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Recent Trend of LDL-Apheresis Techniques
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Summary Low-density lipoprotein (LDL) apheresis has been developed as a useful therapy for
the prevention of coronary heart disease in familial hypercholesterolemia (FH). Among them,
dexran-sulfate cellulose column, which adsorb LDL-cholesterol from the separated plasma, has
been used widely in Japan during the past decade. And recently, new LDL-apheresis, which adsorbs
LDL-cholesterol directly from the blood, is under clinical investigation in Japan. Meanwhile,
hydroxymethyl-glutaryl (HMG)-CoA reductase inhibitors, which effectively lower serum LDL-
cholesterol, have also become very popular and are indispensable for combining with LDL-
apheresis. Recently, new HMG-CoA reductase inhibitors, which reduce serum LDL-cholesterol
intensively, have been developed. Under these circumstances, the thrapeutic position and indication
of LDL-apheresis on FH should be reevaluated and reconsidered.
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B HEABARBE(LE S IXERNA O EER 2 EiIC
[(RIEMEZTESA FF4 ] BERLEZY, 20X
A K74 DB T, CHD (coronary heart disease)
EET2REBEOHEG, REREMIHFZERE LDL-C 100
mg/dL LAk (TC 180 mg/dL A L), Zkpashse
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BHEFTEh, CHD2H L 2 £ & & DM (diabetes
mellitus) HNIEFCHD LRI LY A7 &KL,
LDL-C % 100 mg/dL KRG EEH T 2 Héts3hnb -
722,

IDL7 7 =V A (V) RY —/x— @RS B
#i3 CHD 2B LEMRED A TIEI VAT o—)La
¥ bO = BRH57 FH B#F o U TS & /ifT
SNTEL, ZOFRABFE LBRPIROLET VR
BLTOHmELH L, BIFLREE2B WS, ZDK
BEWUWATL T Z D10 5T HMG-CoA E B H
FE (RyFY) OF—HR (RERVOFEER) 07
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TGNAZF v, YUNAZF >, aNAIF, E
MR (BRI I8 OIALNRY F v, EEHR
(B —TEEERERA) 7 bVNR S F 556
¥ BRI TEL, BREERTRD SN TV IEREK
58T, LDL-C DETHRIZE—MHRDOFF /xR ¥
FUdfI24%TH B, BEMRDOT bR FF
VIZEHI 0% EET T 5, BBSEDOLDL 77 =
Uy AIEHEBEE, 2 FERTE TREMERIZ D o 1228,
BETREERDA Y F > TRIEDE S L d 5 Tk
* FH BEH®, HEMOANT o FHEETHEI
LDL-C 2 E T &R 2N %EETAH5IDT bLI/NRY
FURBH LI LD, BOERCECTWS,
HZ&TIZ FH ® LDL 7 7 = V & X {RF8E % X,
REFH Tk [ZEREEREBOMBER I VAT 0
— VED 500 mg/dL # 8 2 %3] & T, CHD ®D—
RBLUOZRFHEEHHNELTWS, N7 FHT
X ERBEERE L DEYEE21T-o TH MER
IV AT B —)VED 250 mg/dL AT T 455 % us |
BETZRFHBENTDH S, 7 bR Y F UHER
#BOLDL 7 7 = VY AEEBEROBA X, BED
MEa v A7 a— ) B ERELIT 7% - 72ER L
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ZORTIX 10 FERTICER Sl [LDL7 7 = v &
ZADBAEEEDB IV X7 0 —)VH 250 mg/dL] &,
A U7e [ HRBARBE S ERMERZER Y A F 7 A
> CHD & b B3 0 W) vk Bl it 2= %€ 200 mg/dL |
WWIEREXRENDY, ROBHREIIBETHSEDHL
BETT 5.

¥7:LDL7 7 = V¥ RABEOFETIE, VKRV —
N— X% 9 LDL-C OERIZE 3 b D DRIELHE L
EEMKER DALIY AT A 7V E¥=vR) HE
WThEORERRABRE LTEBHL, 5%0FH
BEIBEOBIRBEOV L DI R TR S H B, &5
I M#E 45 % EVAFLUX-5 A %# % DF ¥ (DF % —
EHEE—F) EROMBIHMLBEB CES L ZHE
WBREDILDL 7 7 2 VY A ZBAT 5.

2. HMG-CoA BTEFRMAEE (R9F>) &
LDL77 L AHBOTHR

2.1 HEBRE & UBBHIRFE{LEENEL
HEEHSIZ6FEMULELDL 7 7 2V v ARERBITL

7z~5 0 FH 8% 9§ 2 3R ki 10§ & He L 7=,

LDL 7 7 = v ¥ A fi{T# @ LDL-C iX Base line O
447 mg/dL »» & TAC (time average concentra-
tion) 167 mg/dL £ TIET L, EWEER T3 186
mg/dL % 143 mg/dL £ TIET L7, @kt a2 —
TEHOBIKFELOERETH I ARESPELEE
(IMT) %2FXR-FERTIZ, BEWCIMT OEEHR
HEh, EHOBIRELCHL TR IDOVRIVDIV
ZAFO—) e 3¥ ba—NThH 3% FHEHEIFE
2hi: (@1, —7F, ETLLERE{LHFEORL
ZOWTHERD 77 — 7 OB RE L5 E, 9
Fich 1 FILSEME L 7212 b b 53, 7 HNCIZHETSS

EHohi (£1)., ZOFKHELDL-C160mg/dL &
WALV RAT O —)L e LULIZBIIRIECERRIC T L
TERATDTHBIEE2RB LI DD TH-7:. EEh
IRIRZ OISR R ORET TIE, 6 FEL ERIBERE T 5
¥, ~7 o FHI#Id 3HiZ:BFESRD o5, 4
BPhZETH A S, (LE#IZ~7T o FH 9 i 5 i
FELT, ETNANRAT T 7 Micd 5BIF 3FNIIR
EBNELH (£2), s/oxEFH TR 2H L EH
RIRZEDSHEIT U2, 2D L IXRERDEBEL RV TIE
TEBOETEBETE THREZMEIEITE L » 5
Tl L E2EKRT 5.

2.2 TBEIREENREIL
HgESI~70FH, 425%, BHT6ET » A
LDL 7 7 = v ¥ R 2 JE{T, FEIRTHETL-EH
PIRER LU T2®, ABEEHA IV X T u— )L{EH 638 mg/
dL TDFPP (1[E/3:8M) 27342 & TRav
A7 a—) 400 mg/dL F TETL, ZD#EDSC (7
FA NI UBBELO—R) TOLDL7 72V ¥R
CEEH, FI/NAFF > 20mg/day DHFRIC LD
wavr A5 a—nd TAC X 257 mg/dL (LDL-C ®
TAC200 mg/dL) ~METF L%, ZOBBFOHIRMR
T EBIRDEME L REBTED Sz, LrLids
ZDIAVRATO—NURVTHEEIRT 7 o — o8 {tE
sEearhra— iR Eb TR (K2), Z
DE>REBAARIZLDL 7 72 V¥ A EE—HRA
FF Nz L BV RAT a—VOIET BENIRIE(L O FIAE
ERTFHICEBD CTENRIBRETHSL I L 2R LE—
HT, $EF+HTHEIEERTHRRTH o

X512k EFH, 3B, BET208E< LDL7
7z VY RAEITLTWABRET, B@F i KEkAE
BAEEHEIT L, KBIMRFAFBERM 21T, £ OREEFR
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(Am J Cardiol 1995;75:455)
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K1 ~70FH IIHT2REHIRE MEBOBESBUNBEZRLETS—2

LDL apheresis Plaque Size No. of Plaques Control Plaque Size No. of Plaques
Patient Site Baseline Follow-up Baseline Follow-up | Patient Site Baseline Follow-up Baseline Follow-up
3 R + + - - 1 R + + + + - +++
L ++ +++ +++ +++ L + + + + — + 4+ +
4 R + ++ - + + 2 R - + - —
L + ++ — + L - + - -
5 R + + + - + 3 R — + + + - + + +
L ++ ++ + + 4+ L + 4+ + +++ +++ + 4+ +
6 R + ++ — ++ 4 R -+ ++ — +
L -+ ++ - + L + + + + + +
7 R ++ + + - 5 R - + - -
L +++ ++ - + L — - - -
8 R ++ ++ + + ++ 6 R ++ +++ + +
L + -+ ++ + + L + 4+ +* + -
9 R - ++ - + 7 R+ ++ - +
L ++ ++ + + L+ +++ - ++
10 R 4+ ++ - 4 8 R +++  +++  +++ e+t
L - ++ - + L ++ + +* +++ -
11 R + + - - 9 R - - - -
L+ ++ — + L - + - -
0] Progression [] Regression [ No Change 10 R ++ ++ ++ +++
L ++ ++ ++ +++

* . Endarterectomy, R: Right carotid artery, L: Left carotid artery.

K2 BIIRET LOELE LBHRORE

Native coronary

Bypass graft

Case Cardiac event

34

lesions lesions
REEESE
1 Progression Unchanged —
2 Progression — AMI-PTCA
~T OigE
3 Regression New lesion PTCA for graft/Death
4 Regression — —
5 Regression Occlu/New —
6 Unchanged Occlusion AP-PTCA for graft
7 Progression — AP-medication
8 Progression Unchanged AP-PTCA
9 Progression — —
10 Unchanged Unchanged —
11 Progression — AP-PTCA

AMI: Acute Myocardial Infarction, AP: Angina Pectris.

2 E[FEAEER ORI

HAEX7 7 = v ¥ RESHEE

WZHEWEASHBE L7 (K3), "EFHIBWT
B7 MVNREF Ui OB L B, X 5WENE
IVRATO—WVETFTOBLBETHL LEZ 5,

2.3 BEIRFEENRE

MFE VAT a—VETEE BV < OERKTZE
BFERINTW S, BEIIRER %2 HWIRERR O
data % Brown 5% OFEYREHFAE D meta analysis
EXRFETIThbNI: LDL 7 7 = vV ¥ A D sk L [E 2
B LARS® & L-CAPS” ®tt#& L 7. CHD *F 7 %
FE-FHEXNRELIAZTFIVYADTS T RET
1T 53%, BHES%TH D, WL DHELT 26%,
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a 35-year-old male (KT) Apr

.18, 1998

7€ FH fiEffI UCG FRR

%3 CAGZEIZLZaLRFO—ILETABROBEIIRBILEENSAROI LD

A BRI LR AT
(A% 7+ Y ¥R : Circulation 1993 : 87 : 1781-1791) %

LDL 7 7 = v ¥ R . BEIIREE(LEHETITE

CHD #8953 FH, ma Vv A7 u—/VIERHE

P 1T
R :iBiE

CHD #F3% 5~7 v FH B%&

AT mg/dl
TC LDL-C
LARS® 388 311
75 K mg/dl 9% | I v %
TC LDL-C P R TC LDL-C P R
CLAS II® 229 157 AFT7FVAD 53 8||| L-CAPS? 238 170 L-CAPS 64 0
FATS? 253 162
STARS!® 268 180
SCRIP' 224 150
LR v LDL 7 7 = L & 2 + SEAIHH
TC LDL-C P R TC(#) LDL-C(#) P R
CLAS II 184 101 AT FI VR 26 26 L-CAPS 198 140 L-CAPS 8 16
FATS (N+C) 209 129 LARS 209 156 LARS 17 33
FATS (L+C) 182 107
STARS 215 130
SCRIP'V 194 120

(3)Kroon % OFERIC X b EEMEITIME (Time-averaged concentration: TAC) T&RRL7:.

BiE26%THolz. —HCHDZH T 5~7 uFH
EWNBICLLBES, JVATFu—LVETETTY
LDL-C i% 170 mg/dL T & Y mega-trial ® 77 & &
HLAKCULMMETETETIZIA%THY, EHIK

EBREICELTEINVRAZTHE I ERRLTWE,

INSDNAVAIZBFICFILDL7 7 VYA %B
L, S5 KEBHEIVATo—VETEREEZITD
Z L &) EEIREEL O HETT R 17T% LA T Wl T &

AZT 7 2 L& ALt

DRERRENI: (FR3I)Y,

2.4 CEHREROET

VAT a—VETHEEROERERMEZFET 51
Wb, primary endpoint T»H % .LEFE (LIKRFEKR U
LMFHEZE, CABG, PTCA ZFDIEBIEHLA R M)
FRAZIR DS EE STz,

B, LDL 7 7 = U ¥ ABHRIC & 2 LEBERFRIER
DIETHENRE a N, BH S IEHIRKRE &
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%4 LDL77z L ARUERAEICL 201X P RESRIMSIARO £ &8

¥ a v A5 a—E+CHD

B v A5 o—iliE+CHD

~7 a FH+CHD

(CARE)™® (48)@ (Hokuriku-FH+LDL-Apheresis Study) '
75K A Ry ME ||| R A Ry PE
TC: 264 mg/dl 289% TC: 229 mg/dl 36%
LDL-C : 190 mg/dl LDL-C : 167 mg/dl
DAY METE [ 349% (5.4 4) A R METE 729 (6 4F)
75 K ARV IR ||| yunAyFv AR ME|||LDL 7 7 2 vy ZA+3H] LA R bE
TC: 196 mg/dl 199 TC: 170 mg/dl 109
LDL-C : 135 mg/dl 13% LDL-C : 122 mg/dl LDL-C : 121 mg/dl

A Ry METE 1 24% (5 4)

DA R E
10%

TIINAYF
LDL-C : 97 mg/dl

BT 5~7 0 FHRBRE 1304 %, EY@RkgEh (87
Bl) LEMHHADOLDL 7 7=V ¥R (434)) 028
W25, 6 FERLER R L., LDL-C X LDL 7
7z VY AEET287E6Tmg/dL 2» 5, BEIC LY
1214+31 mg/dL & F L, ZFEH|EE T3 233£51 mg/
dL » 5 16759 mg/dL IZ{EF L 7. &R, 6 EMD
DEEREERIFZLDLY 7 2V v ABE10Y, EHYEE
36% %L, LDL7 7 x U ¥RIZ &Y ERIWEED A
WHAR 2% LMEBRPMET Lz, 4SP D77 &R
£ follow up ¥ LDL-C 1% 190 mg/dL T/LEBHSEIE
RiZ 28R LI, ZOREXEBERSD~7 o FH
TOEFERD & DX HEEE (LDL-C 167 mg/dL, L
B 34%) WAL TWwiz, £724STDOY /YR
g F OIS, LDL-CiE 122 mg/dL, (EHigFE
FEFR19%ICHYE L (FL), LrL, ITSDREE
X LDL-C D& L i3 120mg/dL TH Y, &5
ZBETOLBEHICOVWTIISBRORNEETH 2.
2.5 7 MR IFOMmBEIRE~DIR
EHOBRYPICE>TIDL 7 7 2 VY ADGES
HITLTw2 FHREEDS B, REFHEAE 14, ~
TOFHBEZE6ZIZAYF U 2HAL, krois
LTWwic 77 /8A % F B d LDL-C & 2000 £ 5 B
IOBFEENIT FNWVNRRYFIZEEHD LDL-C
DB ZRET L7, BEOFIYERIZ 53.419.8 7%,
B34, L4444, LIDL7 7 =V ¥ X GEBRE
11.8+£2.3ETH>7-. LDL 7 7 = L ¥ R iEEMAHT
DIEYFERFD LDL-C (Base line) 1% 471.8+133.9

36 HAE7 7 v A¥aMsk

mg/dL TH o7z, FT/NRA Y F L BRER (FigH
58 18.6+3.5mg/day) ® LDL-C £ 7 b VN A ¥
FURBEHBHISEMOLDL Y 7 2 v ¥ AHIE &
LDL 7 7 = v ¥ AR OS> FHE 2 EH L 72,
7 MNRA Y F U EEM (31.4+9.9 mg/day) 138
RG22 EMB L VEEE TO¥YI.1 » ABD
IDL7 7 = V¥ ARIME L O FEE2EH L 7.

LDL7 7 2 VY RAEBEBEHEBIZ SR F B8V
7 NVRZAYF UREREDLRET, KEFH &L
W 1EEE/AI0H, ~7 o FHEEDI b14I1F1
m/7H, 4%ix1E/14 8, 14 1E/30HTH -
7z, ZDRER, BIEEOZEL (TAC) TiE7 by
A F EERH% T LDL-C &1 145.4+25.2 mg/dL
—113.3£18.7mg/dL ($<0.05), a2 Vv A5 1 —
)Vl 1 202.6£35.3 mg/dL — 160.2£30.7 mg/dL
(p <0.05), = % B8 K5 {8 1 124.2+105.0 mg/dL —
80.2+54.4 mg/dL, HDL-C{# ix 35.8+1.4 mg/dL
—33.6x18.9mg/dLTH YV, ElbtEXBZ 2z h ZT h
—21.71£6.6%, —20.5+10.1%, —27.4+16.79%,

—11.1%£21.8% & LDL-C £#aVv AT a—VTHEE
KETEZRLE (K4).

T RWNAZF DI DDA =ALIZLULTDZ &
BIREINTWT, LDL v 78 —EMENTFEEL
WEBETY, JVATo—VESREHEET I A=
AALTLDL-C ZEFE¥ 5 ER2RBI LT,

1) 7hUNRIFEAVATO—LEREMEL

FHEST 2., ZREIEAbHE VHE VDT,
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RE FH CH L TEARRSSAEETH 5.

2) HF» 5@ VLDL 532 MEH 3 2 EABH 5.

3) IDLVve7y—%7 v/ —VvFXarv—yarv

SR BERAMNH 5.

TINRY FrRRCEELS R » o 72 LDL-
C100 mg/dL KDLV _ANVIZELEFRM b H Y, K
£ FH 8F &8¢ FH 8% 26123 LDL-C D{ET % 7]
fEiz L, 100 ml/dL KiicsE L2253, 2Oz k
X CHD N4 ) X 7 BE DA R N FIER %2 KIF I
BT EEIAREEEREL TS, XEEDERE
LAV TR BIRBE L O #ETHISNIC T L TR RF+5
ThHole IR EDFEREBEZ 5L, BRI SHD
LDL 7 7 x v ¥ X% [CHD RERBE RS, B
B, EYEREICB W TH LDL-C 160 mg/dL LAk
ERTEAVATO—)VIMFERE | £HZ Tnb,

3. BEEMEER (DALISRXT L 7LEZIR)
31 MERIBR

BEROHEETHEZRY 727 Y NVT 2 F (Polya-

crylamide) E—XDXEZ, VY KN THEKRI 7T
27 Y )VEE (Polyacrylic acid) Ta—bhrahTw3,

300, TER
TEH

(mg/dL) O ==
2000 & ¥*p<0.05

#
~—

100

B

(%)

negatively chaéed surface

(more than 99 % of the surface area are in the pores)

VRY —=N—DVF YR THBTFALT VEREDHR
BELFERCKY) 7 27 ) VBBIBREICHEL VR
FUNEEETZDT, ZHICEHREL 7 REH
TH37KB100#F ¥ 3 LDL, VLDL, Lp(a)s
BEd 5 (M5), MM e M7 WV IRa@E o R
WEoTHBEIN S, RME W7 pm), HIMEK
(#110~15 pm), /MR (B9 1 pm) 72 ¥ O MERK 5T
BRERE—XDOMFL (100~400 nm) WZHERTKE
W DAL IZA DA v, LDL 3% 20 nm &
INE W DICHIFLICA D AA, BEINS,

3.2 FMRELUEE

£l LDL &R IZ T 4 A R—P 7 VERRICEEL L,
MEHFLFZEE 4008 ADS (7v¥="R) EEFL
THW% (K6). MBEFEREC MR 7 &7
IUBEF N ) T AEARY B X URRME, REBA
OF, RMEQEHE=2 —b3H 3, FIME, KER

. — S

e i

X6 DALI > RTLDEERSE

neaative charae
Pores, & 100-400 nm
LDL, & 20 nm
olatelets. & 1 um

red blood cells, & 7 um

®©6‘@0

white blood cells, & 10-15

5 BT 2 NEBEORERE
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AORE, RIME, BEMBE, NEMKE, RGRE
[BnRRENS,

Xy FNORESRIIEEASWE, BRI FL >
A ¥4 FRE, FEREK, Y71 IVTBBLV
ACD-AW 7 Y DBKREFIA— b7V —THETH 5.
ESERA OPIEEIFNIZ A~ v 7V BBF N Y
LARWHE NS,

W 2R IE 500 RE RS & 750 A RS & FIRE D& S
HEENDY, ZOREBIZTIhThEEEE 2FEH
LT 2RBEINICERT S L HHHEET, £y b AR
500 RERR 1A, £y s B 750 BEH 1A, £y b
CiZ 500 RERR 2 A L LTHERAL:. HIOMERIMKE
ZENFh, A; 330ml, B; 430ml, C; 580 ml T,
B LDL IREAHERIZ A: 5g, B: 7.5g,C: 10g
TH 5.

BNy 7 LB E OBFRIETXTAVT T, Ny 7
ADa— %o THEMAT . ok niz o]
Bt <, SPERETIEH I LE WL, BRIZTR
THEBWEETINNY JICRET 3,

3.3 & (13

TIAIVITR2LDT T4 I TI/I Ny T RE
BAL, BEID 1Ny 723 ~8) > 20,000 AL % 6
MUTAVS, BEC—XZ2RBLIBRERIIF 54
IA T THDHIHEFEEERERLI:Ob 714 3
THROFIREITY ., BOLITRBBATIA I VK
IR L 72 IIBE R ORERRM 2 FEITITO. IS
E— AP T T4 TREBRITERIE L W,
ZOBIBEERIIFHLEL TBIETRIER S,

~XY 2 b)Y AESROPIER S X 20 A7/
H kg T, MEEFIORFREAZ 2 0BF bV VA
A% E2IMEEL T 40 THEHAT 5, A4 7 a/,X—7F
4 ZIVOBENMAEERL T, BRINEEEBLTH ST
4 IV TBEDITEAEFEE NNy JICEESNIR,
IR M) % R Mgt B3 5.

M 5t & 4k 40 ml/min & D Rz @ L, &K T
80 ml/min &3 %, MKENEERFEHRTZ LY M
BEOHRE LAETREL, ANMKEED 1.6 F%I10
WAE S 5, MBEBLRAEBIESZ74 37, AV
—vay, VAr7a—YarolBsliciEc
&3,

34 MREFHE

HESBZRWMLDL 7 72V Y A 2T LT & 72
FH (~7 ufE&%) BEIZHICDALI Y AT A% 2
BEMBTZzh TN 8 [E D 24 EMETL, 7D

38

Ve, Z4tt, BREMICOWTRE L., BEiIEM®
3ZT, FHERSS.0E7.8 5, FHEE 71.3+118.6

HE7 7 = L v AESHERE

kg,

MEFALEEE 5,900=600 mL TH o7z,
HwEYIENC Iy b A RERAL LDL-C OEFw
THRHEE 2T, T35 8k2y B, 550
3ty b CCEELT.
3.5 BREORERLERER
1FERITEY A, B, CZERZTNTMHRUESR &
AR ALOEO LDL-CEZHE L (K7). IMm§
MEE2LORFETRE Yy MA, B, CTIKRERIZ
68.8%, 88.19%, 97.1% T, 8L OEFATIX 19.9%,
33.3%, 19.7%THH, W bIHER TR IZEIR

DRy —N—EREZO TR 10 EE, Ty

vy bA
200 100
(mg/d1) (%)
150 + N9 {75
§ § ENin
100 — § § < 4 S0 [ Jout
% § § § § —— R
N N M NN s
IR
o N NI N
pre  2000mi 4000m! 6000mlI 8000mI
v hB
200 100
(mg/dl) (%)
150 175
3 ESSin
100 | § - 1 S0 [out
§ % —— BE
NN ]
50 N ‘§ 25
l
0 N LD 0
pre  2000ml 4000mi 6000m! 8000ml
v hC
200 100
(mgrd) | N (%)
150 — 4175
\ N ENin
R
100 F N N { 50 {Jout
\ \ —a— R K
50
0
pre  2000ml 4000ml 6000m! 8000ml

E7 DALI>RATALTOHZLAHOPOLDL L X T O

— &
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PREEWZIE WL Z SR S Tz, IREERIRME & 2 AR
RTO TAC 2V RY —/N—i5RKF & g U726 2R,
DRY —N—Y AT L (DSA) Z2EKDOEESR ® A
HIZHRYE U7 58 & MAFAE % HEfT L TV 3 7e DIREIC
X 2EAMSENETX 5, —7, DALLI ¥ A7 AREE
BOREN LWz LR Ik S SEAREICEL, M
WALE R A H 5, DSA TO LDL-C D TAC #8
112.7£8.0mg/dL TH o7z Dxt L, DALI ¥ A 7
AlZF R ZFN131.5112.2, 144.6122.6, 141.1%
4.1mg/dL OEfE%xR L. 7 LDL-C DERERI
DSA T84.6+1.4%TH > DZxt L, DALl ¥ A
FAZFNZTh 42.512.8, 54.9%2.8, 60.9%0.5%
L {k % 55.0 kg, & £ 167.8cm, LDL-C ¥ # #i &
156.3 mg/dL DO FEHI T & LDL-C B & FE 13 45.0%1
r¥%-o7 (K8). DALI ¥ A7 4D LDL-C BRER
EfE{E % 60% LT 5561, IREROERE X
DREBOLDANEBEITREThHDEHEZ o,
3.6 *Dfthn/NT 4x—4 LBIER

IV MY Y AAYBRD 1 EREOEARIZ
20626 mL T, 4 & b AH V¥ 7 AR AIE
2.28+0.12mEq/L, ###%fE 2.0010.11 mEq/L &
LW TIERE (2.25~2.50 mEq/L) K& k-
fods, MV Y a4 4 VBEDETICEE 72>
BerhiEx COERORBIIRD ST, Svarygivy
7 AEORS b otz WEPORMmEAIO ACT &
220~250 sec ZHERFL, 1BEERZO APTT IZZERL
7208, REIOEHFEICIZEIE L Tz, 7 EHATER
TO~NEZ O fEIF13.8£0.7 > 13.4%0.8 g/dL,
M/ %1% 16.5+5.4 > 16.3+5.6 F/ul £ &%
<, WEBB X UEENOEIN S L UREI & %70
R Rhrol,

EWERHLE L TR 7S5 VF=vD LRI EEZS

100
(%)

] 54.9
.3 +2.8

DSA DALI-500 DALI-750 DALI-1000
BPV(8) 197 74 74 8.7
Treatment time 163 122 129 147

(min)

8 DALI YR747TOHLDL L X7 O— /UK

N B EEALE O PIE 1 EFNC RS shiz, METE
40 mL/min & Y ZEFRICINE T % 28, HRATLED 80
mL/min CRF L EBRIZHKIRL, BEEZELH»IC
U5y 4% L7z, DALI ¥ A 7 AR ¢, M3
80 mL/min B D MK ALEE & 1.0 L KR & Tl Ml
h75 Y% =5320,000 pg/mL A ETH 728G D
b, ZORERFEERFH & —FHL 2,

4. #1-7 DF (CEERAZX) . ek Y—*F2
L — 3 VIRORRRET i

4.1 BERELHE

1984 W7 V=T FI2V=v2IT, ¥Y—F7
4NV —YarvEtwIEIREEEZRED S I LI
STHEEZ LTI LI Bad s, ZO5HE
m#gsr R EVAFLUX-4A (7 7Vv) OE%2#EHR
L, [MENEESEML, 7TV7 I Y HEFENT,
HDL 3BV E R LS I eBEs ., &5
WRHIE I 2s EVAFLUX-4 A X 0 HFLEMIKREL ¥
¥ — Wb EA o Twb EVAFLUX-5 A 2SH% &
Nz, EESRIOMHAGOEODF &% 14 B H
K7 72V AEREMARET MRS D HES
EVAFLUX-5A QO EBHEORT-ZENEE S L U
41°CHn I8 T @ Recirculation & TH#E B L 7z EVA-
FLUX-5 A OMEESHET) T2 0B HAMEZEA L7,
ZDEZ O DF —E%kEt— NE#EH L - mEE A
378 KPS-8800Ce (77 v) ®2#HAL, & DZEH
SR DF s 21 [MEART 7 = V¥ AERF
MRS THERATFERAZOIOS, HEZ U=y 7
RO S IZ & > TN ENIDTEDORENE %
—EREEN T 5.

&SR meg R wRAR
80~100m!/min 15~25ml/min 20ml/min

]

Y,

ARMRIRRRRRNY

NN
XD EE

BRI W
N
N

P
BE~

®9 DFY—EFNERE (—=EA:8 (DF) yY—FE—F
& B LDL77 LR EAMQAXE7Z 7L IR
S AES o FartI+—1 & 0EKR
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1.0
n=4 ] miEnER
1000ml
0.8 mmmEn |
3000m!
0.6

scC
0.4

0.2

| 3568 |

0.0 B35 A
LDL-C Alb ™ 1gG 1gM FIB

HDL-C

E 10 DF Y —EXTO Evaflux5 A D35 \WMRE (ZEE»
B (DF) Y—FEE—FIZLBLDL77zV R E
Q1EBAX7 7 2 L REKEMAEFI o Farei st
—1& Ry

BAEDLDL7? 7 x V¥ AWV 2 DF B ES
DERELI DFEDONN—Y v VT 4 AHh— Rk (#45
WA BERTH 20, ZOH DF kit MmsEs EeR
NICHE & N7z LDL & £ DEE 280 BEL 312,
2% M5 EIRCHERSE, ZOBERV—
oI IRER R A L CIEBRIAE % hoiR U M4t 43 Egs
DRER2a> b a— T35k THE (K9I).

4.2 #% 2

FDF k205X FH4MES (GH28[E) THIAT
L, EiEmigmEE 4,000 mL TR L 7., BEL
IMAFAEER (X4 3,978 mL T, IMAEKEEELS° 0 B E
3758 L V750 (1/s) TI13~14%DIETF &R L7z,
7o MAEALEE 1,000 mL B & U°3,000mL 2 817 %
EVAFLUX-5A D & % Wik (SC) &, MEE45E
/A OFEE 40 ml/min, 2R O E 20 ml/min,
43 SR IR VE B & 20 ml/min DWW B LU THEEL 12
B, 7V7IrDSCIEVTRY 098I EFEERS
WEZHRLTED, BrAaBxE0LLEIRD 5h
ot (K10). —F, LDL-C i w§h oL
KBWTHIZIR0DEEZRL, EBESKICTE-> THEYL
FHIEE % #35F L, LDL-COB XX (HctfilE) 1&
2% EIEECENEEZETEY, HDL-C DBRERIZ
30% % TEI>7:, ZOBEHRENRYE 2ED 5 FHE
BREEANCIE, YR—ERBEDOTLVLTIVNEEND
Te®, BEKTRICBRELZ ZOEBNO T VTS
VWEREE 2D, BEREEEAOERCBEDOT VT
S VEHHIE 3.3 g/dL B oY, T TS 2 SCids5E
21T 1 TRV DI RIES e LR, 5HE L
DIKEIT6.2g o7z,

PLE®D X > i s EVAFLUX-5A 26/ L,

BEay Mo —LVTHEEBEELZECED TV
7 VBRI RLEE Ly, BIREOENT:, &
5897 DF te3dJgETH - 72,

5. & o B 2

KIEEES IV AT o — VIUERML TERZI VA
70— VAR TED 2 LRI MR RO S h
1o s, HAEBRFMTAIZ 1 LDL % target & L7z M4%
WEHEIWC LD, LDLEZEDVNVETHRET S &
MBHREE D, TR T 2 VY ARMOER E LT
B LIzbDEWZ S, UL LD EEELREMZ2R
» BEGHK D = — X113 LDL OE BN OB, B
RIS @D > T3,

EZIMBBE X LDL OBREMEBR+5THY,
SHESCHMCHB T RERIZLH DM, 1HF
RERAEHE I & 2 BB OWREN, X5 v 7 OHEERR
EFRIIERICHR D REFEEWEFL W, LDL 7T
7 2 VY AFMOHES LRI L, WRENAULERZRASY
FUBKEOESIDEELL, LDL7 72 VY RAD
BERMEREIDETHE D SheanTwd, LarLlis
SHEFX, IDL7 7Ly AE2HWTYH FH O
VAT O —NVBEEBEVARVIEZ—ROEaI VAT a—
EBRELDVBOVLAVEHY, ZOVIVDEETHE
BELs 2B 0o, RZFURFET 7Ly
AEHATASIERCELD FHEZED TCVYRV%E X
SR — DB AVATu— VEBELFEEE TETS
¥EIENTEB LI R>T, SHREZMBEERRO
S, A FUDOESHICELY LDLT7 72V Y ADE
5% B EREMOSIHRF S NS,
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