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Reduction of paraoxonasel activity may contribute the qualitative impairment of
HDL particles in patients with type 2 diabetes

(2 TBERIFBRF BN TATIAF Y F—F 1 OFEMEKTFICLY HDL OE AR T
k7))

(NEDER)

(&5 - HY)
f.. HDL(high-density lipoprotein; @it E VAR E H)= L A 7 1 — /b i i 1 5w 8 k5% A
DM L7 fERKF+ThH Y BRBOBERBPET T HDL = vV X7 v — LML &
KT ENEMELTHLITFOND, HDLICIZa L AT a— 5| &k DM, PLEE{LIE
. PIRIEER, 7 A b= 2EM. Pt tER 72 & 2% 72 brdh iR i b 1 H 28 # & &
NTWAHCCHER 1), mHE, mMPF HDL =2 L AT o — LEBE LV HDL $EEE o J7 23 8 ik i
EOTHRFELTEIVEETHDI ZERMESNTHNDHOCH 2), L2rLaens 2 8
PERFEFICHKIT S HDL oMtz +oicirbn T v, 4R K4 X
polyacrylamide gel electrophoresis (PAGE) & fiii 5y & A [0 X & & 2 T & b Ik 2>
> HDL 45 % ffi {8 12 o B 92 HiE 2 N2 L, HDL OBEEIZ D\ T 2 BUBE R 6
EIEMERIE a2 b — LI OWTHEHRE 21T - 72,

[ x5 & k]
QRIBEIRIE I 36 4 LIEHERFT 2 e — L 94 &% L L. PAGE(Y K7 4 —; %)
EEARNEEGG—LV M =L K ®X)E AW T HDL yl 2 yBim Lz, B oz
HDL %7 H ® Apolipoprotein A-I(ApoA-DiEE # & L. » 5 75 U [3H]-cholesterol T
Z ) L7 THP-1#il@E kD~ 27 a7 7 — Y~ ApoA-1 5pg/ml & 72 % X 52 HDL 75
ZUWMUL, 24 KefE CTHME B35 ~5] = $»4 5 [3H]-cholesterol & 206 2 L A7 1 — L 5|
TR EREENAL HDL ¥4 72 v @ Efflux; Efflux-hdD) 2% i L7, F£ 72 HDL %y ® ApoA-I
R EZ MW HDL 43 @ @ & Efflux B84 5 i L Efflux-whole & L THRF L7z, b6
fho> HDL Of§fE~— 7 — & L T HDL EiZ2% < & £ 5 Paraoxonasel i (PON1 &
M BB b EH o F8 ) . serum amyloid A(SAA; % JE K J& @ 8 ) |
carboxymethyl-lysin(CML; 5 ¥k - Be{bAEH O ) 2 & L7z,

[ A& 5]

URZ7+—FEdD HDL 4B DN Ry —7THY BAFICHEET 52 2 L3 TE I,
HDL 4y i 0[5 4 2513 ApoA-T M FE T+ % & 69.3% (CV%=8.9%) T & - 7=, Efflux-hdl
1T 2 BBEIR B E S 24.112.0%., HERERIF = b r— 8 26.0%11.2% ThH D | 2 K
R E T A BIZIK T LTz, Efflux-whole & [A £k (2 2 A B R 9 & (1528 £463%)
TIEHEREIRE = > b — b (2632+551%) LB LTAHARICETLTWE, 2 XD
M U H ApoA-T BEICHBWT, 2 BHERFEF CIEFEMEERH - Fr—1 LD




Efflux-whole 78 26 4% 1K T L TWAHZ EBW Mt olz, 2 MEEFIRFEEFITEWNT
Efflux-hdl & &I fE O CTH %5 HbAle E XA EZ2MENIZFR D 22 0o 72, 2 BUHE IR I
# @ HDL 4ymr o PON1 &M 1X Efflux-hdl & A E 2 EOFMBEREMKREZ R (r=0.39,
p=0.02), HbAlc & & ICHBE T 2 M %278 O 7= (r=-0.28, p=0.10), SAA = CML &3 H
BEMBEEREED 2o T,

[&42]

2 HBUBEIRIEEBE CIEIEMIRFE 2> b e — v L ik L C Efflux-hdl PFEBEICEK T LTE
D, HDL 0B E{fbEz R L TWH I R R I/, HDL Offe~— 7 — & ORI
DOWTHRFIL 72/ R, PONLIEME D &8 Efflux-hdl & EZ2ME %2~ L 7=, PON1 345
Bt (Lipid peroxides)Z g+ 28 0 R 2 i{b#EFE CcdH v . L+ HDL kT
ApoA-I X Apod &#E& L, HDL OEMFICHF G LTI EEZLNTWS, £ 2
TS PR I R T PONL 3EMERNK T35 2 End Clizlms s T s Lk 3), PON1
EEN S ORE TH S5 HbAle L AICHMBET IHMZE DL &6, &ILEEDF
2 XD PONLEMENK T L, £ OfE R Efflux-hdl XMEF3 5 & b,

[ &

t ~ifif HDL 4y % PAGE & EHBEINEE Z AW T HoBamt 2 vy L, 2 8
PERI B A L IERER 2> b e — L HDL #EIC DWW THERFT 21T-o 72, 2 HPFK
95 B Tl HDL 28 #8E{X T L 7= dysfunctional HDL ~V €5 U 7 L CW5A Z & nNH
bk ol, TORKE L THMEORHEICED PONILEENMMETL, itk - T
KEPOLDOa L ATr — Lo EHREWBME TN T L AIEBENTRIB I, 2 BPERFEEE
BT A2MEREORKNE LTEERAMALLEEZZ LN,
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