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Abstract eccDNA (extrachromosomal circular DNA) is a kind of circular DNA molecule in eukaryotes. It

is a kind of special genetic material and carry complete genes which can express functional protein or RNA. eccD-

NA can be generated by DNA from endogenous genome and exogenous DNA in cells. Several studies have proved

eccDNA can participate in various physiological and pathological processes, such as aging and tumorigenesis. In

this paper, the authors review the research progress of eccDNA and elaborate the relationship between eccDNA and

tumor.
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A5 2 PR R R, I A FE R W, eccDNATE
JHIR AR L T AR AR, AT DR e 2 DR A
HH T —%eccDNAANEAE £ /K 73 B e A, PRt Ast oy
e 2[R RN AF DG 24 22 [R] () ecc DN AR LATE i 8 HhpR
KB R, M FE R 6 R A AR A gk e 4y v
AR RHE B A AN,

eccDNARIR/NAMJLE bp 2 JLFMbANEES M
LORYE T HE K AIDNABAMEDNA . eccDNAH] LA H
>3/ e e E N AR SR N V=<8 =5 11 =1 | S
SIFH. gl X8R gw i X 7= A0, {51 4, STOR-
LAZZ J H [ S5 o 50 R 0, S i &R 1 I i
F 85 YL AR Bl 52 () MYCHE [H] HE Bl fEeccDNA |, iX
AN K BeccDNA 81 7] DL R IE T~ 25 K 41, i 27
eccDNA L TVERE R A M5 1R AR EHETFIL R
B, eccDNAE AT BL 1 %t (1 AR DN A 75 5 (K 41
YR N, AP RS I 48 995 B (hepatitis C virus,
HCV)FH 438 (49 A1 Ji i B A 40 i vh ] DS i 29) 60, 25
HCVA] Y5 J7 51 [fleccDNA!, eccDNAH, 1] DL & i
AL, DA A4 X (homogeneous staining
region, HSR)ITE S AFAE, 31X 7] 58 2 Bl IR 4019 2 1K 1)
Fakl,

eccDNAI K/, P4 KIFEA LA, $#2R
eccDNA A= Bl AT fig 52 2AS [F] AL 3K 3, BIAE 2
K5 T 7] — B (lecc DN A 1] BE 22 7 AS [] f# hn T
Ji 2 P AEAFE RN A RDNA . 5 28 EDNAAI
RNAAM LE, ¥R feccDNABE 5% #E SIRN AR A1 4h 1)
BEIIYE A, BT Lhecc DNA M A R st 1 i 5 B ]
PLAFTE KBS ], eccDNA S R A & % A 0]
SR ER, HETEME R I T spcDNAL B R 26
ecDNA. microDNAZE U7, Hodr | microDNA W] A
Bl Jiebeg 2R TEIEFA v, IX $E7Recc DNAEL V1 1] LA
VDR B e 12 W RS B A b E A0

2 eccDNAMYEEMHRAE
1868444 K, FEE A %fi 1= 24E FRIEDRICH MI-

ESCHER M [ 41 g A $ 5 21— Fh & & i oo R IR 1
WEY, FH e R, X AATE ORI
DNA, [f)5, Bl B 28 DNAFFE T — R 5 K0T
Fi. STAHLINA, %544 (FIDNAT] 58 4 2H 2%
— ROV HIIAR G54, 41 R0 25 A RIRDNA K & B
B/~ 17 IX — AR W IE s R B 219654, HOTTA
SR B E /N A IR AZ A RS T P 4 RN —

FIFRRDNA, A 1ERUE B T X — 5548, [F4F, COX
SN TE 7 #h 22 BEAH J IR R K B T eccDNA, iX 24
eccDNAK/NANEE, fEA A0 H A A, bkl
SO A, WA 471 v B SRR IR R e L, Btk
AR ZKAEAS R B FE A A B 55 R (G- MYCN,
EGFR)1] LA LleccDNA [/ J% A dE AT 4 B2, [F] I 3k
P — LU ) 5 ATDNA K il 101 #1771 7 LA it eceD-
NAFIE B2, R B4 R B 55 N SeccDNA
FHEVIFIECR, (H72 H T HARKFE R RRE), #2254
K BEXT X LE R R DN A S F AT IR NI AL, EAT]
(AT BSCHL A DA S AT o0 Jie g A e R 2 ST AN B
i

R & W ARG, S BRE B 4y
AT A AN P B R e — 20 R R . RO R e
eccDNA I 45 4 FE AL S5 K5 1 A4 B 1218 487~ . 2012
4, SHIBATAZE PRI AL A b 4 e i 7K %
7E£200~400 ntff]/N IR DNAZF T, Bl microDNA.
20174F, TURNERS:Z 8 ik 4= 56 (R 200 /77 &5 40
BRI B I8 A% 22 A (R 5 3%, 0 T 1 TR A [R] 28 23
(PR REAH MY, K IleccDNA JLF-7E — Y- I e i 240 i o
HIL, I HeccDNATEA [F] B [ b H 3R 1) A 26
BRI ZESE . 20184F, MOLLERZ: PUBE 5T 1 164
e Fe N B R AL AR AR, A3 1 29+ 5 FeceD-
NA, H K% —4eccDNAS A7 56 B 11 3 K 5l # 5
KA BEe 20194F, WUZECHR| H $14135 5 o2 T 1Bt
FEMRREA LS 2] T HAA R eccDNA, B
J& T B R DX Fhecc DNA I 45 M wifs, T
o, HATR S RIE . [F4E, MORTONZEM & B
eccDNA [FJ IR 45 44 fit 15 B AR g ) X 1 384 5 1 8 4
eccDNA i 2 R 1) 38, T fFeccDNA_E 135
SR DR () Bt SR i 1 L Gtk b ) R P R TR B

3 eccDNARIZY 2

eceDNAMRIERIE. KN FHIRHIESER 73 1R
Z MM, U microDNA. ecDNA(extrachromosomal
DNA). At k4 rDNAIL (extrachromosomal rDNA
circle, ERC). ¥ f 3 (telomeric circle, t-circle)3 (7 1),
3.1 ecDNA

ecDNAZ A H T 6l 1), k= W] R 1) % 22
LA S AL () e CL AR SRR TC R ecDNA— AT Ik
1~3 Mb, P34 K/NZ51.3 Mb, 7T LA 5 24> 58 8 11
FEDUFN 4% X 38, FIDAPIYLth J5 7E 6 BB Fal
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1 eccDNARYHHE
Table 1 Characteristics of eccDNA

eccDNAF /32 PNGN RHE BIEM IR 23 R
Classification of eccDNA  Size Characteristic Potential function Reference
MicroDNA 100-400 bp Mostly from non-repetitive sequences Regulate gene expression [25]
ecDNA 1-3 Mb Accessible chromatin structure Promote tumor deterioration [20]

ERC 19.3-40.4 Kb Contains rDNA units Related to aging [8]

t-circle Multiples of 738 bp Involves in alternative lengthening of Maintain telomere length [6]

telomeres

DLEO2T, ec DNAF HLAAR AR i Ff T 200 B AL
AT R BH e €0 o0 21 44 T2 45 5 A [] AR A ok A T
TE R, BERR AR, 19654, COXZETE Vit
R T A% B0 2 BEAH IR R SR KN T
A HE. WG, A SEENT. RS E
FHRBIAR M K R, 3 — 7R T ecDNAK) 45 14 Fll it
fEHEPE. ecDNATEJi 41 g Hh i A7 75, 5 L7 7T LA
UK By a8 i K A 1D Do s S R R 24 25 TR ), 7 HE 2 e
6 11 o A AN R e T AT 3 22 00 L L 4 O, T
T H, ecDNATEM 2 BEAN A0SR . £ 3E e A IR 41
o i 9 o B R L. VR 2 2R R, Wi EGFR. MYC,
CCNDI. CDKAFIMDM?2 T, % % 1IF S g % 3 i X i
P38 DL N8 DIk, T 1S 95 g 48 i of A W A2 4k
(BRI (1038 B

SR DNAM L, ecDNA ELA & i (K84 5405
PEo YERDNAE T S48 A )\ RIS BE5eE—
&, R K. MR ER A REFE— R
FIME AT AR ER 2 )5, A R4+
P E— B2 I DNAB AL FE 428, ecDNAKA
Wl v B R4, g MR A IR 5 1 T R,
P A S R F IR AR 2 B2l e 3l 7 S5 X oo it
b, Bt FL K DlecDNA A TEER AL 4 5 (1211, Bt
Z B R B, FE HecDNA R 45 /) ik
AT DAY 50 2 2 P B R A ELAE . DA B IX e ]
&K, # e ffecDNA I [ 5 R AH B G A b 1y e 3
PR LA B o 1) 2 S T P

I R FE AT 2 B, ec DNATE A b3 v HH B
AR & T R AR, Jf HAE IE 204 1 BT
BRI, X IR AE AT BB R B4 AT AR X
— IR R RS i RE (1) S R AN R
3.2 microDNA

TE46 58 4 F W IR EE 4L A7 s i, SHIBATA B e
[ 2V i B 1 00 200 A% 43 B — P AL )

eccDNA, E[l: microDNA. microDNA DL 5. 5 Fll X 8%
PR AELE T VR 2 240, I 0T DL 4 SO st
N R4 microDNAIK/NE60~2 000 bp, HH
294 84%[fImicroDNAZE H17£100~400 bp. it & 4
IIRDNA, £85Y). sehE. 7 M % 2 DNAML =
ARG, KILA R 2 EimicroDNAK 5 T ]
HWAEE T 722 B A s 1) o A B
P, WAL T RMF KIS UTR. 3'UTR. & & CpGRI4H &
TR, HIER G BB I S 37 DL S RNA
A BT G 1 25 A X 322270

microDNA'E &% GCJF 41, H B W% H ERAA
AT. TTH Wro A X FRE R P 21 A A3 6 m) T-2H
X A% N, 5 A, R 41 B HPmicroDNA R A B
1150 bp ) A HAME, 1X P 2 B microDNAT] g /&
H A% /MA FIDNATE 22, it 4k, ecDNA B AT HEF
BN [ 1% /MR 45 7, 2 B microDNAR 1 A LA piy 5
DAL 4L 7 31 77 AR b, B8R 38 1T B FH ec DNAFS A6 1 K o
e m) G U, AT R G RAE A 7R R, AN RIS
eccDNATE [ X PR35 e 77 sl vF of DAUAH B 44k, KI5
ANEFRTT IR . WFFCR I, BEEER K, — L
A BT E R B 5 I CpG A% R mT DA
A B 0, Ik e gy HR S0 A M 1) 1 97138 5 25 5
JE BimicroDNA. A I, SRJ8 T H R I CpG Az 211
microDNA#E WA Jy ] LLIE i 42 il % 53¢ 1) 5 =5 e AL
AL .

microDNAJ ™ VZ 17 75 T WL [ 25 Fl 4 21290 |y
T microDNAEH /N, Rl B AN BB 417 56 BE 1) 4 i 2
IR [ 3 R 51, AH 2 2 DAAE 71 2 ) 1 T RN AR 2
o PAULSENZEP IR #E A1 fmicroDNAJT 41| & i
microDNA, & I iX ¥microDNA F 1 fUL 4 GE 1 32 14
A VIR microRNA, F R FEFLHRVTBRIMEH . IX I
7R, B FmicroDNA ¥ 55 53¢ 7= 4 mf DL il J2& [R R
I+ 5 HA R KeccDNATE LI EMI 45, AT 52 IR AL



2396

A N 2k R B 2 AN D e P45 . 9] 401 microDNATE
P98 20 e PN B R 2 BT, e R ML AT RS
microDNA %% 53 7= A& 1)1 7T RN AR {5 18 22 R U ER,
T BURE D 2ok R AS 52 428 il K R R I,

3.3 ERC

ERCRETH — N Z MDNAK L, fZF 2
KL Aef% B EEZ 6 PR DNAZ T892, eaT L)
HAZBE A DNA IR #4774, S8 5 1E RrRNAKE % (1)
FiHR . 1% FE{A DNA(ribosomal DNA, rDNA)/Z % it
IR 7y IRNATEE R 751 . BAZZED) I rDNA
FEATGE, DR BCE S oD A
rDNA G EA —4> DNA K il X451 51 (replication
fork barrier, RFB), 1 UL 9aDNAK fil] X FIrDNA¥%
SER AR AR 5 AR AR A e,
i H W7 B (1 5 RFBZE & 2 i 41K i S DNAXL
B Wy 24(DNA double-strand break, DSB)*. 1 2% Wy
2P DNAE I Gyt sk N B AT 2R, BT L
Pt Ak b S PIIDNAN S AE SR — AN E A
rDNA .G IERCPY . ERCHI 7= A= 52 B 41 A A i 75
SRIGEET . [tk 4h, ERCIF 4L 5iDNAES 8
PEG 2%, 52 FIrDNA B3 TUAL I B 50,

T LA T 9T 2 B, ERCHI g 5 40 i 28 % 4 5%,
SRMERCYH 2 2 X RAFAEH IR KIFU. 1997
4F, SINCLAIRMIGUARENTEPY % IR ER C /£ 35 2 1 B}
kB R, FILHEWERCR(EE LN T. BEEEK

JobI AT = A ERCII B &b, A3 amifi 2e 15 3
FEKEPN, JXEEHE T ERCIEHEREE, 4650 75 friX
M. {22, GANLEY 255 2 2| ERC/K - BEAIK[A]
PES SEAE s . (DNABYF R R P i A faE
X, 4T HE PR 4 (AR e M 2 5 i L 3 ) 240
25, ARATEE— BT T A S L, I
M BFOB1J5 [FIrARS A-3amp i Pk [FIrDNAYK 2 T Fa
S, TERE Atk 2 B 7B AE R KT, X —
W5 3 B, BB I R T R AR AR e
B FL R I, ERCs A A RO T e 1 22 R 4L )
Ji o TR R RE R R 20 AN B e T B DN A A 11 B
ERCZIRGE Y 1317 #Mz2, ERCIE AT LA LA —Ff5fI 2K
i 7 U A N B R 2 R LAY ErDNARS, ERC
A DAYERFrDNAZE 14 1) Fo E ALE B ) B0 25 P, )
I 2 5 Y1 58 2 1A%, B R T 3% 10 R A B 32 3
F A 5% [R] 22 0 P 7 DR 2% 4 1) ) 2 TR 2 e PR T

M3,

3.4 TZERZAMIERIR

B I A 2 i P ) AR T4 AR 8 5 B 1k e
PRI i £ 2 J5 UGN VI ARTA M . 723X — I
Hh, SRAS DI REVE T M 32 44(T cell receptor, TCR)/2
T S A ) DB, 30 TAH AR ) 375 A0 R0 i 82 1 704k
FREEM, TCRIKT EL VD) EHE. 1EX
—IFEH, V. D TR 2H e ke i U0 B iR R T
JL B2 ARV XHRT AR B — PR R ) i R B A
T, 0 (R R BOE SRR, 2R A BonT DA
B TE A € [eccDNA Fv B, Bl BT H T4 i 52 14
B 31 (T-cell receptor excision circles, TRECs)™*,

TRECs A 7 B N IR B fige, AN BE 1, £ TR 240
JH0 B IG B ) 3 R e AR R i JiR R AT AR T
2 il A S 23T A% B S A, TRECSHE 8 52 e i i Ty
RE A2 Ak, AT LR T e 00 i 1 i L T g4
1, TRECs#iA g ibk L 40 i ) (bR 5. TREC
BVFZ2 N, W PPk i 40 B RS A 10 18 iR 1)
RE on il -5 T4 o 00 R0 D e e 5 A DR IR R 46
TRECs U2 2R 2 IR 5200, 4 1 i 14
DiRe. VIGAT A 07 i A8 I T4H fY 7 24 F0 4
MIFETs, AL 2= A, DAth, BEARTRECs AT LAAIfE
e 0 2 B, HRR N T RN R I TRECs
G DR AT IR 75 R E 2 B

4 eccDNAFZ R HLE

HAT, B 7N 0 2 iR B W %2 eccDN AT
FEBRFE B 502 2 BA I PR ARDNATE B IR 25 4%
773, Rt eccDNAFZAE R K2, SR1MT, eccDNATE
B BAR Gy AU AT SR AN TE 28, Pt DA 7 2245 B8
Z M%7, IRDNAR = A — A2 &= FEH
PR A FES, fEiX — it #Ed, DNAE ], RNAR
W FEIEAR. DNA##1; 12 5 (DNA damage repair ,
DDR)55H 5 % 521 & IR ] 2244

eccDNA [1)T¥ .52 31| 5= R B2 e 1 i 52 o BiF 9T
KA, 20 M B 5 T B0E ) B R R R R S DNA
WG Z 5, 410N eccDNA ) K7 835 T i 470,
5 90 38 A A o< 1 22 2 5 46 2R RS (mitogen-
activated protein kinase, MAPK)/{& 5 1 i 75 3% 4 i
I8 2 M R 2 R S . MAPKYE 5 I8 g £
FIERK /24 1F 52 REBRSDNA IR A A= 1, I 55 24T 1k
XA (double-minutes, DMs). SUNZEME 8, 24 H
MAPK-ERK /241 ] 77/U0126 FIPD98059 &b F fi g
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A B LA ERK 1/2 () 25 5 P B R AL IsF, DMIs ) % i
B TR

RNARUFIR ] §EZ 5 T microDNA 7™ 4 it
FEo [T T BRI () 5 DR X 3 B W R e £
B b Ad 1 3 R 4R A7 SO 4E 1T L AEmicroDNA .
microDNA [ & 7 & i 45 ¥ 5% 7= W) B K FE R AP 2
S TR B T B e

BT 2 2 [MeccDNAKR L & >R IE T H BKE E P
FIHI G EEARDNA, BRI [R15 =5 20 m] REAE S — i 1)
ML 2 HeccDNARI = A1, CAIZESVR B, 7£5 DMs
(1) PR Z GRS TR 2 A i, [ 2 40 7 ) 3 D2 fEDMs
(%0 B 3% PR K. DILLONZS™V% 3, MSH3 DNA
B4z 52 B ] DL I 1) U5 = 20 1) 77 A2 i#FmicroD-
NAMITE . 19394F, Wif -G MG (breakage-
fusion-bridge cycle, BFB cycle)#i & X FEH P, MC-
CLINTOCK W\ NfERE— Ik 2273 Z4id f&rh, HIDNA
477 51 [ — 2k e e A b R IR B8 DUEO I, 2§ 3K
JE K DLHSR 8ecDNA ) JE A4 511520 3 A 2 i
ke 7 A A 3 1) B R E AL T-DMsHTHSRH .
W fi, FLAh I 5T 2E A i i 2 SR 42 Hh 2 o7 i O 3 3 A
AL, ODIRAMEAY ., B 4445 AL 55 fif BreccDNATK]
TE RSO3 SR IX LE A Y I OGTE T eccDNATE LI
H—ANT7TH, ASAEXTeccDNA K 7= A 45 H 4 1HI 1Y) [
FEo eccDNAKJY 172 — BRI 1R, 2 FIDNAFF
FURIZEAE . A 255 22 ol DRl 3 ALl 1 3R] 42,
AL 75 EE AT IR AN 5T LA B ecc DNA T A LEE

5 ecDNASHE
5.1 FEhAEEL

3 DR LA 7 R I A T B A I, SR AN R o
PE AL P FIDNAT 2 E R 538 KA H7, 241
L P S5 R A PR 153), E R 54 7 ) 45 R 22
P K] 2 B, T LA LA — i 4 2 11 2 B 2 e

[H B F R, thAb, 7840 i Hh s A7 AE K NE U
RAT7 2, Wl GO RREREsY, Qe RpE R e R AR AE
2 L H ) G 0 AR W AR 1) MEVE AT, ARG . K
R E A AR & X — R, — el
2% Y (A A FE N (] A RBCREE, T b 7 B e 04k v B
WA P, TERCA TORER G fdk . [R]I ] e A
b3 50 73 ik R AN K i O DN AE AL e 9 . 3R 4k
F7HEecDNAN, - Uiy (R i 2R § 2 3 B 25
FRRAC IR L e 5 DAL 1) S 5 TG (B J 37 G 5 1 1Y)
PAF). BN RAR. AR RS M I XL
S IR R R AT g Lhec DNA M TR R & T R 41 2.
Ab, SIS MRANZ I w G G, B KA 4ERF
AU S

ecDNATE N B R IE R 1) Bl =4, ZAE(ET LA
LR W ONRFE RS A e ™ JE 1 ecDNAY 3 1)
o 22k R B A0 T - 4% 21 B AT B0 TR o B AR A0 B, IR
B e o B i K ST B e — AN SRR 451 gk
e R A SRS e 2 (B ). A BRI I B (di-
hydrofolate reductase, DHFR)3& [K] /& [ A1 Jee 41 ff X B
Z NS (methotrexate, MTX)BUE 1) 3L [K], 4L i
PR BRI FR S5 14 U 25 i ec DNAFI E i 7E Ge
& L HSRY M. S5HSRAA M, ecDNARE T HUE &
KV IDHFR¥% 5% . W T4 A A 35, 2 )i
ANRIRIATT 55 R

H QK DNAAE, = 35 22 R0 F 3L )
ecDNA A A 2 52 3| 47 H 22 1f) 22 5| T % B AL 23 T 2
TR T, 3 fe b8 F I 4 A I T P R
KRB R I AP UL a0 Rz L R 2 K 5]
Jer A P e i IR, TS 1 o 4 LR T BB AE JE — I B
JE 77 3RAF BRI A AE A, TREUR R AL T
[FJI, ecDNAZ FE Y BEATL LA 45 AN 5] F) 5 40 4685 i
ANEECE . A AN A ] [ ecDNA, 3X 23 it Bl
A AN [ 308 A AR UE PR o 40 L ) I L7, S SO 8 S o

Chromothripsis I ‘ Imprecise gene repairment - Treat with methotrexate
- > g
| m» — P+ | V\—m—
| § 4
] N
1 Enh; DHFR Tumor suj ppressor gene Promoter O Tumor cells containing ecDNA carrying DHFR O Tumor cells without ecDNA carrying DHFR

Ell REAERNSMEMEMETE

Fig.1 Chromothripsis mediates drug resistance of tumor cells
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. Treat with erlotinib . Withdraw erlotinib
_— _—

O Tumor cell O ecDNA

=== EGFR

Malignant proliferation of tumor %
—_—

E2 ERERFSFEGFREERNNTSES NN SIEMAEEEILE

Fig.2 Erlotinib induces the dynamic integration of EGFR gene and mediates the malignant proliferation of tumor cells

PER BT, B2, ecDNAHS B i Rs A 77 A 3 A5
Ak, & A K BRI PR S 36 15 F R0 24 90 R T I 16—
AN 3 G 1 X A
5.2 eccDNASEREIRIE

2R, TEREFE IR SR B S A, R T IE AR
HE 46 5 B TR G S DX R AE IR AR AR T e € R 4R 4
SER. ST DL S TR S CAAR () — S R g X
WA BIWT W, T BT 7T R B, 5 2 R ] LA
BT L FEIAG I fiecDNA, — 5 THI HIl 35401 L K 3%
ISR B3R R, 53— 07 T SR AL G 581 1Y) 3 ok
YRR, (i 2t Ji e 6 PRl KA o 49140, MORTONZE
R I 5 B 4 B IR H 1) Th e P 1 i AR A e SR TR
UWNEGFRIL[FIAE, LA S5 B30I F, 34 o3
SRR B A P, B B R R S AR . A, T
FiiecDNA i 55 5 () 2 2 1 AR AR 4 e TR BRI 20
| ABMI(UH3K9AC. H3K4me3 FIH3K79me2), 1R/
HH I ) R R Rk I A R B, WU SRS &
I B P 4 T B fE ecDNA. RS 5] 2 i K ) 2H 25
FIARit.
5.3 ecDNAMYELASEEL

ecDNAFIN B JE2 G £, 4% #1523 J25 R 78 Jifr g v 9
B A, (2 H R e 88 R AR H
PR o W G iR 2 B B T 1 I Ak TR (R BOIR e £
A, Be R IR 2 M PR e BEVE I AR KA . 20184F,
L’ ABBATEZSO7E W 50 2 M Rl 41 A (1 i A 4 4 1
(R 5 Ry AN 22 ik N, o B BUBAR A 1) IR e 4
HEAL AT REME . GARSEDZECILE 434k (1 i 17 A IR
MER] T R R, LAk, RSB T, RE
fIDMsH] LLIE %R . 18 22 4y 2418 1 i G 3,
DMsE N TERZAMNE . TEA 2257 2L IS, DMs&
il E R E M B . BEJS, 7EIER S GL T, DMs
DEEGER O b, B ORI BN T 4.
{H 1 SR LG AR B2 PO DN S st 100 1) 57 Ak B 40 i, — 36

7y DMt 2= AT BT T G AR % 2752 it
1% BTV BB VF AT DL 4 e B 2 MR R AR, AT IA 3]
TEIT I E B, ecDNAIE R DLzl 25 b 5 37 8 4 31| e
otk SEGERAE, 20174, TURNERZE
RN AL E RN F 45 &, 7534 T EGFRvIY
W B S58 o AT A A i — S GBI A = AE
JEI& R AT 2 5, A EGFRvIIT ecDNAS: 5 ¥t
BER QA b FIEHEES RS, #EHTEG-
FRvIIIf)ecDNA X 1] LA M G €8 4 rh i 55 H R (1E2).
BTN, XA L N5 5 B 50T 8 R0 e AR IR A
Ko BT RHIRHE 1A A2 S i P P yRe V1) 3k Jis AR K B[] 4
R A By B ES R 2 . AEIX IR, R AR
JUT-R i b ), B AT A AR A HE
b7 14 firh e 240 L 52 1) ) B 0%) SRS INEURE, K EEecDNA
AU BCHSRAA A G 4, Josg gk NARBR B, T 4 /i
IREEHINT, R 40 A P R ecDNAEE B &8 ok, &
R R UOE IR A K . X R I FEE T ecDNA
PIVE T, 0 A 7 eg A AR ) 43 - AL
SR ft 7T R .

6 eccDNAMIFAZR &

X FeccDNAMIIFFL, H AT ab T %2 R ILH
Bt. N7 %2 MK DleccDNA, H H A H il &
DU (1 = B A5 Ao 0 %) B 4R P eceDNA 1) Fil K A 55
BT IR . B TeccDNATE 2 Jifd Fl4H 25 ) (1 45 &
FLEAI, 7EHF FleccDNAZ |, B 5% Z 5 FRIRDNABE
ITESELM. HlE 4 fheccDNAT 7775 K £ #)
WA T-eccDNA B HIRFER IR 2540 . — sk it
TE 47 5 AR A DU 200 i 5 40 2 9 (1) i DNAJS, 7] DL
RE % 22 [k 28 I DN AT AS £ B fif PR IRDNA Y % 12 i
BR 2R ALDNAM, B J5 1 R MY 3 X eccDN A JE
AT 3OS, 385 RE L, BT DUR] A Xy, d@
3 B R DNABRRR IR 407 55 (U2 Circle-Map)*)
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Y% UEUAR 5 (4 : Amplicon Architect) K% eccD-
NABTE &, BH — M7 AT EE SRRy 1Y
B4 +E DUEL, T2 A FH ToS %% B2 B 1) EleccDNASY,
XAEETI 0 SRR AR, T AR B 1,
Fr AR R G i T e i IR Y IR s R T
P, B REY W DNA R BE B nE gL, &
FORfE g B, fedlt, MEHTAZSOT5E F = A 7
R T — ] LR I EA IRDNA B8 77 2N
DNA & £l J¥(circular DNA enrichment sequencing,
CIDER-Seq). MEHTAZEF| FH B AL 5] 99 38 300R
DNAJ5, il id PacBio K i3 K i 7 3K 453 P IRDNA ) 4
K741, )% )5 FDeConcat#t 47845 73 #1. S1llumina
AR AH B, CIDER-Seq )l 7 iz K 48 . {H /2
Xf Tl 18 Kb ¥ IRDNA %S T, CIDER-Seqil] 5 #
W v RE = BT R %

H AR 7 a7 %5 E ecc DNA ) Bl 8 A
Bz Ah, TR ST AR I R F A Gt
JoR ) G4 3R 25 B AR R S ecc DNAH 41 L N 4 Aii Je 5
Yoo AN EAE IS B 51 i, MORTONZEM 431
I A FF I HiICEUE 1 4C-seq 7 BT T 2614 G- (A DA
J IR DNA b EGFREERIAT s AR AR AR, &
HleccDNA [ PR AR 45 14 e /1T 8 e BE 29 25k K] [\) AH AL
YR, IR A 55401 i 321 52808, o A b i 2k A
215

7T BREERE

et AR AN IIRDNA R /A E T B AZ AW i A
A HLBE BOOUEE 1Y) 1 PR IRDNA SN 1, 7E A 3R
MR R R CEEMNIEN. Har, RFFAR D
2R — L P 5 S ece DNA I B i B k47 1 & 7
HEM, HE L T MR, fEeccDNA I fE J7 1
WA TR . JUHE20194, WUSERFI
MORTONZEHH 1 ec DNA [ 4% (2 5 [ FFJHOME b et
P EE g, [R5 5 D RE I 1G5 T, T8 ecDNA (1)
S S DR B S SR I SR TR . XS RV TN
LA G T B R T etk B AR, ARRE VR T
fa i —ANE I, SR T AN AR R . AT
DULEATI SRR = B8 . BE AT 1) 7 V2: 0T FleccDNATE
WA AR B A S AR ) BRI IR £ A
ARAFAR G . B eccDNA & -5 T R 10 24K 7
PUES eI CEEE IR A e e G . — M
HeccDNAMHUE & A MR, A8 4eccDNAR & il 2%

mAEA A7 ASE T2 i eccDNAZ (8] 7] LAAR 44 41 i
(7 AN LA AL 2 AN Fh 2K ) eccDNAFE 3 4> 4
MR BE HLA R 5 R 3 A KB DI RE? Wi 2RecDNA
AT DU B ORI, B W] PR AT A B4
FH? A b 8 40 12 1, ecDNAJE 15 A DA AL 326 Jii 987 2
R B S TR AR P S 4 T I, AT SR B AT 3
PRI ? MG PEREE X ek A ) — B R IT, Rk
eccDNASFETRIF AT « WU e 55 U T 45 21 ok
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