHHFEE BL21
(DE3)EZ 2%, Wi T35 50 mg/L FIRE KM LB
M b, 37°C RiFad B PR VR, T4 SR DNA, £
il 1) 45 S Wi A PH M B s B IRk A T AR AR
BELZA w10 o
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1.2.2 FHYFFIWI#S . At TEE

(1) EHEAMETRE: BNFEMKEA
BMRTE S 50 mg/L RAPEEZR AT LB Pl bR H v e,
PRIE RIS R T 3 mL &% 50 mg/L RABEFE W LB
B:3R3kdr, 37°C 200 r/min JR¥GE R . YCH 431
2 1:100 A9 LA AD T PO 5 4 50 mg/L RABE R Y
20 mL LB AR FEHRH, 37°C 200 r/min §i7 37 5533
% ODgg9 0.6~0.8, TIH:A—HUIMA IPTG 2L K
1 mmol/L, 535 3~5 h, A HIE.DIERR, #
HOHLT R A R RS, BB 12% 00 4 B e kA T
SDS-PAGE, 4% Bl ge, RS E R0 &
ESIERETR:d (s UK R s Wi 8

(2) LR E) /8 Wi T e R L, IR
FERR, A 2 mL 2 A (50 mmol/L Tris-HCL,
0.5 mmol/L EDTA, 50 mmol/L NaCl #1 5%H i1, pH
8.0)F1 100 uL ¥ HHF (10 mg/mL) THEIK | 37°C [z
v 30 min. 752 A LU BE R 2% 1) 18 S0 IH R
HIEE(DOC), #E 10 min J5ARIELIE T8 75 P AR
PR AARZU#M 10 000 r/min B0 5 min, [£8 FH,
UHE 10 mL R AT (2 mol/L)PE 4, 10 000 r/min 25
L 5 min, 7 BVE, UUERAH 9 fHABZWE B (2
mol/L R R, 0.5% TritonX-100 F1 10 mmol/L EDTA)
PEH, 10 000 r/min 5.0 5 min, FF b3, DUEHIZEnh
W C (8 mol/L JRZ, 10 mmol/L BEJI, 0.1 mol/L #iz
£, 300 mmol/L NaCl)¥%f# )5 10 000 r/min &5.0» 10
min, b3 BRI R 43 B A i i AL T 1R

(3) EAEAMLE L 3 AT vpi C ¥
fiif His-Bind Column J&, #Hf Ni-IDA agarose i %
it (10 mg/mL) BRI B, 20 30
mmol/L, 150 mmol/L WK Y22 vk vk Ni A%, Wtk
Ve o ¥ Ve AT 12% SDS-PAGE 434, 6l
A AL RR . 4lifk i) hARDI & PR I 22 ), —20°C
TRAE -

(4) Bk % 4ifk) hARD1I HEIZL 12%
SDS-PAGE J&, 7% Bl i de o K 5 A E 4
WY, % B R AE W H R A R AT B35 4T o
1.2.3  FL 5 75 K ki

(1) Prmwighilss: Kraifk)5 1 hARD1 EE T
12% SDS-PAGE J& Rk HH D je 4, F hARDI
X E YR, H 11 He il (ERAARB ) A
1xPBS Z¢ M, I ik 6% I H] 1xPBS 22 vhif i

|

B, KB s 6 JRIS i MEYE Balb/e /ML, 26
WG ERT 8 5 o IR R IR A, AT
KT Z R0, 10 d FERSEEIR AT 2
FEATIRA X /N T IS B AT, 20 d 5 TS REAER
HOMSRGRE 1 K. HUMFT 4 d X/ BB R i )
PRSI, FFASORE MR GE 1K, 2 d T
MR AE L, 53 25 1003 5 432, —20°C fRA7F-

(2) Western blotting #ll: Bt 25 mL 1E# K97
Hela 4 i1 1, 1 0.25%/BE#TH L, 10 000 r/min 5.0
WeEARML, A 100 uL RIPA ZHIZLf# W, 0.5 uL
PMSF(100 mmol/L), 7K Fji# 30 min, fil 100 uL 2x
REGE MR, RS, HRE T SDS HiUk, B
5 o B HOIL A R 1500 4%, SR ABC(AP)IRH] &4k
Ui B 5 E1T Western blotting 4347 .

(3) PUILyE WU SEI: A T B A8 L I 3 A 4
SeVE, B4tk iy hARDI 25 (34T 12% SDS-PAGE 3
MBI IRA AL R b, KA IS 0 B UK 1B 5T A
/Naco BUPT hARDI FLILTE 3 £, By 20 uL, Hr
— iy Xt B OAINER FIRE S, SPGB 75 ng
4k hARD1 #5141 100 pug pET-28 25 [ ik 1k
07 3 F 2R, & 1%BSA Y TBS 4%
SAAFR A 100 pL, 4°C 372, 12 000 r/min 5.0 5 min,
B E%, 095 & B4 hARD1 AUSEREIRIES T Western
blotting A5, 5% [R] F 5 M Western blotting J7 7% .
1.2.4 R R i M2 2 5 17 7 0

(1) MCF-7 4 e fa st 2 A 4 T i) o 3%
RET 6 fLIEFRMR D, % # Oy L AEFD MCF-7 4l
R FRFLH, MEM 55323, 10%JR4- 1%, 37°C, 5%
CO, %5 TR 3% 24 h, (H 0B 35 76 S5 3% 7 b o U
SRR, I E W (30% PBS+45% A H+10% F ) &
FE S5, FEH T R T 20 A e 2 Al R

(2) JeE 20 A G e A A A I b e 2 2 A W 1)
R A S — NREE GBI E, Hoi R
o AU 2RISR ® e, D SP st &, bt
M7 FRRE 500 £, 5 S EIAR S U BT,
G 28 L Ak 25 L H o B 2 Bl N D e B 2 ) Dy
PRUEDEA T 45 LN, o Gett i i A 75008 4 T o

=3

2 %

2.1 hARD1 cDNA By5=p&
M\ Hela 20 it 32 5 mRNA, W55 5% )5 PCR Y™

Journals.im.ac.cn



1158 ISSN1000-3061 CN11-1998/Q

Chin J Biotech

July 25, 2008 Vol.24 No.7

1 hARD1 JERRAGIX, 2 1%3 B EE I H TiAG I,
Y5 H LR (705 bp) K/h—E, ¥ PCR =¥ 7
e 2] pMDI8-T #ifk I+, 13 2|8 4 fi ki pMDI8-
hARDI1. #%{k HB101 @bk, FEALPKIC 5 4~ Amp Bt

PETIRE, LW PCR A, 2845 3 ANPHMETORE, FF
3 ABHE TR, W 4s S R G e A X
v BT 5115 GenBank Y SR /5 41 (NM_003491)— %,
FFALF 50 B R 2 HE (Fig. 1)

91

181

271

361

451

541

631

atgaacatccgcaatgcgaggccagaggacctaatgaacatgcagecactgecaacctectetgectgeccgagaactaccagatgaaatac
M NIRMNARPEDLMNMQHCNTLTLT CLPEINY®QQMEK]Y
tacttctaccatggectttcctggecccagetectettacattgetgaggacgagaatgggaagattgtggggtatgtectggecaaaatg
YFYHGLSWPQLSYTITAETDEINGEKTIVGYVLAIKM
gaagaggacccagatgatgtgecccatggacatatcacctcactggetgtgaagegt teccaccggegecteggtetgget cagaaactg
EEDPDDVPHGHTITSLAYVKRSHRRLGLARQZEKIL
atggaccaggcctctcgagecatgatagagaacttcaatgecaaatatgtctocectgeatgt caggaagagtaaccgggecgeectgeac
MDQ@ASRAMTIEUNTFUNAKTYYVYSLHVRIKISUNRAATLH
ctctattccaacaccctcaactttcagatcagtgaagtggageccaaatactatgcagatggggaggacgectatgecatgaagegggac
LY SNTLUNFQTISEVEFPI KTYTYADGETDAYAMEKTERTD
ctcactcagatggccgacgagetgaggaggcacctggaget gaaagagaagggcaggcacgtggtgetgggtgccatcgagaacaaggtg
L TQ@ Mm ADELI RRHLELIEKEZ K GRHYVYYVLGATIEUNTI KV
gagagcaaaggcaattcacctcecgagetcaggagaggectgtcgegaggagaagggectgactgecgaggatagtggt gggzacagcaag
ESKGHNUSPPSSGEACRETEZ KT GLAAETDSTG GG GTDS K
gacctcagcgaggtcagegagaccacagagagcacagatgtcaaggacagetcagaggectecgactcagectectag

pbLSEVSETTES STDVI KDS S SEASTDSAS

1 hARDI1 EREBIZHEERF 5 FIREELFF
Fig. 1 The nucleotide and amino acid sequence of hARD1 gene

2.2 hARD1 E4AEHMFTIESH L

O VR Bk pMD18-hARD1 JHBR i1 N 1]
fitt Nde I #1 Hind M4k, 315 hARD1 B[ A B,
P 5E P& 3 pET-28b 2k 1k I, 15 ) & 41 i ki
pET28b-hARDI, %41t BL21(DE3)4H il .

IR EL TR DNA, 2 Nde I /Hind 1T XUfEY)
Jo HLUKAI, 25 R WOREEY) Y 5 pET-28b #A A
hARD1 JE [ 5 BER/N—3,

pET28b-hARD1 %L % 1 mmol/L IPTG i T
J5#4T SDS-PAGE, 47 M52 ¥k e 8 )5 40 A, 1E
SrFIEY 26 kD BT S — B AR P14,
MRS WA (Fig. 2), X5 His-hARDI il &2 A
G FEASRT . RIS FRIXI) . KT R, &
KW EE DRI AT, 7R R IR
LA TS I 3 W (Fig. 2). BERE UG 40 Br
LKW, RBP4 2 BRI 15%.

i T 4k hARD1 211, KRR BE % | Wi
JE B Nl ke KRR EF T 12% SDS-PAGE,
F oY, aifbr " YIBR hARD1 ¢S5 554 b,
FEARTCH AL (Fig. 2).  BERCUS 5047, hARD1 4l
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1: marker; 2: no induced; 3: induced by Western map with Ab
IPTG; 4: induced, plasma; 5: inclusion 1:marker;2: no induced;
body; 6: purified product 3: induced; 4: plasma

2 hARDl EHEZERMRIERAML
Fig. 2 Expression and purification of recombinated
hARD1 protein

Protein marker: protein molecular mass marker; No IPTG:
pET28b-Ard1 without IPTG induction; IPTG: pET28b-Ard1 protein

induced with 1 mmol/L IPTG; Supernatant: supernatant of

pET28b-Ardl protein lysate, induced with 1 mmol/L IPTG;
Precipitation: precipitation of pET28b-Ard] protein lysate induced

with 1 mmol/L IPTG (washed twice); Purified ARD1: purified
ARDI protein



A% BT hARDI L ML il 45 S oA 2 Ioeg G e 4H A 43 #r

JEiK 95% UL b dlifbiE &g b, BT HIA
25%(59/235)5 hARD1 fkéEFa)—2, HH&EAH
M2 1 KB P B, FREHRIA 1 hARD1 &
M, JF Halifbr= Pk 208 & 2R
23 MMERIEREE

alifb i) hARDI1 & 124 SDS-PAGE J& Fl% &
SEEYefs, [ hARD 2 I BERS S5, s/,
A% T hARD1 LI o HLIMLTE#E1T Western blotting
SR, SR BRI RN M NS ESN
pET28b-hARDI1 %% 1k 1 2 fif Wk LA Bz 4l 4k 1Y =2 21
hARDI1 1, & @M (Fig. 3A). ] Hela 4t
ZU# AT Western blotting #, 7EAH R 23 F = 1
A7 B 0] DL B AR Y 5 255 (Fig. 3B). Al e 4l
hARD1 2 H HIR BT ILIE A BES hARDL & X
N, TS His BR%E 015 32 40 0 2R A 8 %
WL ILE 5 hARD1 & (43 KW (Fig. 3C). Fbim
1B 5 FR0 MCF-7 421 7 40 i S ke, mf L&
S B S A e 055, 1T A R 6] R I v A e £
55 (Fig. 3D). b iGN 45 5 2% W T 43 Bt i 375 %o 8
20 hARDI1 & [ FI40E P9 EPE hARD1 & H#0A Fr 5w
PR o
2.4 PhyEALA T hARDL BRI REHLNZS R

FHE £ BP0 hARDI LI XTI 1A I8 g R

TP O o 0

~

f‘:r " r
',o;\-o ¥ » :Qﬂr ? -
P - =

i

s

1159
~ {)\
&
A& = B g
‘,}@‘ I &&b N
& &8 B S s
= 9§ R & € v
e |
ARDI ARDI
(26kD) | (26kD)

Pl Mg i"" '

E 3 #1 hARD1 L&+ R
Fig. 3 Specificity of anti-hARD1 antiserum

A: specificity of anti-ARDI antiserum in Western blotting assay on
protein extracts from ARDI transformed E. coli. ARD1 expression was
induced upon IPTG for 5 h. Purified ARDI protein served as control. B:
the ARDI1 protein of Hela cell extract; C: preadsorption control by
Western blotting analysis. Anti-ARD1 antiserum was preadsorbed
without antigen(no), or with an excess of purified ARD1-His-tagged
protein (ARD1) or with an excess of empty vector-transformed host cell
lysate(His). D: immunocytochemistry assay of MCF7 cells reacted with
control serum(a) and with anti-ARD1 antiserum(b)

N nEee o o & ¥
’9,;“'5" 2 I e el

. - L -‘:.-
TS
™ .':‘

S5

E 4 hARD1 ERZEMEBAEAPHREHLI
Fig. 4 hARD1 immunohistochemical stain of tumors tissues
A, C: breast cancer tissue; B, D: breast tissue without cancer
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HAHAT e LUK, % BLhARD1 S 7E R
Ji fifyd 40 2 Fp oA 655 (Fig. 4A, 4C), T 7E R e () 3L
B4 2 AT ik (Fig. 4B, 4D), X 115 A [5] 25 Al
JifgRE AR AR HEA T IRIRE B 40 M, 455 & B hARDI1 & (1 7F
LR g T () R R R e, IR E] 70%, FETT SR
FE P PR RIS 66.7%, H bR R g 98 b BH 4 2R 45
B 36.4%H1 33.3%, 1 FEHAh IR (F 5 P9I

UL . MR L R SR ) R B R AT, Rk )
10%~20%(Table 1), #F— KB 5 &R Eie
AW PR AT L, EZLIR MR R A H hARD 2
6 B R K B 2 25 25 57 (P<0.0001) ., AR 51 R e
W B R B 66.7%, HH B8 9 H G PH A 20k F)
50%, {Hi THEAR KD, HHERE R — 250
WE. BRULZ b, HAZE AL b B A b hARD1 FHE
AR LM IR A

%& 1 hARD1 ZEHAEARME R RIEHE
Table 1 hARDL1 expression frequence in the different

cancer
Positive Positive sample
Sample . .
Tumor type sample expression ratio
number

number (%)
Endometrial cancer 11 1 9
Thyroid carcinoma 11 4 36.4
Ovarian cancer 9 1 11
Hepatoma 5 1 20
Intestines cancer 10 2 20
Lung cancer 14 4 333
Renal carcinoma 5 1 25
Prostatic carcinoma 3 2 66.7
Stomach cancer 10 2 20
Gall_bladder 6 3 50
carcinoma
Brain tumor 12 2 16.7
Lymphadenoma 12 3 25
Breast cancer 10 7 70

3 ik

hARD1 J R I 4 A B G i — AN SR, A
5% ARD1 [ IhRE, FA17EFE 7 AN ARD1 JE[H (hARD1),
FEAE R IAAT 1 Hh T Hh #6357 hARD1 AL,
& TR ARG P, X2 T/ER ARDL L
R R REVF 5 B8 T R AT A

AT 2L s LUK T hARDL 7EFh
NP A 2k, & PE N LAY 13 Fh i
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H1, hARDI1 5 DK 75 FL I bR A A v iy 282 55 40 248 37 it
w T HAB R . o2 TR, hARDI 3 (K 7 7L AR i
Je v R e 3k B . g LAt R 41 41(P<0.0001),
ik hARDI1 25 1109 2412k ZL R g 0 T s kAR =
(OR=6.647). [ tt, hARD1 5 [ /%) 36 15 7] g J2 FL AR
JRHLN — N TEPR o

[, hARD1 5 ZLAR I i 56 R AS B E 15
A 2B . ¥ hARD1 JEK 1 cDNA JF51 i A
FI| NCBI A [H 04 2 (http://www. ncbi.nlm.nih.gov)
it 47 SAGE 4y M1, H th — A4~ Tag J¥ 4
AAGCGGGACC 7EFLIMm AR ZR75-1 HifFRik
SRR EIE 42 289(12/41401), & FLIRIEIATT
25 tamoxifen AbFRAY ZR75-1 4 py kg g 2
FHE 52 194(10/51417) (Fig. 5). H1T tamoxifen
P LRI IT 29, EXTELE AR ARDI
FEIR BT [A] S B T hARDT SELIIR AL R .

SAGE SKBR3 367 - 8163
Adenocaninams, malgrant eusion

mammary gland adendcarcnomsa SAGE

cell ine CGAP non-normaiized SAGE

liorary method cell ine

untreatad 289 - 12

urnan bregst cancer cell ine

SAGE DURE precrisi NOrobIasts 295 =
skin forobeast normal cel ine CHAP non- N
narmalized SAGE Brary metod ced ine

SAGE MDA453 210 4 19041
Cartinoma mammary gland

adenocarcinoma SAGE cell ing COAP

non-normaized SAGE ibrary method cel

[ -]

SAGE Chen LNCaP no DHT 199 13
Prostate carcinoma cel line prostale
carcinoma cell ine EST

SAGE Duke H247 normal 197 12
ghobilasioma muliiorme brain giobkastoms
mutioeme SAGE cell ine CGAP non-

41401
8851

b3

65023

60663

e

ZR75 1 tamoxifen 194 10

ZR7E-1 cel ine. tamouiien Feated

SAGE Tu9s 183 9
Colon, primary fumor adenocarcnoma

colon SAGE CGAP non-normalized

SAGE ibrary method buk

51417
49064

SAGE A2780 9 179 4 22301

Cnvary ovary cancinoma SAGE cel ine
CGAP non-normaized SAGE ibrary

Bl 5 hARD1cDNA B SAGE & #f
Fig. 5 The SAGE map of hARD1 cDNA

LR 2 L P PR v o R s e O RS, o5 T
A BIRER 23%, AR BN AL, TR A
TR BRI 5% R o A FUIE IR T K
SPAEARWHR g, BT 52— B AT R,
LARZ W PR R IR RA R E . B
3 DA N3 B A D732 1R (Herb2) LA S MESH 25 il 22
PR KX 2R B4 TUS A58 #9 IR T 7 i E AT
—E MR, (0 Herb2 7EFLHIE h i iR Rk %
HA 15%~25%""", PHIt, -4 i 2L I bl R
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AR D E o ARWFSE K BLFLAR MR o hARD1 2E[H
FIEHAIE 70%, % hARD1 5 LA e (4 A0 S Pk
TR AW ZEXT T i LA 0 & L, 12 WHia 7 ok
FHA EEMNE . AFFRAULE hARD1 FE[H 5 2L AR
JifeE O R TR, B — 78 hARD1 JEK 5
FURR IR, DU 5 UM 1 ¢ R B A R T
BT,

LA 3t & A FLAZ AR ) 1 45 R 1 T
J& TR, TR FORRIM B A & A b
KY 85%AFTE LTRAL B, & X 8 115 i) e e 1k
WP AR TR !, hARD JE R B 9l & & —
TRACHE, (BT MERES TR A, AR E
WESIMMBENEEAEYXRR, X hIFH
hARD1 ¥ 3 F RO 544 17K, [ s
LN 0 SR AL S MR R R AE A YRR, N
W5 g K R AL B A4 T — 458 i 4%

Bigt: AR I, 2hRFEALEIIRGR T
SEROFHETARETRRAFTEHONH, =d
HE—ARERBEA R I REHERGLET
FaET KEIA, FIMAEARIEATT @A R T4,
FHER O FREFTBLTTH, = RERXF
W T FERHEFAL T AR A, A—F
Fo Bt
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