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2R DNA JE L0 Tol 1 #: 5244 9/ B L 7016 A1~ 88 /4% K] x B 3 #%
Z HYEFF I MG b 3 WL RE A B 7T

ERAGLT FRE BAE HEF T ' FARET KEER

[(FEIEH R4 M ZE M (maintenance hemodialysis, MHD) i #h B I 5 A% 41 Y (pe—
ripheral blood mononuclear cells, PBMC) H1 & Fi 44 DNA (mitochondrial DNA, mtDNA) 5 Toll #5244 9
(toll like receptor 9, TLR9) /E&FE/1LIAF 88 (myeloid differentiation factor 88,MyD88)/#%[A
F k B(nuclear factor— x B, NF—k B) {5 5@ EE 3G AL LA /D JiE (sarcopenia, SP) I R. Fik W
A 2023 4F 6 H—2024 4F 12 A fE WA A E BN R EE BEAT MHD ¥6 97 1 8 3%, 40 v SP 48 K AE L 92 i
(nonsarcopenia, NSP) 4. Lb# 2 418 mAELTRFR , FI41E N2 6 (interleukin 6, IL-6) , iR SR FE A
F a (tumor necrosis factor—a, TNF-a ) ,PBMC * TLR9.MyD88.NF- x B.mtDNA, & #% 148 % (skeletal
muscle index, SMT) S48 F1MMI 2 5 o #T SP RAEFE R R . R gy 87l &, o SP4 2541,
NSP 244,62 5] . SP 2H IL-6 (t=4. 129, P<<0.001) \TNF- a (¢=4. 483, P<<0. 001) \TLR9 (¢=5. 207, P<<0.001) -
MyD88 (t=7. 918, P<<0.001) NF- k B(t=2. 837, P=0. 006) % mtDNA (¢=2. 081, P=0. 040) F ik = T NSP 4.,
mtDNA 5 TLR9 MyD88 \NF- k B.TL-6 2 INF- a 5 1FAH3% (1=0. 338, P=0. 001 ; r=0. 415, P<<0. 001 ; r=0. 451,
P<0.001; r=0. 569, P<<0. 001; r=0. 435, P<<0.001) . SMI ¢ #% 735 TLR9.MyD88.NF- k B, IL-6.TNF- a
mtDNA ) & 71 4H ¢ (7=—0. 490, P<<0. 001; r=—0. 677, P<0. 001; r=—0. 421, P<<0. 001; r=—0. 500, P<<0. 001;
r=—0. 388, P<0. 001;r=—0. 432, P<0. 001 & r=—0. 400, P<0. 001;7=—0. 475, P<0. 001;2=—0. 323, P=0. 002;
r=—0. 358, P=0. 001; r=—0. 274, P=0. 010; r=—0. 332, P=0. 002) . MyD88( 8 =0. 735, P<<0.001) . TLR9 (B =
0.311,P<0.001) K mtDNA ( B =0. 185, P=0. 008) /KF-Jt i1 /& MHD &35 A2 SP I fERE R 2R . 4538 mtDNA
AT Ag i 1 7% 4k TLR/MyD88/NF— k BAE 5l 4 2= 55 MHD 3% SP H & 4:

[ 25 BE1R ML L7 DNA s BERE L IR T 88 s A% Al F « B 4R MBGE T ; WL D IE
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[ Abstract]Objective To investigate the relationship between mitochondrial DNA (mtDNA) in peripher-
al blood mononuclear cells (PBMC) and the activation of the Toll-like receptor 9 (TLR9)/myeloid differentia-
tion factor 88 (MyD88)/nuclear factor-kB (NF-kB) signaling pathway, as well as its association with sarcope-
nia (SP) in patients undergoing maintenance hemodialysis (MHD). Methods Patients undergoing MHD treat-
ed at Zhejiang Xianju People's Hospital from June 2023 to December 2024 were enrolled and divided into the
SP group and the non-sarcopenia (NSP) group. The differences in biochemical blood indicators, interleukin 6
(IL-6), tumor necrosis factor-o (TNF-a), TLR9, MyD88, NF-«xB, mtDNA, skeletal muscle index (SMI), and
handgrip strength were compared between the two groups. Risk factors for SP were analyzed. Results A total
of 87 patients were enrolled, including 25 in the SP group and 62 in the NSP group. The levels of IL-6 (=
4.129,P<<0.001), TNF-o(#=4.483,P<<0.001), TLR9 (=5.207,P<<0.001), MyD88 (+=7.918,P<<0.001), NF-xB
(=2.837,P=0.006) and mtDNA (#=2.081,P=0.040) expression levels were all significantly higher in the SP
group than in the NSP group. mtDNA was positively correlated with TLR9, MyD88,NF-«B, and TNF-a (=
0.338,P=0.001;r=0.415,P<<0.001; r=0.451, P<<0.001; r=0.569, P<<0.001; =0.435, P<<0.001, respectively).
SMI and handgrip strength were negatively correlated with TLR9, MyD88, NF-«B, IL-6, TNF-a, mtDNA (r=
-0.490, P<<0.001; r=-0.677, P<<0.001; r=-0.421, P<<0.001; r=-0.500,P<<0.001; r=-0.388,P<<0.001; r=
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-0.432, P<<0.001 and »=-0.400, P<<0.001;=-0.475, P<<0.001; r=-0.323, P=0.002; =-0.358, P=0.001; r=
-0.274, P=0.010; =-0.332, P=0.002, respectively). Elevated levels of MyD88 ( 8=0.735, P<<0.001), TLR9
(B8=0.311, P<<0.001) and mtDNA ( 8=0.185, P=0.008) were identified as risk factors for the development of
SP in MHD patients. Conclusion mtDNA may contribute to the development of SP in MHD patients by acti-

vating the TLR9/MyD88/NF-«B signaling pathway.

[Key words]Mitochondrial DNA; Myeloid differentiation factor 88; Nuclear factor-kB; Maintenance he-

modialysis; Sarcopenia

LA E (sarcopenia, SP) FE4ESRFPEIMLBGZE T
(maintenance hemodialysis, MHD) F& & T &A%
2979 28. 5%, i F = T ANEA 18 P2 B JJEE (chronic
kidney disease, CKD) ft)iE, H oA FH Cofi 45 2%
RUEEE N A RT3 M 33% . BRIRBFIERE R
JAPEE N AL 2 5 MHD B85 SP IR R A2 4N, 26 A
Rt AAI A2 6 (interleukin 6, TL-6) KR
PRHEIA F— a (tumor necrosis factor—a, TNF-a)
55 SP RFIE I BRAR A B AR O 2R 5 &
FERIZH 265744 DNA (mi tochondrial DNA, mtDNA) , FJ{E
AR EA DA FAR L (pathogen associated molec—
ular patterns, PAMP) 7%, 5 Toll B 44 9 (Toll
like receptor 9, TLR9) 454& , 155 SHaHE 7 1LIR T 88
(myeloid differentiation factor 88,MyD88) M1%
AT kB(nuclear factor— kB, NF-« B) iHtk, If-fdiH:
NIRRT IL-6 J TNF-a [FZeiAIgam, i &[54
PENZ s AW RIIMHD ZE 7 E 1 mt DNA [ 75 5B
ST H 5 MHD e SP R AR RAIR . AHt
Ft 5 FE PR W MHD 28 2% 40 J& 1f B A% 4 il (peripheral
blood mononuclear cells, PBMC) * mtDNA 5 TLR9/
MyD88/NF- x BfF 5@ EIE . A SP 2R o
1 EREHEE
L1 ImRZER

> A8 W 1t AF 98 7 3NN 2023 4 6 H —2024
12 HAEW A AL BN R EEBE AT MHD ¥5 97 1 A8
Fo ABRUE: OF > 18% ;QHDIGTT=6 A ; @%
J 1 3% 3% # (hemodialysis, HD) V& J7 AN 2> F 3 o
FEbR bR : O1 A H WA S =5 B4 5 7™ B K gL
(1) 53 s @R AR Sy J0 I 0 BRI 24 1 1
B A I ML R G0 M8 S A Sk 38 B g R
T OB IFRGME B S B R B H  OF ™
O I R © e KBS R IR R B .
A FAWTLA A R BN REEREAC 2 01 22 H %4l
HE (I EEAS H 2023 W58 315) , AN E I HIES

I R R
L2 BRI
Lol VORI AR B
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SAHE o B UL YB0E B A 2 AR AL bR A A ) it LI
(serum creatinine, Scr) . Il JK & & (blood urea
nitrogen, BUN) . Ifl. )R % (uric acid, UA) - I [ 25 H
(albumin, Alb)  ML45 . A . 2725 H (hemoglobin,
Hb) .4 B IR 5% IR & (intact parathyroid hor-
mone, iPTH) »

1.2.2 4 M4 2022 4F A [E{g e it 2 4: 2= SP
LR IGEIZWbr e, ¥ B 0 v SP A AR
J/DHE (nonsarcopenia, NSP) 2H. SPi2WiknifE: L&
for W BH 1 B AR UL R BE M . LR R A In-
Body770 7Yt BT N AK i 53 73 4% (Biospace A ],
55 ) AT I e, I 52 a3 DU i i B LT B
HEEALFE 4L (skeletal muscle index, SMI), SMI=]Y
R as LR & (kg) /& & (m)* SMI B34 <<7. 0 kg/m’,
LM<, 4 kg/m* R WLAIAD o @5 77 1L % EH101
iR s O R L as L R A IR 2w, E)
o ) 28 2 A 7 AT B A48 T SR VP Al R LT L 48 T
<28 kg, Lot <18 kg BIAWLI 198D .

1.2.3 SEERERA A AUSS00 Y 4x H sh A4k 7y
B A (DL 5E = e IR 5 56 ) Kl Scr BUNLUAL 49
i Alb, 12000 R4k 22 50 S B AR CHERS 22 w1, 5 [H)
Rl iPTH, BC-7500 4 4 5 2 1 i 73 Hr 4% (i B2y
] s J2 A A PR A =, A L) A Hb o i K 4 928 T
(Elisa) yEAG M MLy 1L-6 A TNF- a (R JR s £
BHEARAH, B HE) .

1.2.4 PBMC # TLR9.MyD88.NF— x B & mtDNAmRNA
FIE KPR SR A S B g & PCR VA PBMC Hp
TLR9 MyD88 \NF- kB K mtDNA : B 5 2 % ik . 5 m1 , &
T EDTAHUAEE , 4% 1: 1 HuA9 5 A\ HMJA I PBMC 43 25 ¥
(Sigma A w], 3 H) R AT, K %5 BEB BE B 0247 B8
ANKZA . 35 Trizol VAR HUE RNA, I 72 RNA
WL 56 B R G Felf e s iR A U PR 1 b AT 1 %
3K, G G cDNA. mtDNA K I 77 ¥4 < % iR 07 ik s
PBMC J&5 2 HU T4 ffd DNA . 38 I 38 2 b AR 241 g €11 25
B(cytochrome B, Cyto B) &[N & AR ST X K &AL
mtDNA #2 D1%, PCR 5] %) F1 TagMan i A1 VX FE 4 /R A=
MR AR AR W ATE B 2 mtDNA JE ] 7 B
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CLRTURL T K B 25 85 17K 10 58 B N br e i » b
in 28 10 15 VR FE o FE AR R 25 8 ANIRFE , FH Sl 9% e 52
5 PCRYEDN A2 , il 2% b o 1l 28, KR 4R 782 ST 1R b ofie il 28
THE mtDNA #5 DLH, L3 DUEL/ul 3RoR . 517510
1,
1.3 Guit¥ik

K H SPSS 16. 0 A G it gk A7 i it 2= 40 4,
FEIESSAARIT R G+ )RR, 4 g
K FMSIAEA A58 s TR ATk DU (F 4 bL) 3%
N ] U IR A Ran 56 s OGP 23 A1 R H Pearson
FHIRI M2 Logistic BIVA T RH S gt it 2. 0
BT, BLP<0.05 N2 3H St % E L.
2 #R
2.1 SPZLFINSP 4G F G IRFEAR 2 A i S mt—
DNA Eb#5¢

gl N\ 87 151 fE &, FoHh SP 4 25 f5i] , NSP 4 62
i o b R R M AN BRE 44 1), BB PR E R 37
], e ML R B 4R 6 451 . SPZH AN NSP 40 5 AEPE )
FEWS GEMTIRS .ScrJBUNLALb. L4 | i .PTH f% Hb %5
J5 T B e G i % 22 7 (P>0. 05) o SP AL AR 1

& IL-6. TNF- a , PBMC # TLR9. MyD88. NF- x B }%
mtDNA 7K P14 = F-NSP 41 (P<<0. 05) » 1E W3 2,
2.2 RPEAJF -mtDNA 5 SMT K358 A7 (AR e 2 b
FHICME 2> BT 7R TL-6 55 TLR9 \MyD88 \NF- x B
£ IFAHE (P<0. 05) , INF- a 5 TLR9 . MyD88.NF- « B
)58 IEAH % (P<0.05) . TLR9.MyD88.NF- x B, IL-6
JINF-a Z3 50 5 SMT 24K (P<<0.05) , 5E 1 &2
Bk 2% (P<<0.05) . mtDNA 43 %] 5 TLR9. MyD88 . NF-
K BLIL-6 Jz TNF- a 5 1EAH % (P<<0.05) , 5 SMI A&
1B R A% (P<0.05) « FENLFES.
2.3 MHD i KAz SPa R K K (1) 2yt B A 73 #r
L i% #fr #8 . Scr BUNL UAL Alb. IfL 45 . ifl % L Hb.
iPTH. TLR9mDNA . MyD88 mDNA.NF- k BmDNA. IL-6 /%
INF- a Jz mtDNA S B 248 &, DL 5 K A4 SP A R AR
AT Z e, ZBMyDSS mDNA TLRImDNA K
mtDNA 7K P T 5 /& MHD 5835 & 2B SP I fa i IR 2%, i
W4,
3 it
SP & — P4z B VEIR AT B BE L0 , 5 LA
ThRE T B I 2%, 5 kAR XU 3G s T RE T B4

x1 SIS
BiH 1EF 514 RI514)
TLR9 5’=CACTTCCCCCAGCTACATCC-3" 5’~ACGGAACCAACTGGCATTCA-3"
MyD88 5’~CTAGCTAGCTGTAGCTGC-3’ 5’=ATCGTATCGTATCTATCGT-3’
NF-x B 5’~ATCGTAGCTAGCTGTAG-3’ 5’-TGCTAGCTAGCTAGCTC-3’
Cyto B 5’=ATGACCCCAATACGCAAAAT-3" 5’=CGAAGTTTCATCATGCGGAG-3"
GAPDH 5’ —TAGCTAGCTAGCTAGCT-3’ 5’-CGTATGCGTACGTGATC-3

VE:TLR9, Tol 1 BESZ4K 95 MyDSS, BEFE/MLIA T-88; NF-x B, #% AT x B; Cyto B, hiiA4IE B,

F 2 SPZHAINSP ZH 8 I RAE AR « 48 1A i S mt DNA L

i H SP 41 (n=25) NSP 41 (n=62) t/ i PIE
ALY, n() ] 16 (64. 000) 39(62. 903) 0. 009 0. 563
FER Y, (ts)] 56.960+9. 204 53.565+9. 588 1.512 0. 134
A AR [0 Co) ] 11 (44. 000) 26 (41. 935) 0.031 0.523
EHTELH, (kt9)] 64. 960 +40. 258 81.871+39. 037 1.812 0.073
Scr[umol/1, (x+s)] 665. 368 +255. 241 710. 4724227. 478 0. 808 0. 421
BUN[mmo1/1, (x*s)] 29.37249. 264 33. 3754 16. 204 1. 159 0. 250
UALnmol/1, (x%s)] 390.200+58. 117 397.116+85. 521 0. 435 0. 665
5 mmol /1, (x+s) ] 2. 11340. 240 2. 11840. 203 0. 096 0. 924
i lmmol/1, (x+s) ] 2.009+0. 627 2.186+0. 717 1.074 0. 286
iPTH[pg/ml, (x*s)] 425. 924 4250. 010 487. 5854248. 775 1. 045 0. 299
Alblg/L, (x*5s)] 33.98044. 730 33.13644.918 0.733 0. 466
Hblg/L, (x+s)] 105. 042413. 192 107. 484410. 996 0. 885 0. 379
mtDNA[x10'#% UL /ul, (x+ )] 6.425+1. 767 5.85540. 795 2.081 0. 040
TLRImDNA (x = s) 2.022+0. 775 1. 13940. 542 5. 207 <0.001
MyD88mDNA (x % ) 2.4200. 823 1.09840. 223 7.918 <0.001
NF- & BmDNA (x £ 5) 27.04044. 564 23.92744. 657 2.837 0. 006
IL-6[pg/ml, (x+s)] 27. 84443, 704 24. 40343, 442 4.129 <0.001
TNF-a [pg/ml, (x*s)] 25.412+2. 828 22.40742. 830 4. 483 <0.001
SMI [kg/m?, (x+s)] 4.944+1.292 8.822+1. 699 10. 266 <0.001
18 )1 Tke, (x£5)] 20. 42444, 540 28. 35845, 817 6. 104 <0.001

ISP, LR s NSP, Bk E s Ser, fLILET

BUN, IfiLJRZ % ; UA, MLPRER ; iPTH, & B RS54 Alb, (A& (A

Hb, MALE 1 mtDNA, 8k K DNA; TLR9,Toll FE32149; MyDSS,HEFE/MMLIF T 88; NF-x B, #%[KF xB; TL-6, 40/ %6,

TNF-a , [ SRFE F— a ; SMI, H 8R4,

r [ %71
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55 M AT R ARG . AT 2 TR A Bk R - CKD
BE TSP IR AEZE 9. T%, AL CKD A 5. 0%, 7F
B BmNTIRIT B R R AR m Y TR DR
BN VU R B 98 ik v 3 ok oo A28 i 28 9803k I N I B
15 A ORH B R R A A UL P AR RE T RS . B
LA R BN AR RS A A N B, AT R 2 kb
JUL PRI ZH 25 T2 40 i P R I i A R R AL
AR BUVLA B R , R G e AR BV T T LA g
R b, 78 SP R AL FE P B UL TR R
ST R /D 5 T M 4T B AR £ D 384 5 e R R AR
TNF—a "™, [F bk, SP 2 i 4 At 48 i F2 2k i 11 &5
T K02 2L H 0K 5 BOULALR 1L

MyD88/NF- k B {5 5 18 i /& 4t 1F i B AR S 1
KEF R W5 K IAR 2 0 ar @ i 0% TLR9/
MyD88 & i P 38 12 fish & 9% i I B T 5 EOUL A 2
A5 MyD88 I v Bl A iz il P PRI RS 1T 2 F SP R
J& , w5 P b Rz 240 i v My D88 5 R AT fig i 15 Mk 1T e
5 i 18 SR L R 98 PR 3 R e A R4 i A
WA T O T b R A AR A S G B . hAb,
Tt 2 2 B My D88 i il 771 mT Sk 3 e /)N B 10 i o el
BT B S B, D0 B IR R WL RE T S AR 98RE , AE 2%
SP I3k JiE . ASHIF 7Tt K B0 SP 4H B 3% PBMC A MyDSS
RIXKFEZFERTNSPA, HE ML LWL ) 2571
XK, IR MyD88 2 5 7 MHD £ 3 SP k4=, 5 Eik3E
BRI LI 45 SRR

AW 5T A, SP 4L BB I3 TL-6 [ TNF-a 3%
KK R TR R RN S5 T MHD B3 SP
R . W T80 7 T A 1 NF- e B ] 3 ik 4 1) AL A
I3 ACAH G Ik DR R0 % 3G T 98 i A 9G4 7 il TL-6 K¢

23 mtDNA.#&

TNF- a [ 2R 1K B 4% B R) 42 B0 WL A 25 45 AH G F%
F A LA A s 17 TL-6 A TNF- a & MyD88/
NF-k BiE g P FER MR T, 25 7 SPRIKAE
S e, FTI NF- x B & A0 AT 2 3 s 604 J5 i i
WIFFAE o TL—6 7 10E S22 — P LA M IR 7, K 3 B
T IL-6 IR S5 WL & B, AR 2L 2247 , TL-6 38 7]
I HEUE T IFRIE R LR BR AL A% 5 A
WO B — 3 1 A UL PR A0 ) 2 8 0 5 EUVL A AR
gt e Ah  MHD B8 358 5 38 3R I = 7K P TNF- o
[k, INF- a 1] 2 & BEAR LBk 8 1 Ak LR I3
B L R AR . B2 RIS S
AL T PR S Y ) TNF- a 7K1 2 35 0820 AL
Wi AR . BFFE R I TNF- a 7K 5 LA 5T & A
W77 2 A AR OC, 5 UL PR 4 L ) 9 T 0E B R AE K.
A, B K C I B ER L IL-6 f& TNF- a E§E 77,
AR 5 (e R e P8 R SR O R R AR A G o I P 1R A 0
RIS A0/ -1 8 JIL-6 J2 INF- a ¥k 5 8
SP IR R I B AU T H B PIA G o IX LB HF 57 35
JRNF- k BLIL-6 J INF- a &5 T SP & E , 5 AW
FLa5 KA

N7 kB I 1L-6 & TNF- a K TP T 27
5 TLR9/MyD88/NF~ x B {5 5 i I vif AL AH 3¢ , AN 72
IEHEI T PBMC 7 TLR9 MyD88 Az NF— x B ) 3L [K] 3 %
K, 5 FOR ISP 41 8 Bk 4 7 I R R R A /K
& F T, H IL-6 f& INF- a 7K~F 5 TLR9.MyD88 A
NF- k B2 1IEAH 5%, $2 7~ 78 SP 8234 b TLR9/MyD88/
NF- x B3 538 & 4 0E I B i 5 8 1L-6 S TNF-
a KPS BT A MHD B85 () 2 5 i e
JooB A5 A By 980E OB 2 A O, 1T mtDNA 1] g A2

PES 5L SMT 32 71 BRI AE SR A4 53 A (n=87)

[FES TLR9 mDNA ~ MyD88 mDNA  NF-k B mDNA TL-6(pg/ml) TNF-a (pg/ml) mt-DNA(x10'#% 1/ul)
IL-6 (pg/ml) r 0.313 0.471 0. 380
P 0. 003 <0. 001 <0.001
TNF-a (pg/ml) r 0. 305 0. 491 0. 343
P 0. 004 <0. 001 0. 001
mtDNA (x10'#% 1 /ul) r 0.338 0.415 0. 451 0. 569 0. 435
P 0.001 <0.001 <0.001 <0.001 <0.001
SMI (kg/m?) r -0. 490 -0.677 -0. 421 -0. 500 -0. 388 -0. 432
P <0.001 <0.001 <0.001 <0.001 <0.001 <0.001
& 71 (kg) r -0. 400 -0. 475 -0. 323 -0. 358 -0.274 -0. 332
P <0. 001 <0. 001 0. 002 0. 001 0.010 0. 002

V£ :mtDNA, ZBRiI/ADNA; TLR9,Toll #£524k9; MyD8S, BEFE /(LA T 88; NF-x B, &%ZF T x B; IL-6, HANAEA36: TNF-a , IR
R a s SMI, B kIR 2.

K4 MHD B R A SP BRI R 1 £ oA 0 (n=87)

NS B SE B t P 95% CI

s 1.204 0. 141 8.519 <0.001 1.023~1. 486
MyD88 mDNA 0. 437 0.041 0.735 10. 563 <0.001 0. 355~0. 520
TLR9 mDNA 0.193 0. 042 0.311 4. 606 <0.001 0.110~0. 277
mtDNA (x10*#% 1 /ul) 0. 070 0. 026 0. 185 2.738 0. 008 0.019~0. 122

VE:MHD, 4E4F 1 ILRGE T SPLLAIR/DIE . MyD8S, B 40 AL A - 885 mtDNA, ZRifADNA; TLR9, Toll #E5Z4K 9.
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5 R IS S ION IR B B[R 2, TR D mtDNA 5 5 5
411 B DNA AHALL 1) ¢ i P F F JE 4k CoG £ 77, i AE A
PAMPs 5 TLR9 &5 4 1 i i& MyD88 15 5 i& 42 , it 2t i%
I R R RAYEA BT IL-6 A2 INF-a fEiL™.
F w7 ML 2% mtDNA 139 I Bl T2 28 RAS 1 R LB N
YEF, H mtDNA [ 45 U145 MHD &35 1 SP K 2B X
W Wik 3 AH DG A S P I MHD B3, SPAHI
FEFR mtDNA 7K T~ 2 2% 155 T NSP 41, H. PBMC 1 TLR9 K¢
IL-6 MRIE KB ET . AT R A
Jé 1fiL mtDNA $5 ULE B39 n — AN bRk 22, SP I K A= 3%
BN 20%. Rk, ANHF TRk I T PBMC HH mtDNA
FE KR IEIKT, R ILAE SP 4L 3 A I R Rk /K
wEIE, 5 EAR R R 8. BRI nt-
DNA /3 % 55 TLR9.MyD88 . NF— k B, IL-6 J% TNF- a £
IEAE G, 5 SMI K& UL 77 2 A A8 5%, [R5 43 # S5O
NF- k B.IL-6.TNF- a K mtDNA $5 /& MHD i3 & 4 SP
[ 1 B R 2, $2 7% mtDNA 1] 8 3@ i 3 3E TLR9/
MyD88/ NF- k B 518 2 5 MHD 3% SP K 4 .

ZE BRTIR , AN FC 43 T MHD £ 3% PBMC H mtD-
NA 5 TLR9/MyD88/NF- x B {5 5 il 4% 1% 1t [ SP {)5%
%o 455 K% TLR9MyD88 \NF- k B.IL-6 J2 TNF- a
BE mtDNA % 32 7K ~F- (%) 7+ i 11 F+ i, H mtDNAL TLR9
MyD88NF- k B, IL-6 [ TNF- a 4} %] 5 SMI K48 ) &
A SE. H MyD88.TLR9 Az mtDNA 7K “F FF i /& MHD H&
HORASPIfERR K . $78 mtDNA AT §E S 5 T MHD
£ 3% TLR9/MyD88/NF~ B {5 5l % 7% 4k , H. 7T fEi
HiZE S 7 SPRIKA.

fEE SRR AN L S it ST AT i
BeE T HE IS B O BRI A RIS TR F B S
BB R 5 T R A8 AR AR I 5 U2 < U R
WLEAS IR HR S AT LTI s 5K 1% & - WA AR AR
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