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[HHE] BH WIS EL L FHIT Al MDRI mRNA FEik& IR B A5 16 PR B2 2 1a) i1 56
., Ak LT (real-time ) HHXTE & PCR, K 4 X BRAH 45 Bl AIE SR 61 ] S HER A 2L, &5
£ FHIT ZE[X 5 MDR1 5 mRNA 3% 55 5 48 1 % B8 20 FUss fE 2 56 41 22 5 380 et 24 2 S0 (P E 51k
0.049 F10.014) , FESLINA FHIT JEP mRNA 3K AT R PR R AL, IF HAESRAE 5200 2 rh 41 41 43 7|
GRS R R TN RIEE T A Gt =B L, A M A AR i — 2P & MR, J8AF 240 41 MDR1 %
mRNA Rk & m FREXTIRA (P <0.05) , AL B 22 RA G 2EE X (P =0.05) , 76 H A AR 2
EPR AT R R TEIT2ER L (P >0.05) , 38 A CHE AT /R P 2 (R A D6 22 R BG4 (P =
0.14), £5i& FHIT JEF mRNA ik G 7E S g 24U BAIR , JF B9 17 % AL AR, MDR1 mRNA 785
W95 S B A A v 23R 3R . FHIT 5 MDR1 FEJEAE S 30 40 mRNA FRIBA G bk 22 S o it 3,
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The relationship between the FHIT and MDR1 genes in the nasopharyngeal carcinoma tissue LI Ping, MO
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[ Abstract] Objective To explore the relationship between nasopharyngeal carcinoma and mRNA of FHIT
and MDR1 gene. Methods Real-time PCR was used to test the two gene’s mRNA expression in 45 inflammatory
control group and 61 nasopharyngeal carcinoma group. Results The two gene’s mRNA expression was different be-
tween 45 inflammatory control group and 61 nasopharyngeal carcinoma group( P =0.049 and P =0. 014 respective-
ly). mRNA expression of FHIT was related to histological type, clinical stages and invasion stages. It was lower in
the nasopharyngeal carcinoma than that inflammatory control group. It declined with the cancer deteriorating. mRNA
expression of MDR1 is higher in the 61 nasopharyngeal carcinoma group. There were no correlation between the ex-
pression of FHIT mRNA and MDR1 mRNA in nasopharyngeal carcinoma tissue( P =0. 14). Conclusion The ex-
pression of FHIT mRNA is lower and MDR1 mRNA is higher in nasopharyngeal carcinoma tissue. There is no correla-
tion between FHIT and MDRI.
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LR Wi 55 b A S 5 o Bl e
VR SCHRARAE , 1 MDR1 FE[H |, H 508 L K FHIT
IR R MR D, EH R UL PCR (real-
time PCR) £ A, 434 42 191 1E H A 850035 20 20 K%
FRACHT 61 5] &l 9 20 21bR A< FHIT 5 MDR1 1
B SRR O, T B 516 RFEAR XS F o, AR 2
[P

1 Xg5h%

1.1 #FsExtg WEEFR B 2012-02 ~2012-09 22 ]
106 {7 ELA R LR A . Xt BEZH N SC g6 4 45k 1 )
PEIX PN, HA X B2 45 ] 4F IR TE 14 ~66 %, T
AEIE 42 25 OB E SR TC IR s HL 2 BRE S 12

PR RAE R . L4 61 1], 4% 23 ~80 2, Hifi;
UL 45 %, IABRUE RIS 2R BIHIE S Sy S i
KRG FIRIT HIREN o SEHR2H o5 B2 AY iR
LB 46 41, im0 AL 15 4],

1.2 FEZAH 4141 DNA RNA LG & (dbat
RAREACRHCA PR R ) | 005 s i) & (Fb i KR
AL B FE A R A F]) , SYBR Green real-time PCR
Master Mix(dt 50 KRB HARAF ), 6 x I
FEZE W ,50 bp DNA marker,

1.3 real-time PCR ¥ 34514 18 s(INZ M) ,FHIT
( HAEER) ,MDR1( HAYEERHD) 519 W 3% 1 ( LR
TAB) .

%1 18 s FHIT MDRI1 3| 4y /7 7|

5 LWL TSI PHTY)
18 s CAGCCACCCGAGATTGAGCA TAGTAGCGACGGGCGGTGTG 253
FHIT CAACATCTCATCAAGCCCTCT TCCACCACTGTCCCGACT 191
MDRI CCCATCATTGCAATAGCAGG GITCAAACTTCTGCTCCTGA 167
1.4 JiE TT2FRIERBGRAE SCEVHTE S 5 w6 x EAEGE il 1wl 247 3R A 8 i vl

FER KR MG, BT 1.5 ml EP & P '®E - 80 C
TRIR VKA LRAT

1.4.1 Z1Z1 RNA $2H0 SRAIRHR DNA RNA St
A GRS RRBCH LS A 1.5 ml EP 45
W B 0.8 mm ELAR DY IS B AT AR VK L WEES . 2
Je B E R S R O R A

1.4.2 W54 M cDNA - B 10.5 pl( A RNA &
1 ~5 wg) , FORM % SR B e 20 wl
TRFR | He0) & UERH B AE, A 30 wl & RNA fiff
Ko FHNZB M 18 s PEAT PCR, BRI v VK A o
cDNA F*WIEWZ 5 AT - 20 CUkFETEH
1.4.3  HFIX}E & real-time PCR  JZW AR ZR A 20 pl,
10 pul SYBR Green real-time PCR Master Mix,0. 6 pl
LT I,0.6 wl FUHESIH,2 ul cDNA,2 ul ROX
Reference Dye (I & NEL#5) ,4. 8 wl KB T /KALE
N PIRA AT, LEOHL3 500 #4530 s 248K
S, ALERE ABI7500 , JE 454 95 °C 10 min;
95 °C 15 5,60 °C 15 5,72 °C 20 s 45 MEH, 172 C
BHlEDEE, LU 18 s ZER R IAAE I NS IR, %
1E FHIT #1 MDR1 %:[X mRNA Ay F k& B
HE 2 I C PP, B ACHE, ACt =
(HEFRH Ct i - WSHH ) .

1.4.4 real-time PCR =¥ 4% 7 504E B PCR 7

¥k, LA 50 bp DNA marker {2 I8, 50 0UF H 19 4547 K
/N B RE PCR P=HI RS

1.5 Siitefdrik i SPSS13. 0 Sttt e v
HERA ACUHE, THEEERIAI R = ARt (5 25) £
N, PR LEECR ) ¢ K, AH G R 20 A FH A0 56 43
Br,P <0.05 AESAGIH¥E L,

2 R

2.1 Wig FHIT 28 mRNA MY} E AR EE &
PEXT BRZH ANSE R 2H FHIT 68 mRNA #35 A Ct (B4
WIS (11.24 +£5.27) F1(13.36 +5.51) , LU H FK Ik
HIEXTIRA 0.23 £, 2R AR L (1= -1.99,
P <0.05),

2.2 HZH MDRI1 K mRNA MIXFEA R HE &
PEXTFEZH A 5286 20 MDR1 K mRNA %3k ACt fH
SR (17.93 +4.62) F1(15.7 +4.49) , SLHH %
IREEXT IR 4.69 £, ERAGITFE XL (1 =
2.50,P <0.05),

2.3 NPC iK% )25 FHIT MDRI mRNA Fik %
R ORRARIGIRIZ W bR E T, R IR A
SRR E I PRS0 R 28 FHIT 2 mRNA
FIREFAG2#E L, MDR1 2K mRNA Fik7E
HAE AN RIB Z S A G 8 L, HAh2: 51
TGt FE L, W&z 2,
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*2 LAWK EE FHIT MDRI mRNA ks W% 4

FHIT mRNA MDRI mRNA
I DA B e
(x£s) t P (xxs) t P

AR <50 13.16 £5.96 15.4 £4.93

>51 13.77 +4. 89 -0.06 0.97 15.9 +4. 99 -0.48 0.95
5] % 13.06 +5. 67 14.97 £4.70

B8 13.82 +5.81 -0.15 0.88 15.44 +5.96 -0.19 0. 86
HE A KA 15.24 £6. 12 14.82 +6.01

[yt 11.36 +4. 89 -2.62 0.01 15.79 +4.99 -1.99 0.05
I R 4339 I~1 12.92 +5. 13 14.17 £5.29

-~ 15.46 +6.79 -2.36 0.02 15.88 +4.19 -1.58 0.12
JRiRZR Tl ~T2 12.18 +5.93 15.07 £4.51

T3 ~ T4 15.45 5. 02 -2.21 0.03 16.0 +6. 86 -1.32 0.19
WL ZEH 7S NO 11.77 6. 11 14.77 £5.48

NI ~ N3 14.96 +5. 98 -1.73 0.09 16. 15 +4. 49 -1.35 0.18
LA MO 13.87 +5.09 16.23 +5. 84

M1 14.17 £5.22 0.43 0. 64 14.51 £7.26 -0.28 0.72

2.4 MHRHIER SCH4H FHIT 5 MDR1 A
mRNA FiE AT HH AT, 45 5 7 A G M A B
(r=0.19,P =0.142),

3 g

3.1 NPC J&—F b Bz 5P g, LAAR 431k %
FEZ L, FE NPC AR ST RIE IR0,
Hog AR A7 b s BRI Ik IR A £ 5, & —Fh 2 3
Wi SN 2R ) A e R 1 R S
I, T I 2 W % NPC () 2 Wi A R
W EH AR R E X,

3.2 SCTF FHIT £, i 25 10 Z4EMBF R ETE
SRR R 2 LR e e i E
TR A 2 R TP & 4 A A S R AR
NZEIEDHE H i & PR VLR A 5 80 AN, FHIT J&
T I BRI 55, ISR 1 Y R 5 & A B
24 HAMBRA, Hu 27 % NPC MU T 4 2L 8 40 $%
DB A B, FHIT & K9 53 5 45 DUECE NPC i
AN EEE I TR NPC &4 1 0K ) 1 i
JFr . XP#e WS BRI R FHIT 3£ A4 LOH
FEL MR ST EB JR BRI YL AHOC . ARSI S5O0
AT E R PCR &3, FHIT £ 8 mRNA 75 &4 08 93 40
iRk CNE1 ,CNE2 " 3k Bk ; 78 B 4 21 rp 12
Rk, YRl ik B AR T R M AL, I B AL
B A 22 A B GRS R T rh Rk 2
BEERE X, HIFak b E e vk — 2 & ik
i, X FEHA FHIT 2E mRNA 358 R 1E NPC &

A RS B i E 2 — 20 K lE mRNA
Fikmpliz TR,

3.3 MDRI 32 Hih 1k & B0 5 5 2 0 40 i
it 25 DR, SR 25 BUE ) | S8R IR ST
AT DL HEE . NPC XS 23697 B BUER H S8
RAEP T £ X R B & NPC 41 /i MDRI1
mRNA Fl P170 48 H R IA &, 2 5 508 41 M 25 1
WEJFN , A5 L, MDR1 mRNA 33k 5 50K
Y T RMX IR, ABAE SCIR LG PR AT 2 A58 AL
YRR R G2 R R ,

3.4 AR ESE I s 414k Xt FHIT MDR1 %
DR 3 1 bk i AT R, T B Rk B R oG
AT BRI E 2 R TG4 L, ik
TR 52 30 B0 48 R AR LA LA AT 6. (1) %
St PCR 9 8 JE PR e B B30, AR IR Bk e 97 14
BEF FHIT JEH mRNA # &4 BRI 5 56 6 4b
BT, TR B R e s B L A E
H UL AT RE S B0 mRNA FrAG Il o 2 i TS bn 2 (1 A4
B, B Ry A A A At A A S i 2 1
(2) FHIT JER 23 i/ 200 R R 2 8, Hean 2 A1
Bt BN G AR R Bl T AR A R A i
Z R 2 FHIT AW, (3) MDRI ik &t
TE3Z X P mAesr 259 G T, XA — ANk
PR, TFRATT SEIRAR A R A R it ik AT Y
W2, X Z B s R 2R LR, (4) G ¢
PE4HT 7%, FHIT 5 MDR1 (9 mRNA 23k 540 %
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The application of polycyclic mucosal resection in colon lesions LUO Xian-ke, TAN Jian-rong ,TANG Xue-yuan.
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[ Abstract] Objective To explore the feasibility of application of polycyclic mucosal resection in the treat-
ment of intestinal lesions. Methods The polycyclic mucosal resection was used for the treatment of intestinal flat le-

sions in 18 patients with flat lesions. Its removal rate and the probability of complications such bleeding, performation





