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JER S O PRI R S8 VAR R R & U TR BN AN D AR I AV ERN 7 I PERE IR R & e e &
nY. REMIIFRE L U CIERME PR ZE & BfE T & % spontaneous bacterial peritonitis
(SBP) &/NBRHIDR IR 7 0 —YREMEICE 0T DM EEE AR T 5N 5, IEREEIF
BEZE, FpEtEx 7 O — R & D MIE SRR & S B R ERIE ORI E A RE I N TS
0. ZOAREII2MERMEERICRES NS ANRMEREESNS 7YY,

Mitochondrial encephalomyopathy with lactic acidosis and stroke-like episodes
(MELAS) 3z HERZ EMETHI MO RUYHEREKRTDHETHD., 2D 80% LA
k2 mutant mtDNA (A3243G) 2#%» % *. [A—#ilZA O mutant mtDNA & IF% mtDNA
& DHAEZE heteroplasmy W, 2 F O 2 RU PHHIZB W TIEKNiEEs / #1#% D heteroplasmy
DTN U 2R G IHE 2RO 203, BEIHEIZ G & SN, BIERIEREE SR
EHRSE ERRITET T 2EMENKRE 72 HD S, Sl T i3 EFE MR E PEIE B2 & FiE L
7z MELAS OJEHIZ i8R L 7z, R ICEEEZG0L. RFICRHBEARICE > L. FER
e U CIHEABMEMEE GRS & O A2, £/ OIEFFRNREBICI a2 R 7 ek E &
DBAIEZHERI L. WS DNOEIN S HAZGFZOTHRET 2,

<FEf51>

SEF] 18 kA

BEFERE @ 8 FRFFFRE D MELAS (mtDNA 3243A — G) TR 7 4 O —rh, k)R TEE
TEZZDIRME, RFEREEZE T O BBGRIL rHE, 45X OB THiZ 7 & RHWIE & 52412
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ABBEZRE VIR L Tz, GRS — i P OB E T B RERE OB EH 205, HFEEAIZFED Tz
Vo KZBHEEE T ZER I N2 &30,

BUREE (B 1. 2) 1Rk 219 A 4 H, VMR ZZEITABL L7z, AR QRS K OVE
HREIZIER., £ 7 MU T7FY DHREICX OIRITESNITIBB U 7208, TORFBERE & HITRIE
KInDF R E2ED, BEOFAERNEE OSSRRA /XY FO>, AOQXRRAL, 2 ) HAY
U2 TP DO RIESOE D FiGE U Tz E 72 RIREENC I U 72 KR TR A L 278 EDEER
FERAVBIE U 72, 55 15 W HE X D IEEEDRE(LT A, 28 20 i HE X D IEAKDHEL, 28 28 i H &
0 RERAD & 2B N 202, B30 WA IIIERERD, Y R—2 200
> hO—IVHEE SR o 27208 31 9% HICE I EEENT (CHDF) & A &72-5 7/, CHDF
A%, REET > R— A3 SE L0, A OFUERIBIE FINIIL/EXTIY 2,
AORK L, £ 75 DD L) TEPMEOSIE RN TR Uiz, EBHRME KT & BPERi# o 77
TENBETERNT EDSRIEKOZW O 7= 5 40 JF H I EREERIE T UK ZHR L 2, &
BENMEKITEEL TH0, BAFTOZEAIMEREA 10,500/ 11 & SBP DK R 22 L
22 EM SRR W Uz, FIRFICERILL 72 KB X O ik &Ik Th -
Tzo EFEMEMIBEMIEIER OBWE, PIAEFIRBRICZ Y DA T D2 LT & 2 A RERIGIE
R, B4 B ICHERI L KR 2 EIMERES 2,200/ 1] EEERD T,
ZOBIEAKITWEL L. 2S5 HMHICTO— ETH/KEERZHERL 2. EESGEE D BRKEIX
Fifi L. CHDF Offffiz N & Uiz, BIET 2B AR 2ORKIRKROZDH 57 HHICTI— A1
RTETEAMZIIT L /2. BEMROKE (PR X0 REFOBEARRIIAAHEEEE R 50,
TR BEEEENDOFIEOBNTFLEN D > 722 &0 558 68 % HICEBENT (PD) ~OBfT
Dz PDAT—TIVEREL 2. BIEREENSK 1 » AR U8 75 W H X 0 Bk
BeBERYIZ CHDF /25 PDIZ T L. %8 80 i HIZ PD NE2#41T L /=, PD IITEEE M & &HHIC
BEHHEEENHE (XA HR—L R ZHWZAPDZE AL, BT/ BRASIEIZ T+ THo 7=,
95 85 i HE K 0 FLEIR Y T — T OVEHIT K B IB BRI O B MUE D ER e L 7z IR D B &
K7y k= 200> ba— )V R E 72> 725, CHDF OFEAIZDWTIEFENTHES
NIz iz, Fx OIFFITRIGNR <, 5 100 7 HIZKIRE N7z,

CRP (mg/d1) ZERP Cr (mg/dl) CRP (mg/dl)
:Cr
L]

"""  PADM/BD L B TAZ/PIPC

CTRX: xone sodium PAPM/BP: pani ft p MEPM: trihydrate
MINO: minocycline hydrochloride TAZ/PIPC: tazobactam/ piperacillin

1. CHDF # A B DERRAEE 2. CHDF B AR DERKEB
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B4 (X 3AE) :

BRENT B W TS / W LSEST U 72 R ER IR & LR T RE DY ER 720 T 2 RERIRDNRAE L TRl

SNz O FAMEORMEMERE 220, RMETRLE U TEEORN / RO RME OZEHE &
PRAE. PRAIE RN OB, RIERT R & U CTHBER A O & oMM B & Ok 2380 7=,
B CIEM R E BT S2EE I O R T OERBEHEZED -, HEELZI ha>
RUFNETA ZRBENAE—THD, —FITT U AT ORI Nz, K7 RERIRI R
P K OEARMERIICBIT S O R 7O EIZE A ERDRN S .

B g (X 3F) ¢

P RO RUPHURIC K 2 BEFTHBO B RAE D T e, IEMRME ML RHIES 2 3
BINFRD 5N,

3. BRER

A) BRI RMAEMBOEMR MRS LOBE %R0 5 (PAS $£.X 400),

B) iEﬁE/EE{t@iEﬁ U 7= 5B B FRARE D IRE & BB E A O R
2533 (PAS #&.X 100),

C) BRI RN TV B RREDEEERBD S (PAS #E&.X 400),

D) M RIAEMITICY A XDFRH—HI b RYTOERALIEEEBH S
(E5E%),

E)ERMBALAEI I KUT, —88IC cristae DIERE 252 3 (BB o

F)RI b2 RUTHBICE 2 EMRASHEEOREEED S (KH),

BEHARIC BT D mDNA EF&HE (E 1) :

BB OERIEME BLUOBEHEELEY Tho /2o MELAS OEBEFOBMEZ I >
O—)L &L T, & o wild type mtDNA & mutant mtDNA (A3243G) # real time
PCR TEEHIE L /2. THNZTHOHBICBIT D mutant mtDNA D 5 2 E5 13 B2 O Bk
T3 91.98%. —HBREOLEFEBIUT > hOo—)L OB CIZZTNTH 85.80%. 76.24%
Tho,
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1. SHEBICH TS mDNA DEEAIE

wild type mutant (A3243G)  mutant ratio
[copies/Ing DNA] [copies/Ing DNA] (%)
renal tissue 3.34E+05 3.83E+06 91.98
ventricular septum 5.28E+05 3.19E+06 85.80
control renal tissue 2.96E+06 9.50E+06 76.24

<EE>

JEFE PR B PR RE ST FERAE A D G OFE CTd 5 SBP &/NEBHI DR MR 7 O — CEE
HICEOFT 2 MR ERRIFETH %, SBPIZHHEREZEDEMTRICKES EE
THAMEE SN YY) RN R 7 O—PEBERICBT S MEEEERIZ A T O REFTES
SRR E/NE OB 70— PR TR T 2 BESMERIYE LI O 7Y,
JFRMEMBE SRR DD 27 7 v 77— & L CREAMESKREAE K. 0 5I1251&H < %
EHRTRENE TN P PP 2190 KREFICBNTHREM M. FpEE H AE & 2
AL TIREE, (REAMEK, HLEERBIEIC X 258 OB TER EEERBIEDOY 7 7 7
75 —DEESHS N TH > 7z EFBTERIE SRR IIARER O K S I KE B MAE, HREAIR
RE, BILT 2 MEKEPEIRREIREDY XV 7 7 74— FCTRIFEAER R 7 O —CRERHEO Y R L
WHnRIELSSRETH D EEZ SN

SBP IRMEREEZFEEIT L2 MBEEZSHEICGMHL. ZOEFIXT A M1 2%
vasodilator DB 512 & 5 BEHHEIRMFREOBPICL DD EHHINTNS P 'Y, Fiz/NA
D37 O —IERRICB W T OME MR & FRME R E I K 5B EE AR IIE O E 2 /R g
DWEND D P, REFNICH T D2 BEREEREEMS L TEEORMEEER R 2D, B
M X B 2HRMERENAETH D EEZ SN, BKRDOHI & BHRE T ORHANIZIZR
R TH 2 ZENSAREFNITHBIT 2 2B REEOHT & LT SBP 2B 2 2B E & [FAKIC
P A b1 2% vasodilator ORYEEIC K 2 F i &K MRkl KX 2 IRMERE» 5 KRB A2
EobO RSNz, FEBHARITHB T SOMKMEMEHOI a2 U Y OHEECEE
FURITHEIBRIENFT A TH O, AR EARIZE > EAEF O &K TH S MELAS &
DRI SBETERNEEZZ SN,

MELAS D& PFRE O i F 13 e e R =5 H IR 2 29 218 RERIRE %0 6 BRI JifE R
ERREEALAE 2 'Y ATN ISR T 2 Ao atERe Y, BHEEAREOKB TRIIBEREIC
BEofE O BELETH D, £-BREMMGICB T DEERMS. RERE, RME.
B ELIGICIES, MELAS 28I I RUZHETIEEE I b2 RYU 7O heteroplasmy
DOHETT U 7z lias / M0 S BIEAT 250D 0. BEOHEICR T 2 EERER / mEERE D2
RS ZOREICK D BDEZZ 5N D, REFITHNTED 5N ME ORI B E
HEZRBT LA EZEASN. FRIOIEY — RUFITNS O MELAS [T X 5 BEMN B G0
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KEDFIEZHER S B/, AREBNIT B W THIBEPEREIE 5612 K 2 B 3 DAAMIC I E R IR 1B M B P
FEIZBA G U el getE T+ i d 2 b D EE A 5N,

ShACRYTHEICBIZI I R 7OELE L THERE-CHEEZ R THRETL N
P19 heteroplasmy AHETT L. ARE(L U - l8s / MLk Z2 O ISR BN BT R E SN B
WIZHRFE DOlikas / MARICH T2 a2 RY Y OEREOMIEITE Olisa / MikicB1T 5
heteroplasmy DifEfT 2RI TR EHEZ END, AEFOBFMBEBEGICBLWTEII IR
1) 7 OB REHLH O B AT AL R A WA R R S 41, SRERIR N B e o5 A PR M A MR IC 331 %
SRACRUTOERFEIZIIFEAERD RN Oz, FPI RO RY THURIC K 0B REHT
BN RME IR R S N2 et 2 380, MBEMICB TS5 8E I ha > RY 7 OMEARHENIC
SN, ZOEMBEMEMICBITSI ba> R Y ORI RME BT 2 HaemEE
CHARK FZ25ER I U, REF ORFKREIC BT 22Ul B AT B L ORI 2k
BAG L = nlREMRIZ T E TE RN EE X 5,

2 a2 RYTHITBWT heteroplasmy D HEFTE 2 Bl U THIEMDORE Z /R U 72 # i
. Fx3U 7IVY A L PCRICTE D EHARICH T 2 1ER mtDNA & mutant mtDNA % &
B9 % Z & T heteroplasmy DOH#EFTE DMLz il A7z, BIBEHMEKICHIT 2 mutant mtDNA
ratio 13 91.98%. BHEEEIEH Td o7z MELAS O HBF BRI BT 5 mutant mtDNA ratio 1
76.24% L RKEZZRD. BOAREITES 72 mutant mtDNA ratio DEENZw#iAL 7z, —
AT RUTHICBILEEMERIZETHD, TOMKBIEITEAEI NI RUTO
BN ORI 2 RIENTFHRIND, AEFITHREI SO R 7ML RS REL
THO, B2 ARD mutant mtDNA ratio/n5 2 b3 2 R 7IHICHIT 5 Tk 7B A IEL
DEfEZRTHDITHL NWEEZEND, EHEEMNICIER Th > 7z MELAS BH& OB &
BIRO.OEPRREHAEIC BT D mtDNA ratio 2% 76.24%. 85.80% EEfEZ L7z 2 &3, L 7s
g &5 12 BT 2 ELERY7R heteroplasmy OHEITOHEEZRRTHHDTHO, 2 a2 KU TIKIZ
BOWTIHERNICEERTH > THRERGIELITEENLETH 5,

AREF DK D ITHEASR 7 O —ERFEZ T R E LBRWEE THREDIME,. SEA2RE
2B W THEIESIEIR 2 80 7= 5 B3R FE M R MR I O rTREME NS S E TE T, R ZWiate
BHTHbd, E-METEEREROZWIEE LG E3RMERE 2 FE & L g EBRmED G
WHETRETHD, SSICHKEFITMELASICE DI a2 R 7 OEEREIC X 2184/
REEEESRMEICBTSI N2 R 7Y BRENRAIMHNREARICE S LRRICEEG L2 &
DHERIE N, MELAS 2587/ a2 BU Y EEEOBZEICH 2> TIED TiHEED L OEE
BEME T L TWASRIEEMDN D S Z LITHE T ARETHHEEZ SN,
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