1380 FTHREF 201056 A% 39455 114

FifEEALAH a,; FUCT Wl mRNA WREREEHEBHNXR

do RN, E RV, 2w, EHEH LN R AP
Q1. ERFTHEZAREKRSERAAA 400014;2. TRERXFEHE _WBEER R AA  400010;
J.EZEEKRFH G ERS MM, F K 400038)

@ E:BH Rt a, FUCT IABE mRNA EMRAR RFEFMARTHREIALLERBER T X R, K
B R i 4 - A B4 KRB (RT-PCR) F 4 ary FUCT WA B mRNA £ 92 ) il /& 2022 .20 )8 B F M AR P e Rik, &5
8 o FUCT A B mRNA ZMEALR T EEFH0.6720.15), BEFEFMAREALFTH0.4520. 1D, ZEFHAAHF &
L(P<C0.05), & ZME L0, 7940, 19) b Ak R 3%, s LB B 41 2 (0. 68 0. 17) P AR R Z, $F B4 22 (0. 51£0.12) F
FE B EFHGLFEL(P<0.05), a,; FUCT AR mRNA &is 5 TNM 58 5 E BS54 mRP LU L,
55 AR X (P>0.05), G a. FUCT AR mRNA X Tav 5 MBes L AR #H X,

KW 0 FUCT AR

HESES:R734.1 MBRARIRAG : A X EHS:1671-8348(2010)11-1380-02

Expression of the a; ; FUCT V[ mRNA in lung cancer was detected and correlated to metastasis
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Abstract: Objective To investigate the expression of the a;,3 FUCT V[ mRNA in tumor tissue of lung cancer and lung tissues
RT-PCR method were used to detect the

expression of the ai.3s FUCT W mRNA in 92 cases of tumor tissue of lung cancer and 20 cases of lung tissues around tumor. Results

around tumor,and to discuss their relationship with clinicopathological factors. Methods

The level of a;,; FUCT V[ mRNA in 92 cases of tumor tissue of lung cancer was significantly higher than that of the expression
in 20 cases of lung tissues around tumor(0. 6740, 15 vs 0. 45+0. 11, P<<0. 05). The intensities of a1, FUCT V[ mRNA in lung ad-
enocarcinoma were highest(0. 79£0. 19) , the second was in small cell lung cancer(0. 68 0. 17),and the lowest was in lung squa-
mous cell carcinoma(0. 5140, 12), The result was statistically significant ( P<C0. 05). The expression of the o;,; FUCT V[ mRNA
was associated with the TNM staging, tumor cell differentiation. the lymph node metastasis and pathological typing. but not with

gender and age. Conclusion
cancer.

Key words: lung cancer;a;,; FUCT V|

ars FUCT VILJ& —FpoBi4E i T . G 10 A S pg L 55 72 3
P COMEEE IR Y . B2 7= A Sler (UFR A MR VIR AL 19 1% 2 - X0
Y B . R HR SCHR G L Sler 78 KB L B R B DO S5
AU B s B R GRS IR S IR R A VR R R R
BHBUGHEWAAL, B oy FUCT IS5 MWEBXERZMA
T4y iR, AWM RT-PCR KM o 5 FUCT VI 2
mRNA TE i 7 20 21,9 5% IEH Bl 4 20 B9 %3k, 33T as
FUCT VI ZE P mRNA B33k 5 G R H N R . UL
T il 9 & JR s B T AR ME .
1 MB5F*E
1.1 fRA WEEARBE K BME AL 2008 4F 6 H & 2009 4F 6 H
18] T A 0 5 M g 37 A AR 92 9] (BB 52 i, £ 40 D),
IR (54£1D % . o iR 36 1. 8598 30 1, /N4l L 6 26
B, 95 55 T il 4 S R B 41 21 (5 em) I IE H S AU
RS R 2020 20 B4 Ry X RO SR . B A AR AR B AT A LR 2
J& .3 h EERS 2 —80 “CAR IR VKAR A AE
1.2 ik Rever Tre Ace-a-ii%E sFid 7 &M H TOYOBO 2
7], PCR System 9700 W H Applied Biosy Stems 72\ ). PCR
Mix Taq W A KR
1.3 RT-PCR# HUhrA 20~100 mg. L TRNzol i 7 $2 Bt

The expression of the a;,; FUCT VI mRNA maybe correlated with occurrence and metastasis of lung
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