Kl‘m N,Lé‘j:é F?l g;ﬁtm

*gﬁi%ﬁgﬁpiﬁépfﬁ%ﬁé

ekkekokokokokok
* %

4

e A
FHRRRRRAK

KK K K X

HEP RS
423 e

Moo R
i F R

xekkekekekskskokkekeskekskskorekekekekekokorokekekekekokokokekekekekokokokekekekekokokk

X
fhE o~ R4 & DNA 7 A # A 73 (DNMT3B) A 7% "
AN 2 2 4p M «

kkerkskskekkskekkskorskekokskekokskekkskekkeskorkskeskokskekokskekkeskorskekokskekk - X

R kR

NSC 100-2815-C-040-035-B
100 # 07 % 01 p 2 101 # 02 % 28 p o+ » 3-8 1"
PO s e

PLFFAF AL E S ()

101 # 03 * 30 p



F&

ke EZRT 51 42DNA® A it (methylation) » m» DNA® i # s (DNA
methyltransferase [DNMT]) 3B 5 DNA® fLig# s 722 = §  #Fwuend_ i it
A % % s (tea polyphenols) » #3F 2 ¥ iv it 3 4 IDNMT s 1> iE @ FF 11 P g
A o T ARG - RGBT RER N - B R4 {-DNMT3B
A& F] 5 A % (lung cancer) 2 24 &tk sl o St 0 F 204 ;’?»-‘Iﬁa ] 7 408
PHBARP N AL AT AT FEF B EAcAY R SRR 2 8
FOREOEFE T EREFGNE B R TEL A N B PARTEF C DNMT3B
AT 5 A A K & prsasd & i (polymerase chain reaction) K iE {72 2o 2

RETOMACBEETEI N U RN FNEF ALES P

‘3\\:

EARM R b DR B o 8- K o BB FEF R T Aokl o Ap R EY
DNMT3B CT & F13] 2 2444 7 4 (odds ratio [OR] = 1.00) > R|3§+ DNMT3B CT A
F1A 2 3 744 % 5 2.60% (95% confidence interval [C.1.] = 0.63-10.75) &% & %
2% m i DNMT3BTTA FIR 2 b4 % 5 BF R /3 2 2% (OR
=7.10-95% C.I. = 2.71-18.63) ; 4& 7= 7% it 22 DNMT3B 2k FIA| #4303 2 4 & ' 1

LRGP I I fho Rkl ko4 A FF S & ZDNMTIBA 4|4

kll

PR IR o gt b s Ap TG DNMT3B CT A& F13] ek # &% Tﬁ » 4%+ DNMT3B
TTA FIAleh A 4 * % fiﬁ Bl g g g 2 5% (OR = 755 95% ClI. =
0.87-65.60) » iz pt Brg & REP|ILEFM o AP S R ERF > P 3 F

# % crDNMT3B TTH F134| » 7 # 4c Flgw o3l Ao et g 4 oo o

Bats @ F#% - DNMT3BA 714 ~ &% ~ % 5%



=
BIP

w5 (lung cancer) B4k frlk i - L2 EIAPM e EHR LB E2 » T

L

TE e R FT IEFACEI0% L b g [1]e Bt o AEE - fEe

.—l—
>
¥
3
)
oy
&
b
>
¥
d

B g o amd F m i A RES [2,3] 0 A g
o (tar) 84 Sk £ F R (quinone)/¥t ¥ = = (hydroquine) ¥ i“:B R F &
dugieR 4 [3-5] B B A A EE VIEEHST et o F RER e ARk
BRcPF3p 7 ERE §F LAY 2 MAF ERE T ElEp S
CF O [4]e FIt o F AR MR TRV AR A R BT A R K
Bl L5 - 2k d oo

8 @ (epigenetic) 5 Pt B 7| X A% > wiree i A Fehd WA
ZpLd B34 FEDNAT 2 v (methylation) ~ e % 3+ (histone) i &F 12 2 ]
2 =_i= (nuclesome positioning) [6] - DNAB & 7 & i §_ & B @84 403F 7 L
Flek v (silencing) A & B4E o & 3L AR B Y e P h & (cell cycle
regulation) ~ £ < %8 (receptors) - DNA 42 (DNA repair) ¥ ‘w?e % F ek
F [7, 8] A FEHF R SDNABEFF A T P AL igkrier o £ HE A
CpGiApid eyt & 7] » A & £ * S-adenosyl-methionine (SAM) #i 3 ¥ AL efg i
—F{ » L DNA®" 4 4 f= (DNA methyltransferase [DNMTSs]) & % gi & ;
DNMTsH] * L skrepi (cysteine) 22 DNAsg 7L 72 eige_ (Cytosine) + & = B %
& AT R T B SISAMY en? AL B £ Aj A 57 -methylcytosine [9] o ferf
i e o b F BB EGCE 255 560-70% 5 Flt o Akcd S Foen
CpG# § % 2 DNA® A w2 A F AR S0 g [10] - £ & 0 d_ >

Frxo© GAAERT SIALDNAT B 1 o Sp ¥ R A AT 1Az Ap B R 2 B A



| [11] - ¥ &4 ¢ > DNMTEE % ¥ L % ~ 5 DNMT1 ~ DNMT2 » DNMT3A -
DNMT3B2 DNMT3LT # [12] - DNMT1% ;- % DNA® & it e 4 » & 7 B A
Flge it DNMT2eE fgess » e £ v 2 3 54 DNMT3A2DNMT3B i %4
DNAE #77 A it iv* > » DNMT3LE2 X7 & 3 it DNA® it ehrd iy > 24t 49
#-DNMT3A2 DNMT3B4 7% it o @i e » @ Szl s EDNAY i fx 4
DNMT1£ DNMT3BerE (2 B 5 M 4v cnfi-a) [13, 14] o @ 0= A P £ & (iR
F 4-(methylnitrosamino)-1-(3-pyridyl)-1-butanone (NNK) » = #t @ & 7] ¥ # &
DNMTL &%y sm e 2_fmie 42 ¢ 4 322 % [11] -

% % @ (tea polyphenols) » T e Fre2 5 % (catechins) » i ¥ i & enik &
vk F Mg £ 030-42% [15] s o A (B EFEZ AS) Y AR DI A AR
% theaflavins (1-3%¢3z £) {v % ‘= % thearubigins (10-40%¢:n35z &) 2 48 & 4p B e
BhtBorg o ¢ B AFFPY R J e andny 4R [16,17] 0 27 ki &R
TP 0 SR AR T ] F AR BT R R R 2 )
= > & 3=N-nitrosodiethylaminefeNNK [18] o &5 *tenf 2% ¥ » % & 5 fo R I ok
Tk BT H M AMUVBEE 2 L ehSKH-Lep o) By B F A [19] -
FEOGRE SRS C SR VIR Rt LU KiES V3 A2 AT

i & w8 F (apoptosis) [20, 21]; 2k @ > B oA iga prd iR 2 R -

JASL o LB S N F

AN
?’5
Ao
Y5
a>
4y
=
I
o]
s
[w)
X
e

(epigallocatechin-3-gallate [EGCG]) # 7 Ir fe 5% &% Jpfp fm %6 @ 5c 49 § 2 ]
DNMT & > - H 3 ¥ 50 ' Ko e 2 [12,22] -
@ A SFDNMT3B & F1 £ =34 ¢ $820q1ll.2:0i= % » Ak 3 B 7| H Hpe

-149eniz ¥ b e 70 - BCI Tendddk o )t P pa % & i 59 3 40 30%fa e + i |4



[23] ; #* DNMT3B -1494 7] 5 ) 14a © Sk Bl Bp e 2 & 5 4p b > ¢ 35
R [23,24] ~ % [25] >~ SR [26] 223 K [27] 0 KA o A RAEL -
# 3 FE Tt o B A ODNMT3BA FI 3| & i 4 g2 B ehip bl L3 4 B[ 27 F
PALEEEYRA? 5FLR - APBRK AN EY > HFDNMT3B -149 T
AT F o CHB AT F - ¥R RE gk S E rﬂ‘“)fu’%" G
Fli 5 rDNAT At 2R R HaEF 2 o R § > F 5 a4 @ DNMT3B™
A 4 I dept P TR Ak K ¢RI i DNMT3B Y A it 430w
TE BRI PR o ABE B 0 R éxiriﬁ WL F 5 ¥ DNMT3BY A&
o] » 35 ¥ DNMT3B Tty A F1312 2 5 K 78 § 7 s 2
B o s M- g AP B cn o gt ¢k o R DNMT3BA F13) ~ 10 2 8 F g &

DNMT3B fk 7121 $1 % s 4 2 o %8 § 23 6% G5 o

e i
i

AV RAFPEE AR FT D B3> 15 204 R o (RE B R A
AR 94 ICDI R B162) s &S 1 AR R F B & ¢ EiF Flasyp ~ 1 A
P 2R e RGBS RRE - kAR IR Boie B MR g Al o rd
B ke K wd e (World Health Organization [WHO]) sha g 3% &b 2
[28] = Ip P > AOB B L ¥t R A KR { TR &Y MEE R B P LA

R E FRNFIMEES -

O e N




SR E L E PR BN B TR E R AL R A v B

BEAT G OREeEE R R AN R R
oL H R ¢ 355 X P Bfodh AR E o R R R R A e
LE o TR X e ek UM E oo R %2 FE R K f TR
@ e SRR a3 E N BT E R R TR e R R

$ge2 - BRAMBLF PRt B R Pl ER R

IR E M LRI AED 2Dk F IS

X FB_I'#-m’//%ﬂs o

Mo Bz R NEESABEENEY R FELYE
A KR S F R TR ©(30-50%F ) o e 3 PFRAT GO R i

2 F g B2 (100-120F ) - AP apT g P oo BT EE

G AL BT RSN FAFIHIRAN LI HE v
AR EET S FERE - HERANET S F R BT B F e S F
PlEKT BE R @R RLA TR TEI - - F =T

T\IJ—*X i ;}—{_ﬁ‘r’q Bﬂ‘F'éK? ébkfﬁ«&ﬁio‘}zi"f‘ﬁ%

A % }",—%}z PR X OATARH D fioe RIE- B o FEh o 3V A5 RS %Erﬁg ﬂé ’ %g;b%‘

Te s EXT I A EFE X Lt [29]°



DNMT3B# #] % 2544

T AT R 2 % AR e B B 7 s A (heparin) fhgka F 0o A E
A RN Jf: » buffy coatfriz s Zf o 2 R & fff — % P AR IR T R0
-70°C ™ 5 A 713 enip) % 8 buffy coat 3 B~ 11 DNA & 32 (7 o

1245Shens « [23] =7 5 - DNMT3BA 7] 5 2514 £ 484 (7 B £ fosadd & i
(polymerase chain reaction [PCR]) 3§ t5ts » 0 *I4] % & & & 254 (restriction
fragment length polymorphism [RFLP]) 4 7 % #%: A DNMT3B £ #]2_ Bfal>t g #+
+ U FEFER e B o - Fe 70 AT S A5 09380 bp2 A FIREDNA P EAL
tg o % 1 FDNMT3B 2 Fler5 13 &+ (primers) B 7] % 5°-TGC TGT GAC AGG
CAG AGC AG-3’4r5’-GGT AGC CGG GAA CTC CAC GG-3’ - 0.5 pl="DNAGL #¢
I ¢ 7200ng3l# <+ ~ 1.5 mM MgCl; ~ 0.2 mMemdNTPs ~ 50 mM KCI ~ 10 mM
Tris-HCI (pH = 8.3) r0.1%7BSAPCRE ftea] ® » f 4 BAE A 443 5 550 pl -
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