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25 H Mw B R 2y 2 875 X 10° sl s 25 BEAR & 2 B
ATESKMSCE , RESHEHBENEAGEHR R LT
P, BT IX 1972 ~ 1999 4F 45 i 9 i) B % 1 FF 100 % LA
R0 AR ok 4 [ 45 i 2 4B BRI 8 R o T R I R
UL ) e R 1 e AT

WGIT A E A UG 1 BN R R R R AR YT
Dukes A %5 B FARIBITIE M 5 4FE A7 F T @ik 90%
PL bl Dukes D 125 1 W 988 19 5 R LEAE SN S 6 A0
Kk R A 45 1 3 10 50 B P e 5 BV 9 1 R HE R v ke 1 G A
PR 31 .25 1 M 98 10 5 DR 2 9 L 8 26 o A Jie 88 2 1 9 e 5
FR MR =0 EEREE - EZHELEEMIIALS
MrBe kA R R RE . 29 1/3 104 B s B A B e
SO R RS R ) S A A R R T I B B R R
b AR L BT A G A L S 4 A A T A 3 R M A R
TR R e & R Rt T A R I
HiZ5 X E S5 25808 0 T 8106 — & WIUT , 45t
A APC %[ (adenomatous polyposis coli) %75, A Ras 3t
PR 5% M B B B 28 78 L Ak LA p53 FE R g8 AR L 4 T i i A o
A FE AT KGR T AR AR S B Y 5 45 B O 1Y) a8t A B IR Sy LR
W2 R By va SR At 7R AR L 5 ORI (B A B T AT S R
A S Al B R DR M SR AE X E — 4 TR i
45 W 9 1 Bk R RS AL L R LR 2 W RGO R0 BB LA
1 BHBEEREEEEEENE
1.1 FAP 5 APCIER P RRAS  FIRNE IR Ak B AR (fa-
milial adenomatous polyposis, FAP) fA 45 & 2 45 B 7 o Il &
BTSRRI X T e T ILE W S EF A,
FAP B KA I 0 A B R LT R 100% . Z 8B H 4 50 %
DARE & A4 85 B W -, 1986 4F Herrera %5 15 58 & 3
FAP 525 15 5 5 R KB a2l 10 B % 1992 4
Gorden 2523E 52 FAP % % 4 5 APC(adenomatous polyposis
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APC JE[H Fif R 88 A1 500 2 B, dw i UL ) 58 748 A A2 5
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1.2 i fe PR B IR P45 B W (HNPCC, Lynch ZE & 1E)
Lynch £5G 0E A (0645 25 B 98 19 52 1% 2 I T R
RIS T A REAES Y . B Lynch Z5AAE Y 3 R R 4 IR
BE 5K MLHI MSH2 , MSH6 I PMS2 i Fh & 5748 , HL A5 4%
Tl A6 52 S R P 3R 28 28 (M 45 4 5 AR A5 W s 1 b 3. 0 8000,
FE PR B I A1 S 60 00, Al A9 1 A1 LSRR 20 608
HHri2Wr Lynch 8 & 1F 3 B K & Amsterdam 5 i . Lynch £
I BT B0 45 BV g o A B g 0 L 54 A A

Bl 31 HE W2 0 R R R AR RSB IS UESE A LT — S i
& % 3 B (hMLHI1. hMLH3, hMSH2, hMSH6., hMSH6 .
hPMS1 hPMS2 & hEXO1) 5 Lynch %44 i #9 % £ 4 600
Y Lynch Z5-5 i AH G 1 Sz DL 56 TG A& 52 0k B 32 2847 MSH2.,
MLH1 & MSHS6, /i i 4 5 Bl & 5 & 52 25 1 80 %6 2 A5t 47,
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R E R MYH B E M REEN A TFREAEE G
TOF SR Z K45 5 W 5 b 45 9 5 i . MYH JEP & —
ALY 518 B K H (base excision repair, BER) , 5Z fif T 1p35
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RAERYI BN, 645 H i B3 AT ORI B MY H 2 ]
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HAI 3 GRIE 20O M 2 15,50 %6 (19 5 FE 17112 MAP B R B
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KT 258748 . Enholm 21T 1 1 042 45 A M i 5B e 424
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NBURY MR . BRI R R Z 55 HWE S A ¢
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fiff (Methylenetetrahydrofolate, MTHFR) , K & 1 #f 5% & 7/~ #b
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7% o T 7 T R A R N 45 T B e R R APC = 11307 Zg & 1
P BB R i 890 ~15%6, T—A B 5878 T 8034 22 B 8 A i 12
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/N RNA(microRNA, miRNA) J&— A 1 K BE 2 K
19~24 NMZAT R W AR 5 /8 4> F RNA, 1993 4F fy 35 [ 2 %
Ambros SFLERF L BUR B 1 2 R B, i 5 5 RNA
(mRNA) 3'JE §H1% X 58 4 5L 4 B4 25 4 B 308 mRNA FE
it 5 10 3 0 ) DA T 0 3 PR i 2k b AT R, HRTE & B
FEI A ZE miRNA B #5700 L B0 E 3090 A%
HR ik, WF5E &L, miRNA FEAI LK & 8T Ak 1 5 45
A B B R P R MR AE Y . M AL AL T e IR
A Can g Bl R R P %) B miRNA R 5% & &
A R B RO L 3 a o A YU I Y L DR YR TR 9 L O T TSR
H miRNA 23535 19 46 00 7T 6 B 9w A7 2 Wi, i T H A1 45 /)
ELAT T R0 0 B 32 WA TS A R — O B 2 Tk
PR . Bt miRNA [R5k % B9 K I /2 87 5 2k DA B 4%
Fp A b miRNA 555 12 Wi 09 Bk il R A — 25 3R
1 miRNA $5H R1EH RR IS AR R PR AT 171

Lawire 2 T 2008 4F 76 L% & K & BT miRNA 917
FE B J5 Mitchell 250 %) 1 3% B A i RNA 3 47 il 32, 9% 4
19~24 nt fy/N RNA $E47 43 8 FOlE 07 B bt 45 4347, % B
73% 074 5 B A miRNA J¥ 51 — 50, B S 0901 9% bl 42 78
N At A BB AR S A F5 PRI MR T L 257K 7K L 56 3T T % i
HIWRAER ] miRNA (93R35 . R T2 miRNA [k I
A K59 AR 2L R A0 Y O 3R H RTIE AT 28 . Chen 250075 it B
%9 A5 e R I LG miRNA S 4T T 4087 . & 30 {k
FIME T miRNA B335 3% 5 1M 4 i 77 75 55 B 0 AH OGP (=
0.921 4) . 711 5 BUIR 25 F P2 (4 A0 5P B Bl /s (= 0. 449 2),
PRV R A T, M3 1 miRNA T §8 32 32 5% 5 F 1 40
Ji6L L TR 2 RS TR L 8 40 i T miRNA T BB R U 9 A8 1 4l
SUANM . ¢ T A8 AL A0 A b ¥ miRNA 3 AP 9 1 40
ML 34 2 0 1 W 9 0 T i A A k0 T 1 2 40 i o ik
M AR TT B 2 RS 4L SN 32 B 43 6 U S miRNA F AR
Hal A miRNA P 35 1 3t B (0 R 78 S I A o/ e 55 44 285 4
T DAL TR 2 3o i AR T . AR R AN TR) Y 9
RET . — 28 miRNA 1 3% 5K K F 7T R AE PR 0 F m 50T
M, 2 BURTH miRNA Rk, BoR T HAE R 595 2 Wibn &
W .

B AEA T miRNA 1 ) — ket HH A 2% M
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P BB E NN i TR P AFTE RNA B (RNase) , miR-
NA AN aete e A7 76 Hoop AR BE S 09 O 58 & B LG / 1 5 A A
B miRNA A8 Y452 & . AR HEHL RNase B FEAFE . 53 40, MG
miRNA " K B[R] & . R CE I8 1 B W S 57
T2 SR S AR G 45 8 R . miRNA & s 00 35 4k, 1K
W miRNA G0 ES e 1Y J5 B i S 3 48 L 4 D0 T AR 2 1 T miR-
NA AL AE SN WA B A S T/ 3o 2 i 2 g R
T miRNA G52 B R miRNA (3% — 55 P Lt 4y &2
%\ oy A L oy 8 P B0 A 11 38 00 S L O A S AR S
12 T I A AR A

2 miRNA & RN/ 5% 7 %

2.1 T EAR 8RR AR AR T miRNA HE AT
Tl EREAR T & miRNA (A 2s, ik B & m i
Rk TR P 23 miRNA 8204 B i og 4
Z 1) J& Solexa W J¥ 4 A, % J5 5 3@ 4 2R P9 I Wk Iz B I H Dk
(PAGE) 438§ i K /N2y 30 bp LR 7 RNA, 8K J5 783X 22 /N
RNA 251 5" F1 3" 354> 940 b Solexa 323k (Solexa adaptor) ,
PCR 4" 34 J5 » D\ 35008 M B8 I v 3K v 43 8§ 3 90 bp 19 DNA K
By, 4lifk 5 347 M F (Hlumina’s Solexa Sequencer) , 22 miRNA
HOHR T L XA D A R

2.2 i PCR E# PCR AR FEH T A K miRNA I 7
Je Xt 45 8 B miRNA JE 47 35 3EF o H & A7 @ &, TR W
FETHRET B R 0 B R 0k T 5O Yo R i s i A 4 R
e FHE B E A AR #9757 Stem Loop.Key Like
K Liagation Assay 5§, i% =& W& R . X B4
SRR AT X4 A — miRNA G 19 A 7] 28 4, (85 3R B 1
5 A AR B O T U YR A i R B R
IR A polyA IR A BN 2 2 . 51 ¥ £E il B . Multiplexed
RT BEH miR-Q B4, X 26 75 Bk 4 AR 7 50 B2 5 im 45 AR AH X i
BB RN BRI T RS TR

2.3 AP EIE % (Northern blotting)  Northern blotting J& H
HAL I miRNA Rk s 80 77 1, A 5 5 P T B AR Y
5 RS HT 3 28 miRNA #8557 2258 i Northern blotting > i
FTHRTE AN o 205 1 1 Bl s 7E TR B B R AR
ANHEXT miRNA 3% 5 $EAT 2 & 43 0 B B8 #E 47 il & 19 46
me





