74

B2 EH 1M o= F
2010 4E1 15 H

N
ACTA ACADEMIAE MEDICINAE MILITARIS TERTIAE

Vol. 32, No. 1
Jan. 15 2010

itZE

B4 POT1 mRNA Ri& inRiEEE S BEAERX AR
I OF BMA (400038 T 5 IS KA HIE B &AM (LTI
[ B Hift BIHCAREAINE POTI mRNA ek SRTGEIE S P &R 03C R, Jitk RIS i RO

PCR MM AIA] 8 264 AT POT1T mRNA f)23K , SR JH TRAP-ELISA 25 1 73 B A [ 40 M s b g 5 4 . 82 557 16
ROIEAH LE , W30 B i 4121 POT1 mRNA B4y, rp i B2 SLRYIE A= 15 -5 L IE B 65 LU B POT1 mRNA 23kt W] 1
B M b B A BRI S HE R 18 26 POT1 mRNA S0k JoW] 22 5 o WD) 18 i 2 vp B B L R0 2 1 80 8 1 jz v
RIS 2 T b B A A ZH B URNIE 18 B L B (EUR B A v B R ML RUIE AE I g b Bz Al A ZH VRN IE 18 b ]

LS . 1000-5404(2010)01-0074-03

S B P G B ARk, 5B
POT1 mRNA WX 52 TXK,
[X@iA] POTI mRNA;Jihs I 1 ; 5 9
[HEESFES] R735.2; R345.5; R394.2

I P 0 R PR A SR A L B A e T LE R b R AL S R A, (E

[x#irEm] A

Relationship of POT1 mRNA expression and telomerase activity with incidence of

gastric carcinoma

Wang Lei, Fang Dianchun ( Gastroenterology Research Institute, Southwest Hospital, Third Military Medical University, Chongqing

400038, China)

[Abstract ] Objective To study of relationship of the mRNA expression of protection of telomeres 1

(POT1) and the activity of telomerase with the incidence of gastric carcinoma. Methods Lesioned gastric mu-
cosal tissues and the corresponding normal tissues from 30 cases of gastric cancer, 30 cases of moderate or se-
vere atypical hyperplasia, and 30 cases of intestinal metaplasia were collected in this study. The expression of
POT1 mRNA was detected with real time-PCR and the activity of telomerase was examed with TRAP-ELISA.
Results Real time-PCR analysis showed that POT1 expression was increased in the gastric carcinoma tissues
compared with the paracancerous normal mucosal tissues, increased in the severe atypical hyperplasia than in
the corresponding normal tissues, but there was no difference between intestinal metaplasia tissues and normal
tissues. The activity of telomerase in the advanced gastric tumors and severe atypical hyperplasia was signifi-
cantly higher than that in intestinal metaplasia tissues and normal gastric mucosal tissues. However no obvious
difference was found in the activity in gastric tumors and severe atypical hyperplasia with intestinal metaplasia
tissues and normal gastric mucosal tissues. Conclusion  Although the activity of telomerase in gastric cancer
and severe atypical hyperplasia is significantly higher than that in normal and intestinal metaplasia tissues,
POT1 mRNA has no relationship with this change.
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Oligo (dt) 15 primer, M-MLV Reverse Transcriptase Rnase
(Promega /\ @) ), Tripure ( Roche 2 ) ), PBS-T % £ i 7| &
(TIANGEN A #], VT201-01,20 wl),TaKaRa Ex [iff (TaKaRa 22
) ;SYBR Green [ (Roche 23 #]) Bk 4 BUili) &, 5L 5E 7
PCR 17 & (TaKaRa 24 #]) o

RNAsafe ( RNase Inhibitor, TTANGEN, DP409,1 ml) ; DEPC
b PR PR A BT AT S P 75 % LB DEPC AR JE Y K
dr /N Tip & 1.5 ml EP 4 ;200 wl #F 11 PCR %,
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RIS 5 96 PCR ¥k, BEM L2519 8eit: & RNA H]
RNeasy Mini Kit $li#2 (330 ) , DL RNA R A 1 44E
A AR £ 5 5% A L cDNA (amershan pharmacia biotech, Upp-
sala, Sweden) (FZ UL 45) o WA ZR : RNA 5wl RT J2 )i i
18 wl M-MLV #5550 1 wl Rnasin 1 pl, BAR 45 pl, ;o5&
4 :RNA 70 °C A ¥ 5 min, U & F UKV LB RNA &,
37 °C 7KW 30 min, PCR F§ SYBR %% PCR 4.0t 5 &
(applied biosystems, foster city, CA) 52 i, POT1 I ¥if. 5'-
TCAGTCTGTTAAACTTCATTGCCC-3", F ¥ : 5'-TGCACCATCCT-
GAAAAATTATATCC-3', 7= ¥ K £ 1 960 bp; B-actin [ JiF:5'-
TCACCGAGCGCGGCT-3', T Jif: 5'-TAATGTCACGCACGATTTC-
CC-3', P & 312 bp, R ZR PCR [ Wik 21.5 wl, Taq
B 1wl RT SOR ™9 2.5 wl, B ZR 50 wl s SRy 26 1 - PAZ 1
95 °C 5 min, ¥EATHEH 95 °C 30 5562 °C 20 s;72 °C 20 s, 3 40
AMEFRFEAH 72 C 10 min,4 CHAF, HPFOLE R PCR K
FHBET 4 RS $5 DLECR 4 x10° 4 x 107 4 x 10° 4 x 10
(HIBRHE S 107 copy/ml A B i B 1 1) , 9 18 B4 | BH 4 %
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100 pul S RE 1Y 55 5 75 10 min £ FHOCEE 1K b 52 100
A RSL I EEE BEE D (450) A D(690)
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2.1 XRFE]F %68 POT1I mRNA # %k

ST A H 96 PCR 5 POTT mRNA 261k (048 b5 9
JFH: RNA P UURC, 432 B8 B i 1 285 753 R [7] 4141 POTI mRNA
1tk hPOTL AR Lk A% = —0.338 1, il =46. 68,
iR y= -0.338 1v +46. 68, FRHIALS bl AR S 1Y
A T B BRI H %, POTT mRNA #3529 10 i 44
B (P <0.01) , 5 b A 5 B8 5 HCIE 4 8RB POTI mRNA
FK LW (P >0.05) , P A I |5 R 14
LB AR ST H B, POTI mRNA 3k W1 41 (P <0.01)
R HZ LW B 2R (P>0.05), WEI.
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th POT1 B 3A B S 1] #a 4, B 30 55 9 v POT1
FekmgE  HRE P B POTL kb .
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