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Prognosis prediction of colorectal cancer: research progress

ZHANG Lifei', PEl Haiping’

(1. Department of General Surgery, Hebei General Hospital, Shijiazhuang, 050051, China;2. Department of General Surgery,Xiangya Hospital,
Changsha 410008, China)

Abstract Colorectal cancer is one of the most common malignant tumors, with morbidity and mortality exhibiting an

increasing trend. Appropriate therapy based on prognosis is an effective approach to reduce the mortality. In
recent years, research concerning the prognosis prediction of colorectal cancer has increasingly become a hot-
button field, and a lot of potential indicators have been proposed. In this paper, the authors, from the perspectives
of histopathology, chromosomes, molecules and genes,describe the prognosis predictor for colorectal cancer.
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Feo . SRR, Rl EARIRIT IS . HAT,
FARAIRIRES H T H R B A — 3, BAR,
TNM J3 12 FUe 00 f Al &8 B 5 b, (H AR AR
WA H R, JUHRX T AR 2 T ARG T Y&
H o, R LSRR O R T SR T R .

1 HAAREBEEESFEKE
1.1 PhE SR
KT 8% 1 B g UG A0 Fe 32 A P s 35 [ R

A Z 4 ( American Joint Committee on Cancer

AJCC) / b Ft 9% B % (International Union
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Against Cancer UICC ) il B TNM 43 ], TNM
a3 B AR IR 0 A R e B ORI, LR
i 9Re SR B VR VR T L M R S RS B R b RS
TNM 4 A 8& T 45 B W IR T dn ifE, 2k ¥ i
Ay TR L AT IS AT BRI . R Ik 4
B MR 0 52 i 45 L i 5 S 0 TR B IR T O
WEMEERZZ —, i AJCCH 7 U TNM 434,
I, I, HL. IV A9 5 48 A4 £7 2 40 5l 2 90.1% .
72.6% . 53.8%. 10.4%'", 1 M8 F% T RIEIF, K
Je BETTWES , IR E AT F ARG ARG IT IR YT,
A2 ARAXT T WS e R E AR ®R NS T
BRI K LR AEAE i, 1SS B e € XN
T NoM,, BRI 28385 k2 G 15 . ok 0 45 7% 7% I
AR, ASCO., NCCN., ESMO #8 Fg ik N i 5
A2 | PERKAE WA . AR R 5 FL SR IR KA N
A TG 2 WS E R, o 1SS B e B
A5 B B AT 1 AR

fiff )2 AR A A, W] IR A B g R At
ilp MAEE s, fAE B EAE R . THES I &
REgh s, 24 AR A i il . 2 i DL 2ok
ilp, WP R, Z5. 4REE A R kAR B TR
FImese . T OLE . IR RIS B L LA,
Konopke%[ﬂﬁﬁ%ﬁﬁ, G m E RS Kk
IR, i e B A LS 2. BNE
Bl B X 146 B 45 B i B WS AT 2 W
B, BoR EWiERSmERE S kAN, 25
A Gt X (P<0.05) , AN B I & 3 A &
SR 45 L 98 R I Bl e B8 1 ST fa I TR 2R

SR R R I A RS I A Rk, A
S IR 20 B AR AR R B L RS AT M o RO R 2R AR
T i 9 58 1 TV A R 5T rh A S ST A e 2 i B
HH/NT 5 AR A0 4L R A e A i AR P, AR e
B MRS R R EZEEN, KRR H Imai T
1954 A2, IEAEZLIRIE | 5 30090 A b e b AR E
o " BR, 15%~20% 45 1l R R A g
WIS, HWs B B 0 R B ae . R
WZE F R - [ %A (EMT) &AM G, 54
HE B RilE k. AR XS A
K BT, E AT R O — A
FRUE, Ueno 45 "V KR4 25 £5 85 F 494> 90 BF (9 1 2
BH, RE R 4 A FEG, M ZEECE <5 A
KT, 5~9 NZEEEREE, 10~19 N2 R,
20 UL B EEEE, HoON s BE Y MR TR 45 5
FEMRN RS, IR BB 7R 7 SR

© WA )3 i [ & F A F A EFH

1.2 SpRFAR

5 W & & B Ul B (complete mesocolic
excision, CME) R IE T H W 42 R E VR (total
ih Heald & "2 F
1982 4F R G4 il , SR UT IR IG B I8 WL Y fi &) 5t
T B8 1 0 2 JUFE 22 05 IS5 2 A B L A s L 25 LR
W 253 4. CME AT LAKG itk 2508 80, A
HOMAR G I RAE, AT AR BEAR R E8 A %, B
EFEW] . Hohenerger 25 " % 1329 4 R, VI Bk A &5
g SR A WFSE & L, CME W] RRAIC 5 4R Rl &2 &2 %
P75 8% 9 5 AFAAT R, R B 111 IS5 I i /R
70 R I {0 CME /Y38 39197 8% H i i
Z 22 I 1 S B IE

W E V% ( circumferential resectionmargin,
CRM) , 1 Quirke 5§ " F 1986 4F 7 K 42
MY HBESLE, WERRTEBRBEN, 17
TME R 5¢ % YJ B B 1 M 3 AR JBE AT QR AE U BR A A
NG TR, HAUIER T 5 A kk K 7 46 HiCk:
Ja, BEMK T R E KKK . Glynne-Jones 25 1 B
TR BIR, CRM HME B FH ARG R E KRN
15%~85%, i CRM BAYE B AR J5 R i &2 koA
3%~10%. Kaplan-Meier 4= 77 73 #7 ' 45 3 5%,
CRM R FNAAF I (6] 5 DIAOE , #27% CRM R 2
Jri O K B E R PO K, CRM M X B4
b JR PRk A5 e R, B B T T R U A
FH, B, B R BRI B bR A ) CRMARES
A LU ARG ALY 52 AR 4
1.3 #EHBIETT

5 B IR ST AN OLRE A b R R, T K BN
Rkt , i H AT DL/ KR I RIERT, X T B
R, EREERE TARIERAR . RATE | BT
HORH, HRA LB IR RN e 2.

B B R T AL S AT RO P T, R R
WAL J2 — M A B HEIR YT, & LUK HE IE Sy HE A
WAL, BT B AT 1R S — i 7E A 25 9 SR K
B, XM RN A —E R b SUR A BUS
A BT Bh AT ORI R AR e Y R
WU B, MYF e, Mg IR AU R B BUS
25 o T AR BB A B Y & — Rl R sy, A X
v A5 RE ST R IR OF R O A, B R A Y
TR AN T 200 M A, B A R R A R M O B B
9100 A DA E o HoR 45 1 P 60 A5 BB AR R ] 4
PERT, AR 2 S R B AT S 30 DNA (19 B 5
XUEE W2, SRR - S BRIOR A5 5 8] 3 E

mesorectal excision, TME ) ,
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JESTR IS , M o T EUR T A H R
AL DNA 45105, XA 8T A " B, W
FLIBCTT FIIE TE /8 SR BT A& T R R R Oy
2, GG/ SR B O AR R T RO RS
B R B R b AR T R S L A R ) L U
AT LI R 2H S A R B R A, AR 4R
I B I ORI AR I A JH O T R T DA A
A BT R BB AR A T — sy
R, RATHALIT A G AT 5 AR5 A7 A
SAERERE KRB HIN 6% M 13%, 22594 it
B Y. NCCN 5 #ERE o T3 DL b A A7 1 i s
A7 AT BT B AT

2 FE{KKE

55 I e i R A R PR e R U . P
PR TR ] 5 kS Ak 22 i B TR B 90T DA R 41 9 B TR Y
AT, W UL A AT G (0 R AR 4 G 0 RO B E
( chromosomal instability, CIN) |, ff T 2 A~ f&
E M (microsatellite instability, MSI) Fi CpG 3
3L fL 3£ M (CpG island methylator phenotype,
CIMP) 3 F, v e 0 0K R Fo & Ml o 4k & T
APC FER 2748, TR AN TR 8 P 5 A C A8 52 5 1A
AKX, CpG B m PR A A 32 B4 455 2H A R AR 1
Yoo, [T H AL AT DNA H 384K
2.1 CIN

CIN J2& 45 B W e i WL DR St R, &2k
LN 80%~85%"", CIN il H A Y o 4K H B
NG5 R A, CIN AL A% WL F 18q. 5q. 9p.
17p S Y - (4 3L BB R 20q . APC L TPS3 45 B2
LRI 3 o e (AN RS E AR DG B R 9 AT 1L
BCIN WRE, EEASY RIS . A 25
24500 . DNA U6 52 53 5 LA R siiohr S 4 122
2.1.1 18q e E % Smad7. Smad4. Smad2
M DCC e N & 0 L R AE M, 67 T 18421, §
55 B 0 e N SR A G, 18q ARG Ik R R
(LOH) Z KAETEMEEEFKTL, — X § @ik
W—FREBRTRK, EREREIR, R
W TS AN R o Qgunbiyi % Y PCR ¥ X
126 5l © AT MR T AR B 245 i B 96 58 35 i 98 s A 47
18qLOH 434, 67 i Ry BHPE, T A= A7 A Xt 1& 1
JE R 1.65 (P=0.01) , 57 18qLOH #H Lk, W %
45 %, Watannabe %5 P F 5% T 221 i 4% 52 111
HBh ALY 45 R B R B, fFAE 18qLOH 1Y

© WA )3 i [ & F A F A EFH

R TCIR A A VA A A T JE 18qLOH R %
AR, $EoR 18q AT LAAE y H W &5 15 i o
(Rl 578 A o

2.1.2 20q 94 3% EMMIE M R A KRR —A K
SRV VR P S R ) R AR S R RO R 2 1
i g v e IR R 4B DL, W WL Tp . 8q.
13q 1 20q, Horft 20q13 M9 14 £2 46 T 2 Fh SR b
T T, MR A G Y R AR E TSR R A X
Nicolet 2 i i aCGH 707 & B, A 41 39 fl 45
B, 30 BB H M 20 S ARy,
h20q PN 53%, SRR 27%, 535 T%
g 191 2 B Sy g R R R, AR R UL S . Carvalho
A 2O ) OHE R T I e BT R B, A 2 L R
ARyt R, 20q13 EAJ AURKA, RNPCI, THIL
A AR . Hidaka 28 7 %% 9045 B I I
SR RRE LTI G B 1 B 20q13 45 DL i Y
e 4878 20q13 7 3G FR 45 B g 0w i R KU
GIENESTIEEE

2.2 MSI

Ik A2 (microsatellite MS ) & 48 J& K 4 ]
<10 MZERR PP EE TS, DLW % B 24 A
MWHELZFIERFE, EERE10~50 K, FEAHE
FERER AR AS X, FLFFE, 2% <200 bp, FL
HEFHNN SR GRS w28, fREg
J7 51 38 0 sl % R BB AR MST, £S5 BciE 2 (MMR )
FH I 53 S8 MMR & ke, M AN BEZ 1E
DNA & il 555, mot/=4 MSI, Hik, MMR & H
Be= 2 MSI iz —.

T I K I D 2H B 5 AN i TR A S ( BAT-
25. BAT-26., D5S346. D2S123 D178250) ©* fYy
AFaE PSR HI W i DR AR e TR . 2 A~ 2 A4
DL A S AR Rk R v AR R E (MSI-H ) 5
1AL S AT E A DR E AT E (MSI-L) ;
Tor S AR 2 A DR R (MSS) o JEA
M R AL S 5 S, TR MST-H & S A5l
FARFEFI = 30%., 75 AT DL i 5 e 414k 4
W MMR 2 H & & 77 76, B MS 43 MSI-H 5 9k
MSI-H,

H R, 22503 2 W1 MSI-H i 45 & e B
)5 8 MSS e #F 1, Gryfe 25 P ffi Ji] NCI #E % 19
MSI 22 XXt 607 il 28 B de i B #E47 01, &
I~1V 119 MSI-H 25 15 7 9 85 X e MSS H BHA 1
FAEAE G MSI-H B B B X
GEE R R AR A IR B R AR, WS KR T MST
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S22 L W oA R I A ST B TN A AR . Merokl 55 PO
5T 4 7% MST XF AN [R] 43 W 19 45 1 B 98 100 )5 9000
SMREARFEW, HAFFEA 613 B4 R, VIR I ¥,
ZERWon, MSL 1L 145 B 9 5% B MSS /i
SAEAEAERGE K, T AE TIT 9] R A5 R RE 45 i
(P=0.686) . Popat 5§ "' 44 32 Wif 58 4k 7000 £
Bl J % JEAT T Meta 20 H1, Hoop MSI-H %35 %4
18%, ZMWFFTHE /R MST-H H & ST KU 55 MSS 1% .
NCCN 5 B #E 4% <50 % Flfr A 11 W3 45 15 0 o i &
R % & MMR K0
2.3 CIMP

Hur, WS Z 05057 Absid & CIMP Al
MSI. CpG & FZ A T3RE MG o 7R — s 1
KB, & & dE AL CpG MU R, KEKRT
197bpo CpG & H Ak 58 & 2 70 25 E W 98 6 725 11
R B, BAEFRA 10%~20%, EHRET, B
Bl KA R AP R R IR 2R 1 S R R
W CpG &4, CpC WIS, PEFMEk
AR, B EEE AR PERRAR, DT S 30 R R
I, PR S sz SN, P98 JE R OGO, TS &
g, X CpG & HF Ak 5 A o A B e 1
W12, PEAL PR AR K WU, 18 S RI2 T TAE.

pl5. pl6 FEH A7 F 9p21., pl5 3k K 4 i 2 A
7 S — i 4 R SR 0T A B O Y A, a0 4
i 11 AR #i B 4/6 (CDK4/6 ) BH (48 il G,
HEACS W, BH Gk R kR RN R R Lin % Y iE
MSP fiff 58 45 B W g A1 80w p1S i L5 0, A
RAE pl15 M) 31T CpG 5 W 3L A0 2 % 2 E 25 5
R RIE, pl6 Gt =i 16 kD 11 21 i )5 1 2
(S VB s S = e 110 2 A I G DE BEi
g (CDKs ) &GP EM . pl6CpG 5 I AL
L SE p16 MR AL . Liang 45 Y ST & B1,
pl6CpG X H KAk i 25 B i 3 AR AP . 0K
Op AT LLAE Ay 340 W 45 1 1 9 TS ) 4

3 aFIKE

3.1 CD44

CD44 J&—Fh 4347 12 1) 41 Jif 2% 1 26 Bt o3 7
WM Dalchau % P 7E 1980 4F JT B 5 B Hii A4 % A
KB, SN, s ECM AH E 5 ATE
o T3, B F mRNA A9 A 6] 9F 4% 05 X % B
PRIG I IZ BB AN W], CD44 1 ZFh AR F {4
W8 2 1A CD44s Fl CD44v, HiIAkH CD44v5.,

© WA )3 i [ & F A F A EFH

CD44v6 [R5 5 0% Mg i e 2 5 . %8 il
V)M ), Bhatavdeka %5 U0 B G5 41 1k vk A M
T 98 Wl 4E B AR A I CD44 FIKR A, RBE
ik CD44 125 B ¥ 1834 T A= A7 01 R AE A7 10 B
TG, UGB E ., Lin % U760 G058 41 Ak 248 T
62 1145 T M B8 H 3 H CD44s Fil CD44v6 YR IL,
KBl CD44s Fl CD44v6 i 3 ik 5 g % 72 6 5%,
H CD44v6 1y B 355 4 i 4 fb 72 1 25 DI AH G
PE7x CDA4 w]H RLAE A I R 99 1] G 35 4 Ak A 1) 4

bRz —, LAVFEHr 4 B o e .
3.2 CD133

CD133/prominin-1 & H i T A 2K 4 5 ¢ A (K
I, JRBR S T TR 5 AR B A 5 A B R IXOR
2 A AN X BB AR 143 F . CDI133 4 F B A
N i FUME N B C g, DL BN 8 A~ N WE L1k A
A, CD133 52 i1 Yin 25 P8 T 1997 4E 7E (9 1f %
R, EeRAVE R ES CD34 Bk i T 40 Y 2
Frai, BOA R RS G T A bR, BEE
X HAFIEEA, KB CD133 18 £ Fh 921 b -+ 40
MiZeih, AT ERGE MR, HERESHE
200 M 1 A T TR T B, 2 R R L B — S R
[ 43 B RN 5 A Y o Fhsid B, B8k CD133
BA RSP 0 T 45 B o T A iRk, ik
M 7E mRNA I KA ik, (HIHAE R4
B T e ic e ) 2% . 0'Brien
42 1011 2007 4 % FI NOD/SCID /s B % 9% 43 Fh
B T NG s 3 % 419 (colon cancer-
initiating cell, CC-1C) , CC-1C HA A & 5 5 Al
oyde . AL g S e AN AR Y BE o Akt
R A R CC-1C #BJ& CD133" 4l fif, i 7 48K
Z B CD133” 40 il A B8 . A BF, CD133" 41 Jfd
FEAR AN TG ML 15 37 45 00 T LA 431k &5 W il 988 2R (1)
KRR BERK AT 1 EZA, I HEGERFIE
A5 T I e T 2 R D R AiE — S0 e 1 e
P, A Sk 45 B e 2 i — /NBER Ak B
CD133 4 i 7= A= A4~ 34 I8 B %P % . Kojima
2 T A i 20 Ak vE ULEE 189 9145 B T m HE R R
FrAH CD133 KB THEN, KB CD133 FHE A S84
TEFRW W AT, % CD133 (3K 35 & 45 & %
HE AR — T A7 WG AR i o Kemper 55 "2 5804
b, CD133 23K [R) b I8 20 i 76 v A2 A5G, [A) ras-
raf SRR B YIS
3.3 MEK

ras/raf/MEK/ERK {7 & f& 3 i # {F 4 MAPK
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R IE B A, EZ R bRk BIE, S5k
W ELA ., KR, BE. HBHEIME, MEK &
ras/raf/MEK/ERK {5 58 & ) 8N S0 T, A
MEK1 F1 MEK2 Pifh i F 0 7B, BRI T 40
LR L R BT S AN M S T A 2 S AN i T
G B 52 AR B 32 1K IS 2 IR VI 32 AR ras
%, WY ras-GTP 3 — 2 [n] raf 19 & R w45 &,
AT B raf, raf A LAAH MEK1/2 b 0 54 98 5 P
22 AR IR A, BRI 1L ¥0E J5 BB 1L T i ERK
F, A AR, MEERREKS, AT
A0 M . BESE K I, MEK 35 M55 8 a5
Hoan e Ak, MEK 3006 78 s 40 i i 4 5 . ek
Ry e R M, Tk S R s 4l 4k
PR T 86 4] M F b MEK1 By SRIE N M, KM
MEK 1 34 5% 2% 35 [5) 285 B W 96 1% % A Rtk B2 45 R T e
A, MEK1 235X H W 45 B i /8 % 15 A &
B X, MEKI & &35 BOE WU 22, ke fE a5
o B g5 s a1 2, MEK2 2 (1235 /K F- B
W TR 4, H MEK2 33k 7K S [7] b 45 1k F
JE Rk LSRR

4 EEKF

4.1 p53 EE

WU B0 B A pS3. p2l. p27. pl6,
PTEN. PHIT. BRCA1/BRCA2 % 1) p53 %t [H J&
HATC M5 NKEMm R B UM EERN, 75 A2k
ek, EREAMT 17p13.1, K220 kb, %
A EF 10 EF, Hf2 4,507,
8 Hh 43 Bl g i 5 4> e BE R ST R ASA B, p53 KR
A5 A EARSFR XL, Bl 13~19, 17~142,
171~192, 236~258., 270~286 4 5 X, p53 %k
W by ke RS, HBEA R ik 50% U F. H R
AN AR B T R SE X, p53 B SR AR
mRNA, K %) 2.5kb, %% p53 & . p53 7> T &
53 kD, 393 NEILRA L. HAEIu (N- %) N
FRPEIX, HH 1~80 for 22 2 iR 4k 544 A, 2 v ( C— i )
s PE X, 319~393 i 4 iR Ak LM L, MR
He v R B R IEPEIX 1L IR 20 %A E
X PHERYIX, p53 HE A MREA, B A AR5
AR, WF A p5 3 FE IEH A0 A E 0 bk R T AR
JH, 7E DNA 45805 i 5 40 A J5 9345 176 G, 3, DA
B DNA B R S, B2 DNA 545 8035 5 40
FT, BRiLZAh, BFAER pS3 B EEMIH c-myce . ras

© WA )3 i [ & F A F A EFH

I BER, Wd L ik . pS3 BN £ R e H
RALJE, WRRTETEE G, R AN L B
MEVE, SRR &, WELEA ., p53 R
S 4 L R 2 e AR v B ) R R —, R
ARRAE 60% 247 U pS3 HHN S 5 MR kA &R,
O AR TR g, Ha B e sk ikl 5 22 B i gge
JE AN RA K, Haseba 5 "5 £ W, p53 K48
B 25 M g R B TS 30 2%
4.2 APCEH

Wnt {5 5 30 F 2 08 45 40 B 3% 58 . 0 4 i 3 I
Z—, APC /& Wnt 15 538 I 41 sl b i) — A~ 8 224y
ii. APC JERNFY @R 5q b, A RS H
B 1 R A M AR i GRS, AR R AR A
Jo g K HE B R B, AFTE T 80% II4S H e -
Wit 38 6 Al it R P 0, APC JE R A5 /B -catenin-
axin-APC-GST3 B H AR ILEIE M, B -catenin K
EE TR Wt f5 5@ B I RE AL, T UiF c-myc
SRR R IE hn,  DA T 40 3G A R 4R . IR AT,
APC 7] LIl B -catenin 1 E-catenin P71 40 R [A]
KGR, 38 I R e B A R R AR RS, APC %
AR 20 M BB - SRS TR SRR, A A T R A A Y
258, ¥,
4.3 K-ras £HA

K-ras J& T ras I FE N E W, & MAPK {5 5
W — AN EE S, T 12 Sk b, gD
p21 HE 1, p21 HALLATEMM p21-GTP 5 ikt
[ p21-GDP W F R 2 A7 76 T 4 i B8 2% 1f0, >4 40 i
HMELAR 5 5 IR A0 i A2 IR 25 5 J5 p21-GTP 34T, ras-
raf-MEK-ERK 38 J#06 , T 50 FRiEH &
K-ras SE A J5, HAgmiSH p21 E A GTP i M
MeAiC, /KA W& PERY p21-GTP RE 1 T I, p21 5
GTP 7E[E 454, MAPK {5 5l B Rr 20,
MK RE . M, SIRMEAE .

ras & A 5 % AE 4 85% J& K-ras 58 748 PY,
35%~45% %5 H W B AFAE K-ras 4% U K-ras
RAFZAT 12, 13 %W, 104 B d ki
12 B FRAMBUGKZE, IS B EEEY
AT P, 2R KW, K-ras RAEMNL H
i B E X PR K H T2 (EGFR) JRY7 YT
BORAE, HE TR, NCCN 8/ i #7 HA K-ras %
PR HF A R S A 4 A2 P EGFR Bt n v 2
PRI JE BABLIA YT . K-ras B A2 B 4% 1 i o e 3
1, 40%~60% X} #l [\ EGFR J&47 o & ™Y, #R
MAPK {5538 # ' ras WA ALY #brids,

http://www.zpwz.net
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R85 R A5 4 2 B IR T o
4.4 B-raf £EF

B-raf f& raf JM Z 08 51 22—, FLIE R b 1)
BT ras-raf {558 B2 ras AW EZ T
W L I F o WFgE CUAESE, 7RSS B Boraf &
K 10%~15%, H. 6] K-ras 38725/ B <7, P
HAEA] — DR H 2 R ras-raf-MAPK 5 518 f§
ARG, M BT EGFR JAIT G2 ™ e I
f) B-raf B 2875 12 V6OOE, 78 R K 5%~15%,
B-raf 2875 L 45 B-raf B A B S IR YT RO T 2%,
2012 4F ASCO K23 b OC T 56 1% 45 B Js 48 ) ¥
JF ) B-raf AR 45NN B-raf fil K-ras 878 5450
&5 (MMR) 82K A 5, TEHRUK ) MSI-H 45 B W i
W, B-raf RAZE N 40%~50%, HIYFE IR
A7 RN A A7 10 B B AT B
4.5 N-ras £H

N-ras & — Ml K-ras AL A9 FE N, 78 g e
N-ras 5848 % 5 39,~5%5 K34 N-ras R AE %
HAE 61 B8+ I, [6 B-raf —%f, N-ras fll K-ras
RAF A H P 7 ) PV, N-ras 2878 58 0% MAPK
G5, P B YR o N-ras 28748 [ H XL
EGFR A I7 RO 8 22, 254 SOk B 3% & AIK P°,
N-ras 0]/ V8 76 198 8136 9797 000 A= YA ic 4
NCCN #E 7 K-ras ¥f 2 B 58 35 BR & U B-vaf 4b, i
T BRI N-ras IRZS
4.6 miRNA EHA

miRNA & —JEdEgAS /N3 F RNA, & 18~25 4>
MAT R, S5, ok, W R sEE
Pr2g b B BY, miRNA B AUEESS, OB st #
A RNA REGMMZREZYS, 8% RNA RS M
BE S A AT EIREE MY miRNA WIZLRTIR, BEJS %)
PR R PAZ R B N JF 8 VT, JE B miRNA F{4,
miRNA F B 5 iz AN 0T, 76 5 — Pl i R Il AR
T, &AM miRNA, miRNA JE 5 ik i 12
JE, Horp—4cuE M TheEsE, n LA EHETBRE &
W4, R miRNA RN E &Y, RS
mRNA 45 &, 51 & EM 6l o # mRNA BEfFE, N
I 7 % 5% J5 /K F T 45 B L I 3R 35 . miRNA #R ] LA
Wit 5 mRNA &5 & ML Rk, ARG
H 30% 3R 32 miRNA 8 #2 P71, miRNA #9555
Tk 5 2RI R R EME JRA G

Michael 25 9V F 2003 4F 1 4R 18 45 1 W I8 9
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