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Expression and clinicopathologic significance of FEZ1/LZTS1 mRNA in

bladder transitional cell carcinomas
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[ Abstract] Objective; To investigate the expression of FEZ1/1.ZTSI mRNA and evaluate its effects on the tumorigenesis and
progression in bladder transitional cell carcinomas( BTCCs). Methods: The expression of FEZ1/LZTSI mRNA in 40 BTCCs and 10
normal bladder mucosas was detected by RT-PCR. Results; The negative expression of FEZ1/LZTS] mRNA in BTCC(57.50% ) was
significantly higher than that in normal bladder mucosa ( P < 0. 01). Statistical analysis showed a significant association between the
absence of FEZ1/LZTS] mRNA and the histological grade of BTCC. The negative expression of FEZ1/LZTS1 mRNA was 28. 57% ,
61.54% and 84.62% in grade | ,grade Il and grade Il BTCC, respectively (P <0.05). The negative expression was 28.57% and
89.47% in Ta-T1 BTCC and T2 — T4 BTCC,respectively( P <0.01) . Conclusions; The absence of FEZ1/LZTS1 mRNA expression in
BTCC is up-regulated and associated with the histological grade and the clinical stages of BTCC. The absence of FEZ1/LZTSI1
expression might act as a reference indicator in evaluating the differentiation of the tumor and predicting the prognosis.

[ Key words ] bladder neoplasms; FEZ1/LZTS] genes; gene expression

TE PR OB 53 Fh , 968 26 ERL 1) 8006 AN s 2 BR1 1)
RIEROK A T RANTREM ., Ishii £ )\ 8p22 |
IYES AN B 0 309 B B ——FEZ1/1ZTS1 %3,
FEZ1/LZTS] 3 K 4 15 596 1~ 2 % MR i) & [ R,
FEZ1 754 £ 1E # A RSB MR 8 , B4 50% L
LR A S, FAE T RT-PCR sk
M FEZ1/LZTS1 2K mRNA (323K, 5347 Ho7e JGE e
S FIE B s e 2H 20 vp 1 R ik M L 5 iy o0 4 L o3 B
Z IR B R W B AT AN e & A
KEHE X,

I /ST
11— 4 40 B i3 IR 22 B 2F — MR R Bt

[ Yk H 3] 2010-01-22

(fEHBAL] 1 B E S P — WR E B WIRSNRL, 28 SR
233004 ;2. SESEE 2 BE 55 — W JE BE B W R AMRE, B
38 233040

[MEEfN] % &FQ974-) 5 Bt FHE.

WAPRANEE 2004 ~2005 4 FARIER BB IR IR A,
HAREY 2R E S A B AT g . Brit
TRABIARBIREIAR BT AT . Ho 5B 32 61, 2 8 Bl
A 32 ~82 % o MBS RIL WHO s T4
14 4, W% 13 {5, 4% 13 B, WRPR 5 1% TNM 4R
#E:Ta ~T1 21 4, T2 ~ T4 19 5], 10 FFEXTEE, R
PR R 4 AR AT B TT AT AR B B A, LR BEAS

BULSE N IEH BRI
1.2 XM ENE
1.2.1 EZXHA  UNIQ-10 #E X Trizol i RNA $}

B E( LEETAY TRERRSHERAA);
Wi A & (INE K Biobasic 4] ) ; PCR §7 351K
F & (ANTP Taqg DNA AW ( LA TAY TREL
AR %A BR /AT ) ; Trizol ( Invitrogen 23 &) ) ; DL2000
DNA Markers( K& EHEY/NF]) o

1.2.2 FHEMNH KHEESE PCR L (M
Research) ; Z U1 RERE 5 40 B HHL (ZF90 B, |
TEIAT B RN ER ) ) s KB Gis 2000 B AR 7 #r



REMEFEFR2010 57 AE 35487 H

ARG ( Ll REERHEARAR]) o

1.3 3|4pi& it FEZ1I/LZTS1 B{#iRitik 5%
mhi2), i FilAE TAM TRERERRSARAFRS
B, FEF AT : SENSE:5'-GAG CCT CAT GAA GGA
GCA GG-3', ANTISENSE: 5’-CAG GTC CTG GGT
CCT CAG GT -3', PRODUCT: 259 bp, P % M B-
actin 5|4 . FIH Primer 5.0 B47¥4t, B LA T4
YITREBARRSERAE A, FF T, SENSE
TGC GAA GAG CGA AAC CTG C;ANTISENSE: CTG
TTG GCG ATC TCG TAG TGG,PRODUCT 520 bp.
1.4 ARALE  FARIRA BN HEE A Mk
WS 3R IRFEER 43, 1E H i B B AR 40 SV 3 A B iR 4
HE B E S AT RE . 9 IR 2 FH AR Rk R —
Z g (DEPC) b B WEFRSE 0l VR (PBS) whidk 3 IR,
B M3, 30 min YELA - 80 CykFE1#47, 1 F RT-
PCR &l ,

1.5 % RNA #9428 XA LA TAY TEER
k45 PRy Wl UNIQ-10 #43X Trizol &1 RNA i #21K
Fl&, FERE T AR A K, & 50 mg SIYHL
Z1410.5 ml Y Trizol, % FRIRF & Uil B #4E, 3%
% RNA $#E4)

1.6 cDNA % —4&4R XHLEBLETAEYITHE
BARE A RAE MMLV 2 —4% ¢DNA & sl
& VKB P R RS Y 5 RNA 2
pl, BEFLSES14 1 ul (0.2 peg/pl) , JERNA FE LR
TS W ERFE 12 pl, RERIESFBEL3~5s, K
NIREWFET0 CKW S min 5, VK 30 s, K5 &
L3 ~5 s, MIKEWKH, HMAWTHD:S x
Reaction Buffer 4 pl,RNase Inhibitor 1 pl(20 uw/pl),
dNTP Mix 2 wl(10 mmol/L) ,R&2 B EE L 3 ~
55,42 C/K¥H 5 min, I A 2 pl AMV Reverse
Transcriptase (10 uw/pl) , LB FKEEZE 20 pl, &
RIRAYITE 42 C 7K Y 60 min, 7E 70 °C fin#k 10 min
GER N, BIOK AT RS LI B AR TR AR

1.7 PCR ¥ ¥R m#k % 344 50 pl:10 x Buffer
5 ul, dNTP Mixture 5 pl, E F# 54 2.5 w
(10 pmol/ul) ,cDNA 5 pl,Blend Taq 1 ul, JG RNA
BEEBETKS Wl BEE S0 wlo M 2c1M4:95 CHl
AP 12 min, 33 MFH .94 CAFHE 20 5,60 CiBk
30 5,72 °C3EfH 30 5,72 C LK IEAH 10 min,

1.8 PCR =#¥ sk W5 pl P = F&RILL
% (EB) (0.5 pg/ml) B 2% 35 HE M8 & e o HL bk,
90 V,40 min, 8855 GHT ISR L5 FIFHEAH

1.9 #RAE HIN259 bp M520 bp NS HIK
3y FEZ1/LZTS1 3 A mRNA % ik PfH #, 1 B 3
520 bp & H Ik & FEZ1/LZTS1 3 mRNA #ik
B,

679

1.10 #it$ 7% RHY R,
2 #R

2.1 % RNA % %4X% $2EUE RNA B4 10 ~
20 wg, BT 3R B RNA R 24042 66 I &
A260/A280 W{HFE 1.8 ~2.0 2 fa], FH 1% 3 b
BERCH UK, EB Jefanf L 28 s 18 s 5 (MLEE 1),
AL RNA 5840] LI i RT-PCR 7T,

18s
28

1 3 RNA HIKE

2.2 RT-PCR ## & #k %% #ri4d RNA & RT-
PCR 4" 84 J5 , 28 2% (¥) By B A 6 J ¥ Uk 1 B 259 bp
1520 bp N5 HL Uk H A FEZ1/LZTS1 3£ K mRNA
Fik PP, [ H FR 520 bp N & HL Ik Wl FEZ1/
LZTS1 24 mRNA FKak A (LI 2) ,

2.3 BTCC #= £ % B e 450 b FEZ1/LZTS1 % B
mRNA #7] 2: £ 69 1b3%  FEZ1/LZTS1 3£ mRNA
TEIEH BB P BHME SR 100% |, TR K B,
TTZE JBE RS 47 401 B 968 +P %) BRI % 42 50% , BE MR
57.50% , Wi FH IR EF A G2 X (P <0.01)
(HFE1),

%1 FEZ1/1ZTSI EFE mRNA 7£ BTCC #01E 5 BER R A

R RZE(n)
BIvERL  BuMES Al BAMER(%) P
IEEENEE 0 10 10 0
BTCC 23 17 40 57.50 8.46 <0.01
&1t 23 27 50 46. 00

2.4 KRR ESH % BICC P FEZI/LZTSI & B
mRNA #7) 4 R #9142 FEZ1/LZTS1 3 [ mRNA
RIS DR AT 240 e v ) A 2R B e A AT A0 L i
BRI RIS R 1% D9 RBEMBA T
FaEE FE B 23 i1 J28. 57% (61 54% F1l 84.62% , =
HZAEFAGIFREIL(P <0.05) (A& 2).

2.5 REIsKSHE BICC F FEZL/LZTS] % B
mRNA #0249 4%  FEZ1/LZTS] %X mRNA
T B DR AT 200 M o 1) BA PR B 1B A% 17 40 A
IR ATHETIRE o 7E RPN P B RS A T4



680

100 bp ]
250 bp
500 bp

750 bp
1000 bp &

2000 bp

:DNA Marker (D1.2000) : 1.3
B2 s

JHLIER 0 9 1 22 43 1) 2 28. 57 % (89. 47% , i & 22
HZFAEHITFEL(P<0.01)(HE3),

%2 FEZ1/1ZTS1 BE mRNA #yFK %5 BTCC IR 4S5

[RERIVE) E o =hL TANTT 4 Z
HELRUS LR fr A AL 0Lk e

BxF(n)
FETH BIVER FMEC A BAMR(%) )P P
1% 4 10 14 28.57
0% 8 5 13 61.54 8.79 <0.05
1§24 11 2 13 84.62
&1t 23 17 40 57.50

3 FEZ1/LZTS1 B [F mRNA §yF ik 5 BTCC I K5 H

HEE(n)
WGHA T BIMESL BYESR A3 BAMER(%) @2 P
Tis - T1 6 15 21 28.57
T2 - T4 17 2 19 89.47 15.14 <0.01
41t 23 17 40 57.50
3 g

fid A e — N R H A 2R 2B
Bt RN EG AR R R EE T
FEAME R, JU R P88 2 D A0 2 16 SR 5 AR A
IME . Tshii 251 A FI M T2 AR & MR
AR PRI T FEZ1/LZTS1 £, 7 FE N 4h
XA BT Y op & B FEZ1 % R 78 1 % 2
RIS, e A e B R AT
31| B g 2 2o o S Py 2 28 b ek 1 R I a5
Ko XLLEERFW, KN FEZL 193K K 7T LU
4 60 348 RO AR A G, e B RBE B A AR SR AL

HHi7E FEZ1/LZTS1 J: A 5 i o R 5%
i ENAMNRIER /D, Vecchione %[41 L) Western FJI
BT 5 B AL TE AN MRS A L R, LA S e e
LULEEAT T 60 B 5 & PEB R B i g 4R 40,
FEZ1 7£ 4 520 #0221 37 R R e A Rk T
Feali s, BMESR A 5 J2 80. 00% 1 62.00% , A5

J Bengbu Med Coll, July 2010, Vol. 35 ,No. 7

2539bp

520bp

4: b5 AL

55 R A RT-PCR J5 8 R T 40 1] Fit ok B8 TE 40 R I
BE AL FEZ1/LZTS] 3£H mRNA 1R
B, FFLL 10 ) 1E 3 B BE R IEVE X B, 45 R R, 10
{9 IE 8 FBE L BE R PR 2R O 100% , T F ke, e
s e B8 47 40 M 8 b A BH R 42, 50% , B Pk R
57.50% I EBIMEEZRF A RITFEE (P <
0.01), 5 A MEMHAF, KR #EN FEZ1/
LZTS1 P i 2 3k Bk 4k v] BB 5 IR 09 & A= % VD AR
%, Vecchione 2" ZE W 55 b % B FEZ1/LZTS1 3
PR B 238 T IR AN B 2k 5 0 B 9 19 R B 3 O AR 6
#,79.00% [ G3-BTCC fy FEZ1 F£ik FHF sk,
FIXT A 25. 00% ) G1-BTCC Fi 53. 00% 1§ G2-
BTCC [ FEZ1 3K T AL, MARLE FALE |
NG, ML AT 40 fid s+ FEZ1/LZTS1 2 A
(4 B 1 2 43 5 K 28. 57% .61.54% .84. 62% , =
ZHZERAEGITFE XL (P <0.05),5 Vecchione
0T S 2k AR ; 76 F VR YE RN N L SR B A AT
4t g vh 0 B A R 53 5 2 28. 57 % ,89.47% , i &
ZMERBERITFEE L (P <0.01), £ FEZ1/
LZTS1 B mRNA 78 B3 B A54 140 M8 v 4 B v R B
FE R A7 20 M98 95 B 40 % A e BR 43 B0 T v T B
FEZ1/LZTS1 B[R W2k 76 5% e 9 i AR oAk e &
fb REME IR E SRR R FEEEER.
IR IR BRTTREBUR R A R ENREE S AR
Hif5. FEZ1 i) RNA KA FMEHERRTL—, £
HH FEZ1 35 W B4k F 2 & A #F RNA F A,
FEZ1/LZTS1 X W] 68 B9 1€ F WL 2. FEZ1L 5
p34cde2 (£ R/ HERE M) WE &K, 20
PR 30 ) - B R 2, D e v o 1 R A A
FHRAb I TR E A A, U H R Y FEZI #
FRAGAT . X 4b F 4 i JE) 30 AS 1] B BBE A4 400 B A 58
W, _ENMHESE S EELT S-G,/M 5, FEZI
FERZANH] p3dede2-CyclinBl KSR MMFE . Lok
Z FEZ1 B}, WM R EME T M, 40 A M #1B
U HE AR AR AMERAS . B FEZL/LZTS] %1
TSI AR A A 22 S R A A K



HEEFRFIR2010 F7 AFH35 557 4 681

[ 3EHHS ] 1000-2200(2010)07-0681-03 GERES -

B EL LA 2 BRI & SR
BERKWH,F =8 %

(HEE] a & 57O FLEB 1k (alien hand syndrome , AHS ) BG IR I R 2P BRI 22 M S22 BERE . o o < 452 SCRR B i 40 A7
2 ) AHS BYIGIRPERE, 46 R .2 B AHS FRAEVE A REARSN R B, 3545 XU T D R B A5 S i 2k AT L 3 F M) she 255k, CT
J MRI B7RR2r £ 2 B RHIER ., SXEGIT A, 44 AHS IR E 24 Ik SR, B R R B 40 B 0 it 50 BEI
PRBLHS SRR SRR AL BB I BRI U e . X6 R I B AHS EBA B A TR e JF R
AT IR A 4T KAHATT , LIRS, IERIAYTT .

[RBER] PN ; 5 0 FLA1E AL B ;s BHIR IR

[FEEBHARSEESHES] R742 [ SCERARIZAG] A

Alien hand syndrome:a report of 2 cases and review of the literature
QIAN Wei-dong,ZHANG Li-na, YIN Liang,XIE Jing
(Department of Neurology ,The First Affiliated Hospital of Bengbu Medical College ,Bengbu Anhui 233004, China)

[ Abstract] Objective:To study the etiology ,clinical type and neural anatomy of alien hand syndrome( AHS) . Methods ; Two cases of
alien hand syndrome were analyzed combined with review retrospectively. Results : Both of the 2 patients had the alieness of the affected
exiremity ,molor preservation, autocriticism, the mirror movement and other symptoms. CT and MRI showed lesions mainly involving the
corpus callosum. Symptoms of the two cases were improved after symptomatic treatment. Conclusions; Alien hand syndrome has complex
causes , diverse symptoms. A common clinical classification includes the frontal lobe form, corpus callosum form and posterior form.

Lesions involved the medial frontal cortex,corpus callosum, parietal lobe, thalamus, etc. The patients with AHS should be given active

imaging examination, specific analysis of its causes,and timely treatment to prevent misdiagnosis and delayed treatment.

[ Key words] brain diseases;alien hand syndrome ; cerebral infarction ; frontal lobe s corpus callosum
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