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W OE: O/HOXBREFCHEAEBRGCPEZRARLHNE, ATERBEREES AT, &R RS
HEOCRRAEREPFAEETZERN. CREFOMMILARBUEMRERT, BEARRNREE TR, KA
By K 2R & #24ADNA  (mitochondrial DNA, mtDNA) , 3]A2mtDNA# & A cf-mtDNA (circulating free-cell
mitochondrial DNA, cf-mtDNA) , #mcf-mtDNABK W TRT S ERFELARERE, AR E SR, LF
MmtDNAM . MR A EmIDNAK T, RAES) RBEH K ENXF, HTAMEARKE ) B
B by ¥ B i & LR T AT,

SEF: S/ RIB: BAEIRDNA: & BEKDNA: Fi

1

it

O 7 5 vy 22 o JiR DR 5 000 45 KA R/ BRI RE TR S o5 AR, .00 S U AN /BT K Th e R AR A, AT 51k
P —HERRINIREEEAE, PO I 200 I 7 B R B s e B B, BT R AR R & A . 2012—2015
SR R ] O AR BoR, 358 EAT, DB ENL3%, BIZE13705 0B, £2000 41
IH70.4% [1]. EIRE AN D ZRA ], S Ms R R R 20 LA REA NS =T, B0 358 1 R
R BRI E B

FHZE N 50 W RGBS S EUO UL E A & 5 B O R AEMKR R, DU, Z5E. B mM
IR FEOERERER WA EEEH; MEhAIIgERGEZLERERBRHEEREZ — (2], Lhifk
P I mtDNATE 2% Fl K 2 AE H B N cf-mtDNA, 5155 & 18 1 0 77 35 55 BB F IR N JORE S M gE T N E O 5 IR T
R RARDNARE R B AR AR, IR OREEE SR ER, BT A8 O ) 35 5 36 97 $e (63T 1) B i

1. cf-mtDNA BJ3EE

cf-mtDNARIE T 4L N I RLAADNA, T ZbL i 2 BRI % < HhE— & A DNARI I &5, B4k fA
THZ AP T mDNA . mtDNAJE A7 T 2ok A4 57 o B HORXUEEDNA - mtDNAGHE H Jaj BRAE 2R 14 3 51
W, BT (3], AR, 1ok 78 B 13 2 22 BUE mtDN A7 5 v 5 s 4 g
Sbo FEFFPHR TR, = ORI AL E E A AE Z AL A mtDNA 2 R TR 2o R i Joit LA F) 22 18] o
[4].

mtdna 20 i 1) 4 R A3 R AR, FF it — 20 B cf-mtDNA R 2 5 ¢fDNA - (circulating free-cell) DNA
Ffbho A AFAEZ T A cf-mDNA, 45 5 85 1 cf-mtDNA F Bt J2IE BUHOR H AL & I mtDNA DL & 5
RIEEAN LRI [5]o H AT, AA TSRSV E cfmtDNAE Nyt ) 3385 58 VB AR AL Wb B AL T T30 A 7

2. cf-mtDNA B ENE R

2.1. #E R

MM RIAE T 2R DA 5 40 B N 2R 0 R T B A0 B AR IR B R IR LA AR, AR AT BE 5 BmtDNA 8 B i
BNEA 2, . WOURE SR/ P B IR R A [6]. AR, I P AFE I cf-mtDNA & =
5 g 3 IR FER A FE R SRR DG, 1R 3% B mtDN AGE 5 H LA 52 175 38 1 ) 2 e R 224 MR 40 it B F RR i P
I EFEE S, 2 O/ A EE R BN, f-mtDNAZEAMIAAE)S FIE 70 DUfs, 3 H5TNF-a.
IL-6F1CRPSE %8 T4 A -7 ) /K R IEAR € [7]. STEFR & AL O WU BE B 22 ) e f-mtDN AW B 5 & T A 0 48
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R EE . BT mtDNA, 7EH A5G fE hd 2B £ HAihDAMP (JEE5 9 F) FIROS GEMHEED
IXLEDAMPAIROSIA N &4 E w4 i, 52307 40 fuidt— D IR ZE UL K BE J5 I mtDNA BB il . 1% Se28 7
FImtDNARE A AR AU AR AT 5 2020 A R 24 117 AN 52 4% i1l iU mt DN A M 28k A B T 21 4 B /AT B, 3% 2 AL
WA A% BT B mtDNA ) 3= ZR I,  EAA HAh g 42 0] LU mtDNA M ZRLAAR RS i 2 A A1 Al B, 41 o 4 A 1 3=
SR o
2.2. FENTE
2.2.1. W8/ BRI E TR

oo/ B0 2 AR R R, H R /NG R, AATTRE B S A kAR R AE, B S mtDNA .
Gyorgy % NI FCR B [8], 24/ RO R IS B AR SZ i, ZeRitAn] DLZEYR B AR RS R BEV CR4i A
ANV PR, R  VE BE AR B R S BANHI R, ZRRAR T AFE KRBV HE I AR ISR B B . T AN AR TE
2 0 2 TR) R38R AR R A RROR R 22 I TS T IE S o AMMATE o I B AR T B AR RIEH R &
FAEH 9], FEEOMAZELL . OB O HURE T 5 A EEAEH [10].

2.2.2. fErtERA

/N B8R 2R AR AE i 25 4 B 28 HE T 2 4 B 7 25 18] [11]. TEMA M8, St MR R %ta (TNF-a) FY
FIBEAE I RS, AT DUR 2R R AADNARE AL B A0 AR 8] B, X2 g FE A T2 G IIIRZE) 11— i5r, B
TP E R AR 2 b 2 S0 7 AR A 6 B4k . %5 T TNF-o 5 FEEIRG A R, XFhIL S AT R Kk A 70 - E R340
[12]. FIFEAIESRTE S, ZeRiiAnT DAAESR AU 08 T HA 1A 3= 30 20 9 [13].

2.2.3. R LAREREIN R E ML (Nets)

2 7 R 4 mtDNASK B R4l i . 7E4H 5 PAMP  ( Pathogen-Associated Molecular Patterns) 1] ] 3
Ty PRI BRSO 2R AA B S A 5 L S R ORE B A R R B AL AL R IR 5 A, R A R R 4 A
SRR PIRE (NET) o B FE n] G4y LR AR DNA Fy Btk NS 10], 225 98 0E [ B

3. cf-mtDNA 54 E

LRAR FORIE T A AT R I N SEAE AR, S A DNAZRLIMDNA, A %% 5, SBE502 A& F M
CpGEEFF, FFAIBLgI R KAE. MmtDNA S CIHZITC B M 2 5E 2 RN A OC I, R AT at e 3 s O R
P 28 3 388 0 A R P I A0 B g 3 0t RS o LA A B 4k R S Lo FE SR IR Co R A J5 ) o 3l v, S0
SN ELT 2B R AG RL O R USCAE A Ik ThRERRAS, MTINEE T 0 3.

TLRE®ZERANELE S 5, CAT LR FERB AR A . £ ANEN AP TLRE B H, TLR1~
TLRIO/F/EZERRIE, HHFTUL AR AL A . Hb, TLROAT B A IE H R e i 1 08 — 4% 1 1R
2N RDNARE F, SR IX LE 40 DN AE i ANAXAZLE T4 B AR EEDNA,  E S 3 IR 4L b AV H . (H
B MY HE R H AR E I R ADNAR S P81, FEOA AT LUBTE TLROGE % [14]. UedaE NI, OB
IR RLARDNATT LLVE RIS TLRY,  [F)IS #E A TLRO M 2454 R LAVE N T3 Aa 7 O B2 R8T 7 1) [15]. BRitkz
4k, Guescini M TR T 454 T mtDNA R /MR RT DL H B 7 I3 240 i A0 e o 5 440 B Ja 2 i o0, EEATIHE
M f) 3 B I P K B T, R TLRO-NF-«BIl B fik A& 20 S B, INEE O [16]. Hofhoe
TESE 7 M2 Y5 PE (45 7 mtDNA B SN MAEGE T TLR9-#%Fl T-kappa B (NF-kB) @, Hfili k0 15808
() R AE SN [17]. R VFZIRIEESZ 7 TLRO IS Ol (1) 500 5200, BT A AF 78 36 B TLRO 30 X 0
WESERI PR T A 2B o Velten®E AR, TLROW SN s 1 w] ¥ s ) 8 G A 5 3 14 9 RE A O IIEJIE K [18]6
[ B TLR O ] B 5 54T 4 A o FH I 55 2E p 2D DAY 4B B8 1, AT 3 00 U B J5 O B A 24 S BB T2 38 T
[19]. XLEHFFERIH 7 TLROMICRYE, Wit B R0 AR B I 4510 T R8s 1 T TR 8] RN TR, B = A R 52 il
NGl

mtDNA 4 3iF B v] 8 i TLR4fih & 1% K F-NFKB I 0E , FB(TNF-o, IL1BFIIL-655E & 40 H 7). Oka
SR FLE R [20], (RGN /1% 1 i AR OL R, ki% 7 B R I mtDNARES/E A T-TLR4, #F0
WA= AR R AP T, I5 5 SR IO WL AIE L 5K M Co LRI o FE AR K

ST, LI EFERONANR N R Z R AR AL D) RERERT , mtDNA JF i 3 5 5o 30 1) 77 ik ;
T L RLAR I D BESZ R S T PG LA IR BE . JHTS. 248, 32— DR mDNA. B A fu4MmtDNA R 4
AR 240 i 5 R 2 L T PR TLRAH 5 32 A BT iR i), IO 38 i NFKB/IL-6388 B BE TS RE DR 7 I 48 0E, 530
WLARAET:, M IIE G [17].
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4. FBEE5RE

P O g 5 g () E e AL T S 5 008 28 40 B R PR 338 &5 D) AE 5% [21]. TimtDNA R DL IS 4% 3 3k DL F 50
P77 N BB RS . IR LSS 205E, R T EE S 2 LS EURIERIEFREMLMCpG T HIRER
P IEWRTSCHTIA, mtDNAAMMUAZZERAA B S FI2E R4, 5L R 2 2 Fh R REALHE S S 5
Fo EEMEOHEHENEEY, HTZFAEERERZEMEM, ofmtDNAK TN, J#i#id TLR9. NLRP3
AISTINGSE £ Fl il B4 175 5 2 FE DN E O 5 o TAH Sseh, )X 2ig 45 XOr] ARR ] mtDNA /S 2, Mk
ZOTER IR . REF 2T RRE T RME BT ONEEA A E5em, (B56 070 3R B TLROIE 4% 11
FIT ORI B A A mlEH, XEAR LSRRI R 1T it 8] s i B 2 . RS miIDNA RS I
J A RREPAT A EH Ce B T E R, (ERUyE V2 @Ak B WmtDNA B4R i it 1718
R AR MRS PR SR N . RYFmIDNABR I VE B IEF ) RNLE] . A F SR IE I mtDNA
Ecf-mIDNAF 1) 5 LSS, DS 2, OEEEFRNELRAAGREARPETLERE, of-mDNAKFHSH 2 K
AF, TMcf-mtDNA N 7] PAZ 5703 B RN I RRE B, 5 BRI cf-mtDNA X &A% f e 1, RSt H A
B AN ) b T 0 S A A EE 1, R EE — R IR AN E
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