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B-DNAXUEE 45 F4 H Watson- Crick B 3 F#h X (19 2k 28 X DNAA W 24 (520 . 1 X DNAKY 5 2 24850 (5
PRDNAJF 8 43 F 18] 0 43 P EURE L S BRORHB 32 Fe 6 45 T8 1 Y 22 Pl B-DNA = 48 37 (R 25 0] 2544 ) A fF
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T, AT LAHE AT DNA = 2 37 AR 25 (] 25 F4 X6 o8 A ) 2745 A 5 i T A
DNAM % 241k ; JEB-DNAZSH ; I E W47

Research progress in the effects of DNA conformation

Abstract

Keywords

polymorphism on tumor biological behavior
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Acquired DNA damage can lead to mutation or inactivation of somatic genes, which is related to the
occurrence and development of tumors. Traditional research focused on the effects of changes in Watson-Crick
complementary base pairs in B-DNA double-stranded structures on DNA biology. However, there are few
studies focusing on the various three-dimensional spatial structures of non-B-DNA formed by intermolecular or
intramolecular hydrogen bonding or unpaired base pairing of specific DNA sequences, that is, DNA conformation
polymorphism. An in-depth knowledge of the biological functions, transcription, translation, gene damage of
non B-DNA structures and its association between the occurrence and development of disease can improve the
understanding of three-dimensional DNA structure’s impact on.
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BIME & o AL GE BT 58 3 B AT X B-DNAZE 1) o i 3
H AN AR X DNAE Y24 520, IDNARY —
Yer Rz g, BIE SCRZE Ry s g R “p
RIai A4 , B R IRDN AN A5 U5 55 1 1
M, [HDNAJE B AEB-DNAK) =47 R Hg &L,

1 DNA ¥R SR ELISE

S LA (AT RE RS AUEEDNA ST T4
BAE R —Fhah 450, T =51 AT
PR, A IBE X BT USR] M A7 7, KRR
AL E AN RIDNA X B s 4 FhAEB-DNAY
%, Hlinz-DNA, k¥, 5. =8k, UaE
BN DNASR LA MG S0 R W 4
FRDNAM G Z 851

K I W ZE IR EE R REEDNAR — 2, HA
B Y7 B I BB A OBUIRTE , DA BRI 2 R
+ FI G5 M 1 AN D N ARE T — Xk e g5 4l
B, T RCELAT R Y D i (PR 1) P

KIW T F IR LEA S PREEDNAR — 5, K&
INAEAEAL & (CTG)n-(CAG)n, =R E & 5
H 5 37 2 T8 BT ) SR TE , & I 45 44 LLAS B X

IEREE R I 450 B AN DN A%E o (1) — Xt &
JeLERG AL, TE R EA T A R DY ) 3

DNA —#E KT H-DNAZFEE M AEB-DNAIS £
2o, v WA i e I AR 1Y) 5 5 42 i Watson-
Crickfif FE X} FlHoogsteen® fit X1 JE W43+ N /4>
(] =R 48, P B A% 6 AR 11 — 2 B B T [l 3 2ot
Hoogsteen 8 it XJ 5 17 3= WU A 1 — 45 B TP Wl — 5
UNZ AL

G-DUBE AR & & 517 (G) Y DNAFIRNA ST 4]
U B VU BE A TR — 254 o B AT A 44 1 T 04 s
HEH S Hoogsteen A S IE WU IR S5 4, I3 1 2 AH
PRI W% S G- DU S R Ry 420

i-JE 7 (i-motif ) 45 44 & 7 LB iE (C) Y DNA
T p FLEL o R M 18 b M 1) R 858 O i 1Y) U B8 e &5
F L P EAT 2 U] AR Y C - CHE 5 RUE (A Bl 32 i
Xt 4L A

52 M4 iEB-DNAM L, Z-DNAEH K
L RUIRBELEH , HEfRi g R A ZzFE IR E
(Kl2), Z-DNARBEIEEAL T HH X T 25 40 (0 7 B, IF
HAFTE BAS A 1 N J& 7E B-DNA LS 3] 1 3 22
VR ZLIUTRE , sbAh, B3 % B A o 5 A 28 = 1 it
W AE IV W AE S

EXYIMFS
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Figure 1 Hairpin, cruciform structure

2 Z-DNA
Figure 2 Z-DNA
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Z-DNAZE ) H 58 1 W Wy - a8 W g s e - B 2 1)
TR EE AN N, I 25 e SR e K
FRER-E IR, HVERGIE .

2 DNAMESTHNFEEEZEX

DNAZJ> FVE A= i it 4% 5 10 A 77 A 7%
B, EUEEIREELS A, HAZn 28 mah )2y
& TR B, A S A AR PR e M AR
JH, G045 HE D A H 20 | i A K AR R R R 2R A
7, JWDNABIY, 1B gL AR

RN I G AR 1% ALY 9 A 4 B ) A
J?ﬁ'](invert repeat, IR), B AT FGCI Tk & Fil
ANTEP, DNAK Il 5 /s DNAME 4b 3 5
FOSUCHE AR 1Y A €, flE BRE B Y S A L2 LA
WS H H SR, TR ik Je 5
AN B (CTG)n-(CAG)n, =T MR
E’E}?ﬁﬂ(trinucleotide repeat, TNR){&%*@%?{E
AR ADNAF S, HATE AEB-DNAZS 4 14 Ak
71, JeHETEDNAM A B, X R AL H A
50 ] LIE B AEB-DNAZE ), 4%k Je fil+ 7
W DNAK I HAH BB R > AL 2 5 TNR
Y . M ANRBHETER 250K . ph 2B 1T
PN A 28 WL R 5 TNRIF S 19 A et
Javadekar %L ft 28 25 Yl 95 5 18D Hh L 28 B — Ff 5
fit(17;22)(q11.2;q11.2), HrPpyWr 2 G TNF1
BN T 9195 bplnl SCAT & 4 # & (PATRR) X I
W PATRRUAZEFR/ B e sl LI+ IEAHr i, %%
FA AT 5 S DN AXUEE Wi 24 (double-strand break, DSB)
FlEENA AR E, NP EHAE., Dere% %k
PV BR H H (CCTG CAGG)TE Al & Je 454 5
2RU5R BV S SR RO DG st A AR E A G

2 MR - SR W WE A AR T 5 W] LAJE i Hoogsteen
i e RS TN S EERE R, SEAR N FR R —F
557 TH B AEE %’ﬁu%né\lzﬁz%jf‘muHoogsteen
HEASA N, B HEE X DB R B R
(Bl Mg )R PER*RY B (R: RS, Y. WEIE,
*Hoogsteen%ﬁ)?%@ﬁ& ﬁ@?ﬁ'@pHW*ﬁ'f&"Y*RYﬂ
=HEAR RN ER =R AT R S A A, AR
Hoogsteen & # 45 {3 DNA(S-5(3-) i i ], A 7= E
4PN AT REMY = HER S A 1K . H-DNAZS Y FR AL T
HEDCHE, n) DL g 5 ] I DS E X8 T A S Bt
fed A, oIt Hbs WEE R DNAH Y 22 IR0 - 5 %
WE TR 26 1 7 51 anfar, B AT BEGE i R JHH-DN A4S
Fa) K o DX B AR Sy ] U 5 AR A6 R IR SR
WA AZ AT RIE K D-3, Z 5 Hoogsteen s it X Y

H-DNAZS [ 25 = 2585 T LU () 5 R0 8E K R ik
[ BB 38 o Watson- Crickif 38 Bt X JE i Holliday
. Wk, kA MAH-DNASSH Y B EE & 0
AN, IF HoaT DIJE BiWatson- Crick B X}, M1
FaE H-DNASS M o =B 0K X000 M e i 2 &
Py v RS A Y TR B AT A5 3 ] (R 5 4 0 1) O
B Holliday 7% #2 , 3X L #0KE 5 | 5L 4 i A F2
EME, BEDSBAAE, ML EH, RN L
AU Pandey I R T SHEAK MY, WIS
G3F NI Gr -] = BEAR R AL, 38 i 3 S 5 ) I 5T
T7 RNAR SR FE 5%, 49 R EYIH-DNAZS 4 A]
FHITRNASR G, BHWT %, 54h, mTLOE
TN =R T A FE L A DNAF AR w0,
e G o A i 1 g 6 M XU 4, 30 T B
3 LT E 20 DA N 2 5 0K 0t A0 A 3 TR R A2 AN
DR [ E AR BT R e, A
c-MYC, W RIFZEHRHAHCHENMEIE . Helma
SR R R (GAA)nE H TSR %
U AEB-DNAZE#y , B4y + N = 5 1A 45 1
(intramolecular triplex, H-DNA), Sfrataxin%E[H
1) 2 SR 1T BRSO o TR 1 B A L % 2R (Friedrich
ataxia) A K, 7E I 75 08 B A 2L 0 AR b R Y
KGAAT L P4, MR RA =8 AM R,
FEELE T E KT HAIEK . Vetcher 45!
R IAZ X I AN R E P 2 A = BRI  H AE
YERDE BB 7S8E “FhitE” DNAGI AR,
G-PUEEADNATE S RN (G) 741 Y Hh I 8 &2 vh
I € 0 e 1 I S A € R d ey | A T
AR S il id Hoogsteen EU A B 1E—i2, K H
AN G-I8 1 DA 5 BRI 5k L 4 A iU e, FR N
G-VUERAK . 21> G- PO Ik A AH B o 2B 2H 2% i G - DU i
i, Hh A G-EENHEEARZE, &5, R4
B TR G- DU IR (1] 1E — 2D £3 € 1 4 0E iR B
BT (BIANK B Na ") B 5E 19 G4-DNAZEI Y, i T
BRI S B P & R IR, G- DU BE 1A 45 1)
AL WA S, A7 . ROPAT FR A 1
G U8 AR RS NI N A K B G- DO B A T
H, RT3 Mk
G-l 5 Z Al F 4, LIFDNAKR
il . DNAFIUIIBE . Feat . RNAKLE, BIFAI%R
W ist AL A5 . G-I BE R T BHWT A2 1 3L, 7R 2257
2L )P ) L D AL A, ZEM R DNAR OB K Pl
YERT . AL T skt i o a (transcription start site,
TSS) b i 5 T Ui 19 G- PO 4 4 T LA ) o] sl A2 a2 4
o MeAN, G-TOHEUR R T B AT DA S5 4R B 0 1R
I £ 11 5 BH W7 ax 28 2R 11 5 AE #1F IX (untranslated
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region, UTR)E‘Jééév M X B0 5 A
Wi S0 e B K Y 2 M X I (insulin-linked
polymorphism region, ILPR) N T i S K )3 3h
Ty B dF . TLPRAEM A % B SR . 18 AT
RUBE PR LA I Z2 e BR SLZE SR M oG, MEE 1
§'-ACAGGGGTGTGGGGHE HILPRF % )7 51 IE 1
G-PUHER . Ji i 500 7 K B ML A K EAE, Yu
2 BLE R ROFATILPR G-DUBEIR Y86 1 KT B A
ik JE ik 1 Y 2K M), SRWITLPR G- DU (A ]
PABH I X e fEDNARI MR F i g, SILPRAHCH
g I A R TR O o N TE T WRIN 22 15 i B 4 45
It H X G- DUk k BA i B 1E, LR R 454
G-V SE A B RSP RQCES FY B . WRNZE 8 5 BUH X
G- VU B A it e 15 1 1 3 2, 15 8 WernerZE S 1IE
Sl R (AR R )P EE R, G4
S5 FTE Bk Z D O G- 1fif Jig 1 5UD O G- 1 iff e i 1Y ] 52
PIFANCYI1H BT oK BEfif iE G- DU BEAK , S 25 I
i A R A B A B /N ssDNABR 1T, DSBAY & /&
MR KIE R A DNAGRS, H P FANCJfiff lié i 1
K5 Fanconi# LA &2, RIEREATRX S A K
M IREA 6. 5 ATRX P £ 28748 7= A 55 WL 1) Sg K
PER G R B HE, SR IR, IIXESYad b
3R ML 7 B A% (X-linked alpha thalassemia mental
retardation, ATR-X)ZEHMEA K, W ILKHATRX
% i SWI/SNFHEfift i€ i 2 FHATRX, Hrf 4% oy
AHEFF . 1)ATRX-DNMT3-DNMT3LZ5 M, 45
A Z 4 TH3 R F A i i 41 8 1TH3K9me3 ™,
Law %35 5 4 6 AL A e AN S AL T2 19
HREEE A F SRR FIATRX, {0 5rDNATE & ¥
L2 Top A (-5 | BN TR U DO NN TN A N O
/N UG T 40 L ChIP-seq 23 7 i 7€ ATRX & & G
A H R B K Y 41, X e AR A 4 AT R A
G-Dushihk, 25 RUG-UEEIRSS I AT g S5
ATR-XZESEASE™) . G4-DNAJH 5 AL A
K, BLHE B2 DI RE AT L 0 e S R R g
B9 XU, Haeusler®:PYHFSY B 7E Corf72F i X
EPﬁ*Zﬁ@ﬁEETfi(hexanucleotide repeat evade,
HRE), (GGGGCC)n 5 #8748 Pk i L 25 46 il R
Tﬁ’ﬂ{,(amyotrophic lateral sclerosis, ALS)*H%E%E”f%
%(frontotemporal dementia, FTD)PFH?E, C9orf72
HRE DNA/RNAJF I 458 250, DNAFIRNASHL
TR 75 1) G-I BEAR 45 F F) 52 /& C9orf72 HRE
HEBIALS /FTD AL H 1 FEA P E %

i- P 25 0 R R M BE (C) B TERR T AR T
TE LA A DU SR TE VY 43 450 o R AN S AT RE L
HERZABL, DLRCPAT 5 ) 4 AT 2 2 75 £k i

WENE-HLEBE +(C: C+)BRAEXS PR IG/E— . 5G4
LSRN, T4 ARE A E RS, i ] L
M 24 (R AR ) 4> (DU 2R 1K) 43 FF I DN AE (1 45
GU TR S, SOE RTINS (K
i-BE PP AR AE T Xl B AT, 7 T AR I KL DNA
BEh I, S 5EY R, B
B KRR BE R P A T BE S S R R
P, B SRR A0 R I G/ S I - e
$¥5 o Takahashi%: "3 i3 DNASR A B Klenow i Bt
(klenow fragment, KF)WF5% T JLFPIE L L DNAZS
FXTDNASL M B W0 o & AR A S il B i B Al
B A [6] 19 - 5 PR 80T 91 48 DN A SR 5 il 5 i O
PHASDNAK fil s & & . I(ovanda%[27]7i¥)mc9orf72
$G4C2ﬁ*§ﬁ@$@§ﬁﬂki%fﬁ(hexanucleotide
repeat expansion mutation, HREM)*H;’QE/‘JHJL%%
il 2% fifi {6 4iE (amyotrophic lateral sclerosis, ALS)
10 5 A5 4 (frontotemporal lobe degeneration,
FTLD)HREMZiG & WL li- 35, 7l LU R
HREM S ifill I S5 B9 A2 1

Z-DN A TE A2 B 1Y W W8 - 5 IWE Bl 5 W - 152 %
(APP) % 1 MR S 77 5 P B i e g 4ty
F1Z-DNAM 7] LLGC>CA>TAMFE B K, 3@ i B
% 5B-DNAM EAEH B Z-DNALE & H 1 (Z-DNA
binding protein, ZBP)E M EZ-DNA, K4h
WEFTHRIE , B LA i G e s i A I 0 ) PR A
DL K g W e 1) 2 A 3G T 2 -D N AESE A6 15
i, dEH BB EAESFBEZ-DNAF i
M. Z-DNARG HEZEEME, 5RGHELKRE
(systemic lupus erythematosus, SLE). »a% B .
ZRMEMAMRPZ R MALSH G, BFE AR Ad
Z-DNAPLIK, %34h, KhanZEPR B HA (CCTG)n
(CCAGG)nH & () Z-DNAZE ¥4 1] 3 i3 vk b 2 7 L5
HHE TR R (DM2) 5L B s 7 1Y i #E DN AT IE
SR X DNAE A R VEH . 535h, Rentiuk® %k
P XY AR R CGGRE M S B A H =
HAH KM GACE Z WA JE I Z-DNA, Ravichandran
25 DOV TR O I U BRVG HE U T TR A /EZ-DNA,
I 7R Z-DNATE ff 22 1IR A PR T VR .

3 DNA #& S MR 77 %

DNAMR ZENEW L2 EY e, il id i
SE BRI J7 1% T AGL I #5 A AE B-DNAZE 4

3.1 B4 FXEiNFHE
$§7\¥§Hﬂ'(single molecule real time, SMRT)
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My R G 3 127 Bbs 2 AE B S SMRT I Jy 512 56 i
B ARy, W TR DNAK . R G 3 T
Wge . K BB AIIEB-DNAGEHY . I 5 45 15 4 Hr A
KA WS ) 5 W R AR A S o o @
TR AL W T R phi2 9 B A Ml IC SR DK e 18] 45 22 1 1]
(inter-pulse durations, IPD), RPNkl =z
] R IR ], 6 R A R SRR H IR A .l JHIPDAE
KRGS IR, ATRVE . WS LA AR
B-DNAZJEJF 2R RXS B 5 Bl ) 2 MRS DR A 4 B [N 4
SR o i I SMRT N e K0t mT A7F 5 3R 45 ok ) o 4 1
&5 % 314 BRI DNAJT 51 RS54 5 F 1 5 mi B

3.2 BfiE] 4y ¥R NG R

3 3 IS [] 3 B G v Sy AR R 4R s [ 0 Rl A
5 pHIE M 427 2 [0 (-3 P sh B -G . B E-TT-Q
FFIWES R, it i) 73 BR80T vk il sk Aa
BTN KT, WEEEY F-TT-Q /¥4 pH
(EFEARAT, 2GR EERRR, &bl pHIEREAR, 2¢
N> ST S UG, pH 4.58F 77 £ 1Yi- L7
SERTRE PR R o 38 2k BCHE R D (mxn) HR 45 pH
4307 1) AR AL AT R S AT HEY o s B ) A DG 1Y
$ﬁlﬁ%ﬁ‘§&(time-correlated single-photon counting,
TCSPC) /MM, W/nfEpHIA <7, i-FEFEE 55N
i FICRI it 75 B L IO 10455

3.3 F - BDNAEFHETH

E-B DNAKJF IR T. H (non-B DNA motif
search tool, nBMST)&MZEWIE, A #E3
— N8 Z-DNAJF A LY 2 e ) 2 590 (+ B
DNA). S HEFH) (=HDNA) ., H#%/ BB E
BIPH (o KIE5H) . GARTF (G-IUEER) . 5
B MR IE R (£ FZ-DNA)FI A B E (AL
M), sd e A X2 EENE R, LTV
Z A WebllR 55 %o W R B FEAL T IR )7 51 e
JLAEB-DNAZE M Y & 5L )7, B WFEB-DNAJE A
B 7 5 AR BUR R G . CerZE YRR
IAZ AT BRRS R E T 3% T 431 5 ARG 1 28 Jig o 9
B IE A0 98 A DG B R AR 3R R G 731, % B40 )
KA T R KIAALS49-BRAFE HE, 24 (PA27FI
PA30) LR FEHEE 4%, i nBMSTIE R, JLAk I
21N EAEB-DNAKE Y, Hid1244(57.14%) 3k H &2
Z EHEMPA27(FR799551) FIPA30(FR799552-3),
Y E T H Y AEB-DNATE BLSL R

3.4 E =ik
E]:ﬁ(circular dichroism, CD)ﬁlﬁijEﬁIEé—‘ﬁ

I 20 A 15 O AR 6 W 0 25 S O SR R, R
FEE W) oy TR R R ) R BAR, n X )
A [R) S A6 AR 22 8] SR 5, Tz N T TR R WF
G20, Verma %5 Pl R AT AL ) AAFAE e BR AR FARE
Ml & EIIllﬂ?iﬁyﬁji(immunoglobulin-like and
fibronectin type III domain containing 1, IGEN1)-G
MCIFHI B CDIGIE, J3 8T s V47 G- U B 1A Rk
PERI240 nm HWEEF263 nmIE W, §FH G- PUAE AL
MRAETE

BAVFZH TDNAZ SR H ik,
T e A0 5 S AR BE = 75 #% (fluorescence resonance
energy transfer, FRET). i+ /] ﬁﬁﬁ%ﬁ(atomic
force microscope, AFM)%%, 1] HFit—# T iRk
B-DNAZS 4 Y VE FHHLAH -

4 DNAMR ZEEEMBLZERBRHIHENX

4.1 DNAMEEEESMBHNEE

AR RG E PE R R ZHURIE AR . R4
Mk EESE SN . KEfA . B mE
BreA, ANUE B S 4L, i S EOE
A, WP AN M EOE S, SR kAR Ak
B-DNAJTFI AN e M & 2L R AL A i 4 s, i
SR R

Gy WAL s e R R S S R, 7R R R
TR AR ) N ek L A TR, JF
TE 5 o BT HES . ZlotorynskiZE Tk BLE WL 5
PEAL S FRA7IE SATHITAZ HIR, AlRekA Kk
Je gk FECA LY Rl Yl ad Yo iR HE S
Mr, CiulloZ5" % $LFL IR 40 I b &5 A & Je 45 H 11
6] 5 WA S FRA7LI e iR X IR 2 5 e o Rk -
e, 5l & EHE.

c-MYCHH 55 FEZ FOE W E, -MYC
HE PR 5 A7 (Y Burkite ik B8 E R AR . Umek %5 PO
SR Gy AL A T e-MYCHE P B T L A% 1R
Fi PR AT (NHE 1111),, A2 B AEB-DNALS
F4, BVH-DNA, ‘FE03E A8 5K 8 252015 .
Burkittyk (LI FIBALB / 3% 41 it 928 45 G (o I B (i A
KT, S Ec-MYCHE N () W i R TE S 3 1
X H-DNAJE BT 51 JE Bl . Wang % B 98 - MY CHE
P9 U8 M H-DNAJE 187 51 FlLH AT AR H-DNAJE B
WREMI3 MR H-DNAJE BT 5, EIGG32, AG32
FIGA32, KI5 55 GG32JE MUK f e 1Y
H-DNA, W&k . 5 cos-74118, #iE
H-DNATE S M 7L 35 4 40 i 35 7K 7 59 28 A8 45 %
L H-DNAM G A X RE S 4. H-DNAJE A7 513
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B SEDSB, B 5c-MYCH N, FIKRIBL, R
H-DNAZEDSB BRI 8 J1, FEEEAFRE
FY IR, AR s 1 K A

T F1Z-DN A i fi #F KRR i i 2% 5 5
GEMAFEE . Z-DNAS 5 c-MYCHH % St 72,
c-MYC L 507 T )5 8 F X AT I FR il P R Bt
Z-DNAJE A =1, Z-DNAJF I 1E G e BR 7 1 A
FHENETVE N E M, Sy kg ikl X,

B 21 i I O 9 E R A0 B A A 21
YL R Y B GAMP21) BURRAE i i W -l -
¥E (BEB) ML 7E YL A 5.1-24 MbIX B ™4, H
FfFERUNXTIFIPDE9AKE . SinclairZE & 3
IAMP21 B H By Wi 24 5 £ 27 FPDEIAN &% F1,
1E5 400 bpkb AT K il Z-DNAAY CAH & JF¥ 51| (Z-DNA-
forming regions, ZDR), FKHZDR5iAMP21H 2
SUETERHE, 25 BN MR M bk BB 200 i o
SR A . Z-DNAS MR [ A 7E Rl 1 R .
EFLIRE . R, B . MaREME . 5 RE
FHG 5 R 95 S5 18 2 I 4121 ADAM-12 mRNAZK
FTHE, FUIADAME FLR R AT 8 AR R O R A
Frio Ray%: -1 600/+20 ADAM12-CAT (il %
ADAM-12"H1+20F1+350Z [0 J¥ 1)) S -1 600/+350
ADAMI12-CATHY G R R B 5 Y1 S Hep G2 (R AH ML)
BEAS-2B(fili FRz4ni), Sw-156('% Lz 4nf),
HTB-94 (B M) MIEG-3 (M3 40 ) . s
-1 600/+ 20ADAM12-CATH H A Y 4 fIADAM 12
FR AN 3%, #ERADAM-12H1+20 5 +350[H] JF
G A7 FE 1 45 TG (negative regulatory element,
NRE), Btk SSHCATIHE R FH M., B L&
M+100/+1900 1) R ERE )T I FEHCG
MICAZ N AETE A2 F-2-DNA, 1 FHAEZ-DNAJE 51
BARIZ A R T 91 52 4 BT i 25 JL L I NRE
IR o A (4 5 I 3 Z -DN A #4150 e B
Yk z22iEHADAM-12 )5 8 T 41 % Z-DNAJE ¥ 51
(Z-DNA forming sequence, ZFS), Tt i#1E# 4 il
ADAM-12383Kk ., MeCP21] 5 ZFSZE A0 NF 154 53¢ K
TFHERN LA, HADAM-12335, MeCP2
IKEREAR, IEWAZ-DNA S A K AH B0

4.2 DNA R &M S5 MER#RE
Brooks%“ﬂﬁiﬂ*%zéiﬁ%’ﬂE@Eﬁ?ﬁﬁ
G-VO AR LSy Y- FE 7, 4B 5% SR 1R,
SZUR fRE JE 8 . PD GFR-BAZ R Bl ST 14 (nuclease
hypersensitivity element, NHE)%PDGFR—[%%%?E
PECHE R sh TR oo iF, H Lif-166 2 - 132082
XIS A 1S & GCIXIR, M7 12 SRR/ 2

WARE R B AR, i S T R 2 D4 G- DU AR Bk
-5, 7EPDGFRAYH: s i bl SCHE/EH . G-I
R SR A ] 5 i PDGFR-BAE R R ik L, i k4
Mt Hiz % . - TP IHIRINSC3098747E
il e 22 B 21 B RS 0 i &R (SK-N-SH)PD GFR-B ik,
5 2B 0 R 1 R A e

HRASZ2 M HI4B & & GCIL K AU HRAS-1 Al
HRAS-2J# 4, —FH A THRAS FiFF2ETSS, i
2 G- DUSE R 25 . KaiserZE % 30 G- DU (& 37 141
HRASHI#E 5%, BF9E ) % SIHRAS- 1Y FIHRAS-2Y7E
SRR TR SR B (M SL) . 056 )T G- DU B
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