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[ Abstract ] Chemopreventive drugs including natural chemopreventive drugs and synthetic chemopreventive

drugs, it not only can prevent cancer, can also play a role in tumor treatment. MicroRNAs (miRNAs) is a kind of short chains

of non-coding RNA, regulating the expression of many genes through the way of degradation of mRNA or inhibitting mRNA

translation. In recent years, more and more studies have shown that chemopreventive drugs through influence the expression of

miRNAs and their target genes play a role in the prevention and treatment in a variety of tumors, and chemopreventive drugs

on the experimental study of miRNAs and their target genes in tumor have demonstrated a good safety and efficacy. Effect on

chemopreventive drugs-based microRNAs and their target genes into cancer cells will be expected as a new starting point for

cancer research. The thesis expounds and analyzes between the natural chemopreventive drugs and synthetic chemopreventive

drugs and miRNAs and their target genes in tumor research progress.
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Fig 1 Modulation of miRNAs and their targets by anti-cancer chemopreventive agent. MicroRNAs: miRNAs; DIM: 3,3-diindolylmethane; EGCG:

epigallocatechin gallate; ATRA: all-trans-retinoic-acid.
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IRFIRCA R, e e EEURRYPRIRI R IR
/BN UISTEE TR VS SNIE - S ] SN O)
TS G N A I AR S R R 258y . T
RKAGYE . IEFRKERIFITER], AR 25 AL
AT R R 230, n] A R R R A A,
1115 B 7 e 988 1 g = A TR 2 — S22 M miRNAs %
HRRE N RIL . — T, AL TR 2590 % I miRNAs &
FUHIRE DR IR 4 1) g A L A 3 7). S SR T B
R LIRS AL T 25 WU R A6 7 IR I s o5 —
DT, AT 2540 5 M miRN As S HEHE G PR ) 2235 B
W ORI 00| DR AR A S 0 R TR AT 2
B IR A

2 MicroRNAs (miRNAs) {54}

miRNAsEFEFEAZAEY R LA — IR 2 A
T DIREAAE IR ISR NA,, HAFE 200 22 ME AT IR . LT
miRNAsE A R EE ) 2oad— R AV IR I BT D)
I A, B 22 MERNAVE S TTER E A 1K (RNA-
induced silencing complex, RISC) , i 1 i J& H #AC X 11
7 AR mRNA, FFAR 8 BAME B A Rl S DB &
A AR AR mRNA S BLB mRNAREIEL HEC
R A ZEmiRNAsH2,6002 F (miRBase; http://www.
mirbase.org/) , REAIWIITIESE, XEmiRNAsAMU S 5
AMELRE . AT BT KA A I A A B e
SEAE R AR | R e R R B F G E AR [
i, XA IE R /R T miRNAsAT E 5 e 101 B FiG
S TSR

3 KRR EFG Y 5 miRNAs

3.1 FZEPEE FZEHE (Resveratrol ) J&—Fi % . 1£
ARGk BT R LR RIPLE &
PbIE BTG PE Qs DNAR 0 L RS S5 F e, T
3 20 PR miRINAs S P I R 30 o) e o0 o) 2 o
HEMERTAZ—.

3.1.1 FABE P FEH 45 miRNAs S H 0 3 DR ibJeg i 96 97
YER W5k, MZE " BEfEPANC-1, CFPAC-1#1
MIAPaca-2 = 4 [ i 2 M r 45 AT 38 1 0 1) miR-2 148 [1]
PR B B A RS -2 35 ) ( B-cell lymphoma-2, BCL-2 )
BRI AT . SN R, BFSE N DL TE B
JOE 95 240 il 3R T24 015637 Hhtn & BLIW) A (%) 4 AL i 21

FAWTE LRI, RN 5 45 9 40K P miR-
34afy#ik, HmiR-34an]58[0] N FHE2FFE st [H 13 (E2F
transcription factor 3, E2F3 ) &ﬁ;?ﬁ?ﬂ@iﬁam’ﬂﬁ%&rtl
(Sirtuin type 1) BYZRININ IR 40 093G 56 . Ak,
TEfEHA60Z L, FAE ™ I Al 75 S miR-200c 1%,
1 A miR-200cHESE ] # ] RECK ( reversion-inducing-
cysteine-rich protein with kazal motifs ) JE&[E )R, MM
TG TN 5360 0165 AT DA JBi X 07 33, e 2400 vt e 4t L )
HFET F i) —IF TR, FEEAS49 A i,
FA 72 22 0] 3 5 0 miR-S 200 5 A -5 B Bl KRy
RAAR T W FOXC2 35 14 1M 90 11 8 240 A ST 7% R 2%,
I HAE I R A A5 2] AR S5, AT, M2
PR BRI, R b BoR T e
S miRNAs S B L PR 3k 3 T #4840 Mg i 4 T
XN AR R T IR AT TR TR
3.1.2 I EE A miRNASXT IR i At 1 - A s
R P 2 A ) P S P ACT/ N BRI 7Y
WFFEH I IR PR IS B LR S I T %8
HE4L, MAZUEA E/R: miR-21, miR-129, miR-204F1
miR-489K A B AE MR LA h B e W A S o A, A
I3 55 LR R A B DA DG I DNA R B % 1i3B . ( DNA
methyltransferase 3b, DNMT3b ) FEMRE A P Rk i
T IER A JE—DOFSEUESE s P 2 I 38 1 52
miR-21, miR-129, miR-204HmiR-489 5 DNMT3bH)#
KAME PR R & 42, (HDNM3bS E i JL P miRNAsH
P C R Rt — D0 oE . IIT SR Ay L R g 1) 19 B
PO TORE B . YRR s A LR AR TR
miR-101bFImiR-45573k , I & M il A7 e I ARt R ik M
(DDS) T Apc(Min/+)/NRZE W9 FLE R &A1Y 1
S5 R FNE AR e S5 m i R R, R, B
P AR ] fEiE i S miR-101b FImiR-45 S T b5 45 W 98 %
A, H 54k 5 miR-101bFImiR-45SAH I At 38 I R A 14—
g bRriR, P AR T miRNAs S H AL AL
DR Ab o0 g 3 ) LA BRIV 0, (B RE TR R
e P R S B — 2P B U (P 2 X PR i
3.2 WE2E w3 EE (Indole-3-carbinol, I3C ) &
BT AR, TEAR PR P2 3,3'- M F e
(3,3-diindolylmethane, DIM ) , I3CHIDIM AJ i i J 2
200 Y60 1 A R 200 Y R S i R e g 4 4 4
FHRsI
3.2.1 W[5 mi RN As B H 0 IE [R 6 g (1436297 4
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M BEFR A GREB, AEFLIEMCE-7 248 il Hh DIM A 1Y
IMmiR-21H I, FEAPE,  EIR A miR-2 1 i A 40
o 2L JE 2SR JEPIA ( cell division cycle 25 homolog A,
CDC25A ) FYZRIE T4 1 Jev e 2 J6 ) 13 8 o e
FEPATSE R, BR-DIM (AE¥& MADIM ) ] i i )
il miR-22 1535 R W0 X A5 105 G (A AR B 2% 1) W R Tl
Kok J1EE A RIE A SE R ( phosphatase and tensin homolog
deleted on chromosome ten, PTEN ) F7& 4% 4 it f5 30 g A2
Mp27(kipl) . pS7(kip2) LA LA Keps3 b iH P8 -4 A+
( pS3 up-regulated modulator of apoptosis, PUMA ) J [H/E
R DA 410 6 Jf 96 200 L F) 398 A R B ST (BLAR R TE Y
J&, PaikSFLIRFTL IR, 13CHT i P44 miR-2 1 7 Fe k3
O W 75 X0 i Mg 0 Al PR, RO R 1 P AL
PR g ¢

3.2.2 WG| A mi RN A s A L DRG] Jir e 174 1 975 £ 1
MelkamuZE 2 FHBCHNH £ M5 HL 2 L H EAAZEE%EFA/J/ VNG
R PR A R PR I SR RS L R TR 13 C
4975 BUBCIRE A T (SR FH 47 BE 22 56 HY R R 1) Xk HRZH
MmiRNA /R : S50 miR-21, miR-31, miR-130a.
miR-146bFImiR-377 73k &K TXTIRZH, (H#R R T 1E
WAHL, W5 R, miR-21 0] ¥ ) B A AR
MAET=4 ( programmed cell death 4, PDCD4 ) A S
B, P, DA RO RT3 C AT i i A g A I miR-21
ok B BUE Y B R AE T, TR A I3 CIZEmiRNAs
JUCHEIE IR A ML DR X I3 C TR Brives 14 A A= HAT BB R 45
=988

3.3 R LWHE (Curcumin ) EEFILBRHEDINK
R Z B, PR I, E R AL T
Hh AT 3 3 5 0 miRIN A s S HCHE DR D 45410 1) 2 240 i 484
. I RFEANE AR T, Jf Bk e s i
VERZTL /NN G e

3.3.1 LB R P miRNAs K HCHLIL R e (4367 7 H
TEFLIE A, 26 8RR PLEL I MCE-7 40 il J5 miR-15a 1
miR-1678 8 ETF, H = F LR i T Bel- 22 A
HETTS AR A T, Ak, 2B RTEFLIEMDA-
MB-23 14l il 2 *F AT 1 miR-18 1b % # 90 ifl Fi 96 41 i 334
FAAE SR TRV, BE—P PR B, bR A miR-
18 1biA W] 8 i) £ Fi A £ X - CXCL U i 1 e 240 it fr) 3.
¥ o TEMLIIEEEAR IR 20 3 A B I S 6 40 O
AMMRE 2 E I miR-22383K, 1 b A miR-22 AT # A 11
TR KK F3ZK3 (Erb-b2 receptor tyrosine kinase 3,
ErbB3 ) FE T 0] B e 240 ML SRR RS B0, A S A o

Gao FURF ST KB, 220 Z 38 2L il S WA HONE 14 fd
HmiR-125a-Sp [ £ F T P8 33 PR e 11 il Fifv 9 41 i 44
B X ARZE, DL ERIRIESE R T 2 v X R Y 4
VTS 1B R

HAF MR, 2R IC A miRNAsHY
FIRIEIALTT 250 BT AL . R T2k B 22 B R b R
i AS49Z L R, miR-186* K ik % NI, #k—Lf
FEUESE, miR-186* /23 o §8 [] 4] 4% caspase K I & [
Caspase-lOiﬁ@HﬁﬁéﬁﬂH@Uﬁﬁ o A NIBSLERINZ, AR
SEVSTE N BRI T 25 4N M Rk AS49 /DD PHLAS LLSHIED), 55
— 58, Noratto%§ BYIESC7E S5 I HT-29 FISW-480
YL, JEEHE T E 5 F miR-27a-ZBTB10-Spfr 5 il
BN S-SR ERE (ALY BUBE , RORAR ST 17 S-FRUR M E Xof
S AR A TER o XSS o AT 25 ) R i
ERHE TR S
3.3.2 LR P miRNAs S HHE 5L D g 00 75 97 1
1 Hassan®EUIF5Y & B, 22 8 2 Al 1 151 PO S Ak sk
(CcCL4) FHS/NRIFLF4ifb S adifh, i — D0t &
M, miR-199FImiR-2007F i b3 i Hh & #4345 SRR T o
MM —Wisf e, 2R WA F I miR-29b48 [ {E H
DNA HIEFEFLF3b ( DNA methyltransferase 3b, DNMT3b )
FEAIRPTENZE [K] () DNA FH A0 K ST 1 1 400 ol JHF- 21 4 Ak ST
i fbsl, AR, JHEE LR THHEN AR, X
— PR PR ) 22 8 R ] ST e Y A A

LR XTI B e A A BRI T, (HAER N AR
AYEMEBR T T PUMRERSCR . i, Xl
LR MIRPETEA T ik — P oE .
3.4 YRR YRR (Genistein) JE—F K EAFET
RGHIFCHE) 25 B2 T VR TR S 2l 7 K
AT SE R T ORI 7R R AR S B R PO A
P HOrFY AT 2 mi RN A s N JHL A 5 DR o 20 M 15 7 L 1228
ERAE AT,
3.4.1 FEH R PP miRNAs S H L R e 536 97 76
TERTAN BRI, BIFFEUE S G AR B R 7] 34 428 miR-1296
miR-34aFImiR-1260b [ 15 3k 5 el J)fJed 200 i 174 184 5
Majid 5B B, GRS 7L T 51 AR PC-3 40 i Z H AT
73 miR-1296 191k, H_E IR miR-1296 7] 3 2 91 il L
/NG AR YERF B 12 ( minichromosome maintenance complex
component 2, MCM2 ) F¥)F& R il s A AL 345 . T Xia
SRR L, YRR B RE 55T 51 R4 I H miR-34a
ek, FHHE IR R P8 Notch- 15 DA 188 58 - 375 S 200 it )
T AP, GRS B A] b 01 510 B
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PC3 FIDU14SA0 I miR-34al 15, TEAYE, miR-34a
Al R HOXH 5% )2 X RNA ( HOX transcript antisense RNA,
HOTAIR ) Ml 4ipadgsg . 8 . REMB R,
BRI, YR AR BE R A AT T I8 HiT 41 i E A e
miR-1260b Y IA TN I 4G AR 28 . AT L, Gyt
A HE R AT 3 3 X miR-1296 . miR-34a, miR-1260b A HAE KL
R I X6 T 47 e BRI AR o

B 7RI AR, SRR A U R A At 2 Tl A e
I8 4% miRNAs S OH R IE R FI6 97 E . B0
H YRR B 1 5 miR-1260b 2 540 il Wit 5 518
PEIET A0 G A0 NG5, fRZRITFEAE T FE
o, YA B R Al miR-223 1 Fe kIR 2 R
FBW 7k M4 i) 4 B 5 A5 S A M 0 e D) — Tt
FEBIrh QUL AR ] AT ) IR 45 miR-27a 0 2 TR0 1 4t A
AIMEEE . TR I AT,
3.5 RRBTILERKRE TR RRETILEREKE
TERME ( epigallocatechin gallate, EGCG ) &K H 4 ASH £
1y, BFFEUESE AR N2 2 R v HA e i AR

EGCGIA#E miRNAs K H LT g (9767 VR H -
TENGEVER 2 BRI H, Chakrabartififf 57 /)N 2H 546 fF
52, EGCGH] 5| W i 245 1 4 i SH-SYSY FIISK-N-DZ
i FmiR-92 . miR-93FImiR-106bAY F I, [AHfs i
miRNAs ( miR-7-1, miR-34afllmiR-99a) , #—LHF5E
B, B A miR-7- 1A I 205 S 2 B 20 AR 240 ) O
T2 FENFET, W5 R EGCG T i 3 I i Hep G241
i FFmiR-169 23K, T _F 8 ) miR-16 o] §E [ ] Bel- 25
DRLE 75 T AN L g PR T e, EGCGR] it
A iR H1299 FIHA4604H il Hr 6 4201557 [ 1-a (hypoxia
inducible factor 1 alpha, HIF1a ) 752 31E/E HmiR-210A93
TR A il e e A0 s e . DL BRI R, EGCGERE
JEIE L MmiR-7-1 . miR-16F1miR-2103 15 & 5 HAT
T

AN, EGCGHLAERZMImiRNAM) FIE R B b7 2541
U . WFSE R IAE MR AS494 i 2, EGCGHIE LT
P miR-98-SpAe B i Ah 7 ZANTVE ) SRR RN s 41 s S IR
pS3MFR K HEHUIMIREIE . Ak il HHEGCGHUIAHEK 55
SPIRE , SRR R i R VR 24 R B
3.6 A RIRAFETRTZ59 Br T LA B ILF R K1k
25T 75 245 ) 1 3 3 B M miRN As A B KL DR & 3540 g
AL, i — S RIRA2E T 25 B M R Dhig .
i, 44D (Vitamin D) JE—F0 12 (IR 1L 2%
PR BRI, 1,25- TR Z D3] SIS

P AN miR-98( 1K, I A miR-98 ]/ TG,/ M
BEL T 10 <4 e e A B ) AR 4G 5 RISt TS ) £ FH Cyclin-J 52
M A 2205400 2 R4EH R (all-trans-retinoic-acid,
ATRA ) JESh YR 4EE R AR R =, &l i
ity 2 i 14 RS R i Ak . ZEFLIEE Y, ATRA
WARIEEMCE-740 i 22 Hh AT 5 FmiR-21 8 3%, 1 i
miR-217] B[ VE P A FLIR 2408 1 ( mammary serine
protease inhibitor, maspin ) 1 T F11 il fifre8 441 i 1% 134 7 AT
Folso LA R R IR BT 24510368 1:d 4% miRN As S H A
FERRAEXT IR IR BOVE T, AR X R IR AL 259
ST miRNAsHHICHERT TS E R, AR 2 A BOR B2 AR
UE SRR 245490 B3 X6 Jfsgg 40 ) F 80

4 B FETB Y S miRNAs

4.1 ZEREA R (Celecoxib ) JE R Pk
PEAR S AP R B2y, HAPIR . BURS/EN . 1L
WRFTR B, ZER A b BRAS 7 HT-2941 g 2 mT 411 il
Iy A e A, PR R, X 5284 R R IR
A miRNAs U1 2 i miR-552 . miR-96%%, FIEE F
P miR-145* . miR-S71E B YIFHC, Saito 55 5I7E B i
REFSRIESS, miR-29cfE B LI RIMETIEH K HE
KEBELLZY, AR ZER H i miR-29¢ B & Fik, —4
WEFE I, miR-29cHM [ F 15 988 32 K Mcl-1 (myeloid cell
leukemia-1 ) [FIAIEME IR T- . UL EG5RFE
WK A AT AE I miRNAs K DU R, AR 20
SERBFNIG RBIF ST AT BRI FH 2R AR T IR

4.2 BifLEFMER  BRALEFMRER ( Sulindac sulfide ) J& F
NSAIDsf— 51, KEPFFESIE IR, NSAIDsHEFARER i
Aoy ELAT S0 e A M G RS S A R TR, RAR
A T T BRI IR S AL A o T Y — T SR )
BoR, BALET PR 7E 25 A HCT 1 16 40 it Hp v 3 i 41 il
*Z?F?%?kappa B ( nuclear factor of kappa B, NF-xB ) 3k
S 4 TR SE HAG 6 P9 42 22 A miRNAs ( miR-10b
miR-17 . miR-21HImiR-9 ) (135 17 97 ol Firb 8 4 B 114
B, UL BRI, miRNASTEIIRE 5 5E7MRIR
ALY PR RS, (B B4R R R A
Frift—209Y . D, ASRBRALEFARER AT Gl i A
miRNAs>E KSR VE

4.3 PREIDUAK BfRIDUAK ( Aspirin ) tHIENSAIDsHY—Fh,
VSR — i e] BEAI 4 B 988 K 3 S SE S B 25915 | N
TR, (EXT AR AL R 2 B . IFFEEs &
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B, ENE R U20840 i, Bl w] DCAK AT 38 i A I NE-
KB MK 175 T miR-34aisd 22 7K i 1M 2 1 g 24 M 9 1~
Tl 1 — T 98 OV & B, 7R 45 W o v & BT ] UG AR R
Pl miR-2109 55, T T miR-217] 38 123 37 B-catenin/
TCFAfG St dl s A4 .  FRmFsE Ui, B
DEMRH 13 52 M miRNAs S HAOSE R a3k B A HT R E R
o, Ay PRt ] ] DCRRS BT g B 4t 1 L

4.4 PARAMTT BARABTT (Atorvastatin ) S2fHTT 254 A0 —
P, H A3 R A, T BRI 1 3- R A
-3- R P3G T A T A SR IR ) B DAl 7 s i v
EEHE—EEM. Mk, TERiH I EPCIg i,
BT £ Ath 7T LA — 7700 e AR s T R e g 7 A o g 240
B, R A B, B AT iS5 S miR-182
FEIRFNAN I Bel-2358 R & FE A ) Iohog 4t e 3 A g VR, i
Bel- 24 %5 78 I miR-182W FE AR JE IR . LI ST 380 1 B
FATT AT 5 M miR- 182 Kz FLHE BE PR Bl-23& A 400 il ik 7 44
o EARX FURANI AR ST, B — e RN T
BT AAth T T HAT B b VR

4.5 Z“HXUL —H MK ( Metformin ) &—F HFI697
2RUBH BRI I 1 AR ME 2, T3 3 R A A T e 2 Y
P SO RT A R g 1 e AR BT %, T
FE L ] 2 300 Aok 5 e — 00 1 Jeb 8 T 200 B A0 A miRNAs
FE0E T e I miRNAsF 35 2k B HEPUMREA . DHoE k&
PRAEFLIRIRE H, miRNAsUlet-7 35 T B | 20 i 45722
EJRAE R o ALz (b Rz el Ak ) 2 kA
T 240 A R AR Lo R T 20 X e 1) 34
MR M R A EEEM . AT 81 bR AR
T4 240 B let-7 () 23K AT 30 56 3 — A4y, AT BELBATT Ao 3 448 i
1) 24 B A8 R e T A R A T B L), ZE R ARIE T, =
FHOSUNICRT 175 5 19 AR 9 440 B 58 7 miRNAs lllet-7a , let-
7b. miR-26a, miR-101, miR-200bF1miR-200c#ik, i
— RSV B, Y miR-26a ) BRI FR K T
e T 24 AR S R R ) R K. Ak, ZHIRUIR
FEAE T i R M Ty 2005 5 0 968 4 B Y miR-26a . let-
7c. miR-192%3ik, i FiH A miR-26a 7] i 0 #04FE  w iT
BEGEEMAL ( high mobility group protein, HMGA1 )
b0 g . 28 TR ME MM, JF HAR
[F] P 485 10 76 AR B S AD R AR A TR v o A5 LIS UE (o4, 3 1
WFFELSI R B, FENTIEE AS49 21 il FIN CI-H3 S8 4 it — H
MCAT AP miR-222 (4 F 3K, T I B miR-222 7] J 2> X%
BB P27, PS7TFIPTENIREAE , 2 40 il Jof g 44 i 344
Bio FIUL, R SUNGE 23 52 M miRN As ) 2235 & 4T

A

5 HFESRE

A2 10 B 2590 5 miRNAs &I AR R AT R #os . 1k
TR 25 P 1 5 I miRNAs X HAE P AR L PR e ik R 4%
MBI REE a7 T A4 TR 24 0t e 4 il 1y HL A4
AEVEEEROLE . BT R T 2454 78 40 i K SF- i
SIYIKEUE S AT B M R AR . Ktk 1 b 24
YITEIRYT IR I ARG e P . (R, fh2FTpizy
YHEMIE PG TAET P A E R . 4 b, b
TSl 25 38 14 5 Ml miRIN As S L R ek Ak i 7 3
BT i ] 2 IR R 3 R AR A SRR TR R, R g
TR TR A

2 % X #
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