CN 43-1262/R " [E S fikflifb 24 ik 2018 4F55 26 #:55 10 1045

[XEHES]  1007-3949(2018)26-10-1045-07 . IGEREFE -
HDL Sy ekl 55 &L AR 2l bk se L b A0 3G Pk

EE, &R, Mo
(LERKFABMESFR B ELFTRBEREETHT HIE KT 430071;
QEGTPERER, MY TS T 443100)

[XER] S&#8 1; HDL &AL/RAEH, HEEREGREE,; TLRADIREER

[ E] B 4 EFSFEKBEGRER(HDLC) KFE(=1.03 mmil/L) R CHRELE ML ZEE
R & (HDL) Zh 4t 5 TR S IR F B s a9 Aa &, HiE I 2015510 AZ2017 F R AETZETFE
B 235 64 HE¥ak CT BRFIREH (CTA) ¥ & JF LA E% HDLC K- 85 Mm 3 s 9% & & 129 Bl A A3 %,
F) A CTA ¥l AT K B0 Wk Ae % F2 5 R BE 3 M R 540, %3t 547 fe 3 HDL 3h 4 35 47 2T A B 85 1 ( PON1) & &
HDL &4t/ B L5445 LA, R LHIERmAi, Fo 22 HDLC K -F PON1 & T % HDL &4/
HEMIEHI B, BT AHRAKRE W ApoAl R-TFEA £ 57, AT IR IRBEF A2 I PONT & M2 3 FEA%,
HDL &4t/ 3 B AL #2738 35, 0 HDLC K F  ApoAl KPR B 2 F, RE SRR EI>H B 7, 455235
20 PON1 & W3 T s 0 B A s 20, PONI &5 HDLC HDL &AL/ A KA — XM, &Eig
HDL # 2 A4 o PONT & bt T 5 o 64 B 3Pk R BBk % A2 A BT 69 3R 48,

[FESES] RS [ XRrERIZAE] A

Correlation between HDL function and coronary artery plaque
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[ ABSTRACT ] Aim To explore the correlation between plasma HDL function and coronary artery stenosis and
plaque property in coronary artery disease (CAD) patients with normal HDLC levels ( =1.03 mmol/L). Methods
129 cases suspected CAD with normal HDLC levels in Yichang Hospital of Traditional Chinese Medicine from October 2015
to December 2017 were enrolled, and grouped according to the severity of coronary artery stenosis and plaque property by
64-slice spiral CT coronary angiography ( CTA). Paraoxonase 1 (PON1) activity and HDL oxidation/antioxidant index
were detected. Results Compared with non-CAD group, plasma HDLC level and PONI activity were significantly de-
creased, and HDL oxidation/antioxidant index was increased in the CAD group, showing an oxidized state, while ApoAl level
had no difference.  Although there were no difference in HDLC and ApoAl levels, PON1 activity was gradually decreased
and HDL oxidation/antioxidant index was increased, accompanying with increased stenosis of coronary artery. The data also
showed that PON1 activity of calcified plaque group was higher than that of soft plaque group and mixed plaque group. There
is a correlation between PONT1 activity and HDLC, HDL oxidation/antioxidant index. Conclusion PON1 activity as an

index of HDL function may be a potential biomarker for assessment of the plaque property and severity of CAD.
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P, w2 10 A8 I R A % 4R 7E HDLC JKF IE
W R R KV 320 b JIE T R e B
( cholesteryl ester transfer protein, CETP ) I il 57 34 Jin
HDLC FIRYT Mg ELoA AR BG4 40 XU 5 1l
I HDLC IEH T e i e O S8, ] A 31 2k
DIRENE” HDL (A7 1E , X LEBF 53R W], HDL (AR 2
REANIE HDLC ZK-F Ry A6z, ] 68 XS 3 5.0 XU
PEAG AR g Y XA 1 ( paraoxonase
1,PON1) UG P 5 HDL B85 45 A i1 — Fh i 4 i
PENREE , tJ2 HDL HTA LIS Y e EZ i 2 —,
Il PR 5E R B, AR AY L5 PONT 1 1 5 76k .0 g X
BRI S BRATRTHIFFE & B, PONT 35 VE R F%
AR 55 R e o i 857 1) TR B Dk B A R E A 4
KA HU AT 2k W T — i HDL 448 M
RE T JCAn M A I 7 12, DL HDL 48 Ak /Bt S8 Ak 4 4K
RS HDL S A IR o ABFFERI 64 HFIR
Jig CT I & %2 ( CT angiography, CTA ) Y A 5 0
M2 W J5 vk, B AE £ X IE % HDLC 7K F (= 1.03
mmol/ L) FYTEL Lo M, 0 LK HDL ARSI fiE
55 RSN IR S A B (8 AH DG A

1 HwRIFE

1.1 HRIMK

WHL 2015 £ 10 A £ 2017 £ 12 AEH & T F
EE B2, A FE#E % CTA & & A HDLC=
1.03 mmol/L( 40 mg/dL) & F IE & KT 1y £ F 129
1, 2 B 66 ], & 63 1], FH £ 61.0£8.6 ¥,
HRArol . ¥R R p i o IR OO RE AR
SHET FE A Gk R R A
FENBMESR HWERRRRWAL, ALTRT
RER A E G #HATE R Bk RN
Ay GfE FRHY T E;CTA EEEGRE, N A
HERRERES, REWML2 ANEF KA, KM
RPeRe2i 4, BT &l K e F7/ T .19 FE & 0
FRRBEH ARG KRR, @ ER O T
e Rt ABME Bk BRAERE, FA%
WH Rk TS L E KRR,
1.2 I RE#&

12 h TR EFRKE# KD, XA & o
A BUAS I . fig 48 A , #3582 BE [ B% (total cholesterol
TC) . H ¥ = B (triglyceride, TG) K % E 5 & & 2
E B (low density lipoprotein cholesterol, LDLC ) |
HDLC . # JE & & Al ( apolipoprotein Al, ApoAl) Sl
At F-80 Cok g4,

1.3 @Rk CTA &

X JH W |1 F /A & Preventive Maintenance % 64
H 128 Z# 5% CT, #HAT AR o Bk CTA e, T
CEH - AHEEHAE AT ISem BN ERREA, &
AR B OB 2T, XA & Ao EER
B o RO M A B AR E B A CT &
ft.,% CTMEAZE 100 HU BB B 3hf K HH, KA
BB S T EAX O E#ATEREH, 8 A
TCOT & 3% 1% #| & R #4E , % Syngo.via T1F 3k b3
THGRER, AR A LR IO ZEAE EEE
M BFHTEPEN S TFTHERE RATER
% . W Z 41 (curved planar reformation, CPR) % [
% 5 40 3 oA, BB R-R O 3 8y 30% .45% .55% .
65%71 15% N at Al m Rk S W&, Y E & E T oz A
B DD QR T - S W A N N e e RN
HEBERAET RN, URFHENRET R
Jik B AR FEAT T o
1.4 BIVEHISETIRAE RS E

RAE CTARELER ITHEAWR S K ERLE,
HENARA A=(B-C)/Dx100% , 2 ¥ A K 7k 3
Jik fn & B E WA B O WK Bh ik gk E AL L 3
EHEMEHEABME,C hERIAKREFLRECHME,
DAEBRSMBEEL BB EFMEEAALHME, &
R Bh KB IS R =50% , W R _E B AR R E R, AR
HlERERE, FD A0 &R o ok E
A2 JE<50% , & AR B RE WK, U HE R R 0 R
BEHESPFERORAMZORA, RF|HFE
FER R A L K% E AR B R E
TJE<50%) | B4 (AWK 20 ik I R E AR 50%
~75%) , B A (AR 3 Ik E IR e AR E =T75% 3
TAWE), KIE CT X 2 &k 3 fik BE 3% 1 i, 42
~48 HU H# 3E 3,60~ 118 HU # & & 35,126~
736 HU 4 45 b33 | 37 & BE S48 2k DR fn 45 1L, B
B, RTIEHM R — P ¥ RO R AL KBS
4 A BEH 4L A 45 BSR4,
1.5 PONI i&EMME

% Xt 28k (Sigma 2 F ) O BEAE LR A, 3% R
SE R = HE LM BE 50 ) o 7 S HEAT ¥ PONIL VE
A B LL 100 mmol/L Tris-Cl 4% o 7 (pH 8.5)
#1200 pL B AT IR & o4 50 pl A & 1.2 mmol/L
#tE. % 2 mmol/L CaCl, .2 mol/L NaCl,F 25 C T,
A B #r L ( Eon, Biotek /A ] ) 7E 405 nm 4t 3% £ H
WK 4 min NP AERER, BEEUNGFZEF0
EE A A R A Xt B 8 4 B /R 3 [ nmol/
(min - mL) & 7~ 1 /> PON1 Bg /& 240 H (U) .
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1.6 HDL &/ ELIEHHEN

% P& Navab %7 2 31 % 40}, HDL 4704, 1k 3% JF
AN, AT AR B, AR ApoE™ /M Rl 2%
G % (4% % VLDL X LDL & & 1t fg )
16 H E AR 4, % & K KR A DCFH W & %ok, 1
FRER A R LI % £ B ML P A ApoB Y fis &

5.0 4l HDL A b/ B 8L 8 50N T 1, R
HDL EA Hr4aALTG Pk ; im0 2 HDL 4L/ B A
R E0E T 1, BB R 41 HDL $it A fb e 1 Rk
FEAR, LR SRR (R 1),

® 1. MABRFNIRAINEE EREIRER

Table 1. Comparison of clinical and laboratory indexes be-

B,k 4 HDL 84 &, MiX HDL 7 % 3+ 7 &
B9 % LT % 4 fk DCFH 3| #2 i 7% L 38 JE By &

tween the two groups

\ ‘ SERS e

ft. HDL & 1t/ & L 45 % = [ F( HDLA# & + §fb f ) = 5 EIF(ﬂj=L3}:)Iﬁ)E ﬂ(inl_jzi)ﬂ P
Fuouis 1/ Fapmpo W R A0 ApoE™ /MR (AN e 57.30:5.89  62.7+8.85 0.002
feR) = aEREEE ALY 1,0 HDL &/ B fl(%)] 12(46.55)  54(54.55) 0.163
MEMNIE K B<1.0 R THANHDL,>1.0 R =4 EmE H(%)] 7(23.33) 47(47.47)  0.019
4 HDL, WEIRIE [ (%) ] 6(20.00) 36(36.36) 0.094
1.7 SitrZEaiHh WAL 11 (%) ] 6(20) 44(44.44) 0.016

HRIH U wes RR, FRA  BBA T4 igimmi 0 el AT 060
S ] \ ) A \ [N \ mmo. . +U. . +1. .
Sk %%% fﬁi‘%,% & %ﬁi éj AT (ANOVA) i F LDLC( mmol/L) 2.80£0.87  2.80+0.86 0.984
A Z R R, 85 M Fisher’s &/ & HDLC( mmol/L) 1.56£0.41  1.35:0.31  0.002
FEF(LSD)HATEAM R, AR ELEN  Apoar (o/1) 107021  1.05:0.21 0.812
MxM, THEENUTLEET, XA XAE, P< PONI1 it (U) 683.3+258.5  451.7+159.6 0.000
0.05 kT ZRALRITFENL, HDL b/ Hia 8% 0.89+0.21 1.34£0.32  0.000

2.2 BRIKEEEENHEXEZSH
FRPE CTA X560 £ 38 9 el IR o Jhk B 4 A
ATy, FREE A 25 B, R4 45 9], EE R A 29

2 & R

2.1 —EABEMKENIEIRILER

ARG 2H 30 B, G2 99 B, S AR O
g LA EE e 0o 9 2 v I R G 2 IR L 1) B S
FHE  HDLC KRR, 2 R A G2 30 TG,
TC .LDLC , ApoAl 7K V-3 A7 22 5, Je o0 93 401 1 ¢
PONI1 36 M4 AR & 41 F R T 33.9% (P<0.01)

], 4416 TC TG .LDLC .HDLC K ApoAl 7K JGHH
WS, FEE RS Ko TR i inE, PONT %
PEZ W REAR, HDL b/ Bt S AT 802 i i e (P <
0.05) . BEHATE Lo 1A N HDL Bt bt R B
T3 Bt 5o 7™ o AR P B = TR (R 2)

®2. MERFEFRESEORHEEERERNHEXES

Table 2. The correlation analysis of vascular stenosis degree and risk factors of CAD

iH R (n=25) R (n=45) HEH (n=29) F/X* 1 Pl
W () 62.36+7.78 61.71+7.53 64.52+11.32 0.909 0.406
HHLHI(%) ] 11(44.00) 28(62.22) 15(51.72) 2.284 0.319
LR B (%) ] 7(57.14) 14(40.35) 26(40.35) 29.326 0.000
HEPRIR [ (%) ] 6(20.69) 20(36.36) 10(36.36) 2.996 0.227
WAL B (%) ] 11(44.00) 24(53.55) 9(31.03) 3.554 0.169
TC( mmol/L) 4.960.93 4.46%1.07 5.00£1.03 3.138 0.050
TG( mmol/L) 1.75+1.31 1.70+1.01 1.71£0.95 0.19 0.981
LDLC ( mmol/L) 2.92+0.75 2.70+0.84 2.85+0.98 0.621 0.539
HDLC( mmol/L) 1.33+0.28 1.32+0.30 1.41+0.35 0.838 0.436
ApoAl(g/L) 1.09+0.24 1.08+0.20 0.99+0.21 1.914 0.153
PON1 {1 (U) 536.2+172.1 438.8+156.0" 398.9+126.6™ 5.74 0.004
HDL 4 fb/fia b 4k 1.1320.26 1.35+0.28" 1.50+0.35* 10.578 0.000

a N P<0.05,b N P<0.01, 552 H A ;¢ A P<0.05, 5 EE4 K,
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2.3 EREBKERER S ELE

S IL BEH— 8 CT (B HAK, 32220 35 A5 i 5
HURNZF A BEH s Fo e 1 5 g 1) 05 Ak B B 3 80 4 1f 45
B AT RE N 12 2% 450 M) 5. CT (658 1 5 7 25 3 DU Bk
RIRATEH, B 1 R T HRBEE IR A Bk
BEPLR) CPR BUR , AHFEh BT 24 ] 1R A
BEHeer 37 1), F54k BEHe2H 38 il B BEHR 2 CT {H Ry
48+33 HU RS BEH4 CT 18K 85+22 HU, 45k BE

Fipie §*
e

1. &4 # CPR E &
BT BB B R B
Figure 1. CPR image of vascular analysis

3. BRI ARBER R 5 B 0w B B E R E K

BEER

HegH CT (B K 1200+380 HU,

HDLC 7K~F- ApoAl 7KF- K HDL A Ab/ i a fbds
BAE R BES TR A BB 20 FN 85 AL BE B 2 2 (] 341 0
B S22 5% | 1 PON1 i @T%éﬂlmﬁ%‘%,,ﬁﬂﬂ%{t
BEHe] PONT 36 PE iy, 83 & T4 B He dl FiR &
Bﬂfij&éﬂ(lko 05 3¢ P<0.01), MR A& BEH 4 PONI

TR BE A BEAR 3 B g i2 25 7 (3R
3)o

SEALHEERN

A KA TR B R BEERRBE G, A5 I o BERAE s B DA AR B K 1 Be MR 5 BBk, A M v BE B 5 C D 225k

Table 3. The correlation analysis of vascular plaque property and risk factors of CAD

L gE| B (n=24) BABEIA (n=37) FBERA (n=38) F/X°{H PH
IR (%) 59.54+7.86 64.05+7.99 63.37+9.91 2.117 0.406
B HI(%) ] 10(41.67) 21(56.76) 23(60.53) 2.284 0.319
BILE[ (%) ] 8(33.33) 19(51.35) 20(52.63) 2.553 0.279
BERRIE [ (%) ] 8(33.33) 19(51.35) 9(23.68) 6.327 0.042
WAL (%) ] 14(62.50) 18(48.65) 12(31.57) 4.687 0.096
TC(mmol/L) 5.06+0.94 4.60+1.05 4.69+1.09 1.516 0.225
TG ( mmol/L) 1.94+1.36 1.45+0.82 1.83+1.04 1.942 0.149
LDLC( mmol/L) 2.98+0.75 2.62+0.87 2.86+0.91 1.444 0.241
HDLC ( mmol/L) 1.28+0.27 1.39+0.32 1.33£0.32 1.011 0.368
ApoAl(g/L) 1.11£0.26 1.00£0.20 1.08+0.18 2.436 0.093
PONT % (U) 469.8+150.8 384.5+154.7 505.7+149.4" 6.201 0.003
HDL &b/ $i A 541 1.34+0.30 1.38+0.40 1.310.27 0.391 0.677

a N P<0.05, 53KBEHAL A ;b O P<0.01, SIR A BEA H s,

2.4 HDL IhEEfEIRE =B

175 18 B B 3R B9 AR K

S I L R OMR R O, H 5 8 IR 9% L TC L TG

S
%83 HDL Y RE48 45 0l 565 e Lo FE 1 [ 3
ZEAEAEAR DG ¥ PONT W% 1  HDL %4k /Hi Ak
RO I SR BT AR HEAT A OGP S AT ., (R AH
KA M ks, PONT i ¥E 5 HDLC /K-FIEAHE, 5k

LDLC  ApoAl 55K % Jo i & A Mk, Be4h, dE
S 2 RGO 2 I AR I A e 2R 25 = (AR IR 2
oM ok LB AE I 5 PONT 5 1 4 2 38 A1 56 1
(%4),

HDL % fb/Pi 8 b 18 B0 % T HDL W3k bt
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SAALTTR DI AR, AR ILAR AL S5 AR WY M) RO | o
J& BEFR¥ . TC . TG .LDLC ,HDLC , ApoAl % [H 2 ¢
WFEM R (F 4) K PONI 1515 HDL &AL/ Hi &
PFEHGIE— 25 AT A A0 M, & BRI # (  6r AH
K(P<0.01; & 2), 3607 PONT 3% PE#R I, HDL #1148
TR HE A , UK RE TSR

% 4. PON1 i@ HDL S/ s isH 5B RERER
okiEESk
Table 4. Correlation between PON1 activity, HDL oxidation/

antioxidant index and risk factors of CAD

PON1 T HDL &b/ e b5 4
i H
r P{E r P1{H
S -0.136 0.143 -0.026 0.777
5] -0.264 0.004 0.151 0.102
1 I -0.205 0.026 0.227 0.221
W PRI -0.112 0.227 0.159 0.636
K4 -0.432 0.000 0.114 0.220
TC -0.073 0.434 -0.100 0.283
TG 0.291 0.071 0.112 0.228
LDLC 0.106 0.254 0.060 0.518
HDLC 0.268 0.003 -0.040 0.666
ApoAl 0.054 0.559 -0.060 0.517
2.50}
o R?=0.222
2.00+ o: ° oo r=-0.423
ﬁ o o P<0.001
X 150} °
4
B
S 1.00}
x4
a
I 050}
0.00}

1 1 | 1 1 1
0.00 250.00 500.00 750.00 1000.00 1250.00
PON1iE%(U)

[ 2. PON1 #1455 HDL |4/ SHIEHAH X
Figure 2. Correlation between PON1 activity and HDL oxi-

dation/antioxidant index

3 % i

HDL EA 45 A [E 3 [a) $5 42 (reverse choles-
terol transport, RCT) HLAAPTR II 2T Al AR
PN B BT Sh IKoR AR AL (atherosclerosis, As) YEFH ,
TR 2SN — i i B0 A R AR SR . i

SRS R B, RAE AR N B R ZEL | AR IR
B R Al 51 HDL A BEIE B4 , S 8CHE5 0 & Ak
A5 R D RERRAREL B O R A N B As MR
“RIUIfetE” HDL, S50k i & AR R R A R AR
WFFE 25 R HEBR 5t 4% M = g 1l E 78 1E % HDLC
K (=1.03 mmol/L) B ANFEH, 1L %% TC TG
LDLC 7K 5 5005 1) & A T i 2 A0 5C | Ifif PONT 1
PR HDL 84k $i 4 A F6 208 HDLC 1 ApoAl 7K-F-
B bR BE T A M R 5 9680 18 2 A B rE IR Bl bk
ERR R UIAOG , FLBEHRL I i vh ASFR e i B e 41
KR A BEHLAL PONT 6 PEAK T 85 1k B e 4, i B
HDL (1) BEAS DU T VE Sy 5600 995 95 9 B B 1) 1L 4T
Wrigts .

e R LA e R 3l ik i 785 32 5% R 1 A e o0 9 1 12
Wby i T AE R R T 64 HEIZJE CTA 1 h— 5
TeAN M AT 2 405 (8 () A5 A A T, BRI A
BT e AR Sl DK A B 1 e 78 3 T B A A R IR AR
PEBEHE CT E X 7 3K BE R | 27 4k BE S FIES L BEH | 3
FEBES G Bk (R M) |, 78 60 s 28 BEHR 1912 W
HEEENME, Hk, AP AIH CTA 1%
Xof LR B ok e A% R P R BRE M R a0 AT A v A 4 4
A3, LME IR AT AN TR 4L 56000 B 5 B < R Thfg”
HDL (AR ACARAE | S pPAf 53 10 138 XURS: AR 7
TR EEEE

HDL H JH [ P 5 it A Aeoe , BTG IR L £
IR 2% HDLC 7K - [i) #2 S B HDL 7K F-, AR $ig
2016 HPE B IG5 H B G 4R pE Y B R Y 1l 2K
1 HDLC=1.03 mmol/L F/x HAL FIEH KFE, R
R EVIIFES R /R 12K HDLC /K556 096 &9
fE S MG, {5 HDL 2 —2K SRR EA, AR
HDL P41 73 4B B AR KN %5 B FL g R T As
FEPEAE Ty Y S AR TR, R AT AR SN, BR T
HDLC /KSERI 415t HDL T g B SEA 45 A5 X 7k
L I AR PEA HL A AN {EL, ApoAl /& HDL &
B IIREEE AL IR L 3K ApoAT 5 A6 £
BA HDL 7K B D RER I (9 T A8 A , AHIE 78 rp ik
U TIE R HDLC 7K1 i R vt 4, & 3R
SR L ) HDLC 7K ek o 21, (H A8 Stk 3
AN TR A 7 i o R B B e 1 43 A v O 1 b 2 A
5, A HDLC 7K K600 %o 56800 95 9 KU P A
B A G A T IR HDLC /KSR 61, ) -
HAARIL ApoAT 7K V-7 A 56k 00 o 41 F et 00 5 2 e A
i) A R e 2B () ) d 2 25 5
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Bk T /5 RCT, HDL 41 AL "' ApoAl, ApoE .
PON1 ¥ R A LML EMILRIERH . KEiE
P57, PON1 /& HDL b 09 & 47 lg g, ol /K f# LDL
AT , B0 B B 5 i, R IR AR sz
SEARAEN , JF RE 8 25 B s~ e 20 IR At o4 R 1 1k
/b N-3iti g 2 Db R Ak o 2 1 B 05 R /g T JR Ak
BLHDL $ 8P R 1Y E 284, HA ST As 1EH,
FE PONT FE IR f 5 /1 B sl 36 35 7R IR B, LDL 48
TRtk e As DEFR I G 39 B0 PONT fy 2k I 3%
BUHARGFIHT As F50E, BRI KB, ABEH PONI
TV 5 SO0 R S I DR B A AE — 2 AR DG PE il
I/ MTFH PONT 15 PR BRAR , R et O 19 7] B 1 AL
KEST B PR AG HE PONT TG MEFEAR S B 2t As
R 1O AT T 0T A G R T, 2 SR Bl Pk o 4
SARIFIAT Gensini PE43534H 19 5095 L & PONI
TEPE B ER T IE R 4, BBEE AR SIBK Gensini PF4)
) F+, PONT 3 P2 8 A1, PONT 6 1 5 56 4R 21
JkBeAS TR BE AR OE S ARHF 5T SR CTA #6343 %
O, G5 R UG SE PONT 3% M 5 5606 & 4
SRS B Seb AR 2l ok e 7 i B 4 VDA Gt i — 20 G
PON1 iG £ 5 As #FFE o BE B L BT A0 %, Bow
PON1 Ji5E 5 B B A2 e PR A G, AN Fa e BE B (4K
B IRABEH) 41 PONT 36 M B B AIG T R BE R (45
fEBEH) 4, RAF PONT B9TE T ML A 5E 4 I
PONI1 [ g% Mt &2 AL 2 8 KA TR &,
WNAFE WS ARAE M IR S 2 g AR 5T
Hh -, 2 B o 9 i o DR 28 200 v I L R 0 L % o S
HDLC /KF5 PONT & 4 BA 35 40 5t (H R W
#| PON1 {f % 5485 i A0 OC, B, PONT 1 M
55500 I & A SRR Bl ko A B N BE R R 1
VIR, UL HDL B9 RER I PONT 3% 4
AR A T O S R B A R VAN 6

FATHE—25 LA HDL 0kr SR D e ARG % 42,
W R ST —Fl HDL B8 AR BT 2 10 JC 4 A 7532
RS E A G I HDL P e b bR Ak f 82
NI HDL % LDL 4 Ak S o 50 5% 240 7 A A
[HF A4 310 1 4 FH 5 2001 4F, Navab 2617 JF & 7 —Fil
BT R TC AN A v, ARSI 2K Dy 8™ HDL 1)
il 2 KT AL BE R I RE 13 HoS , Ansell 451K 1%
P T IR RFEA HDL BT R INAERI , % A HDL
RAE/PURAEFEEL, UETLIZAE bR L HDLC 7K X 5ef0
37 P XU A O g A O A L, R AT R A LR
UL ApoE™ ™ /INER I i 8 I A A LA TG B, A U

HDL f8 75 $ il 1. 3¢ S AL 5t 51 & 1) DCFH 3% & ¢
I, I LiZdE bR HDL A4k B 838 50 %
TR AR AR B R | e A% R B 2 A4
FEAS 558 A e PRAS I, FRATTHIE 55 9% 7 ik 45 SR 5 40
i 4 i S 56 25 SRk A — B, AR SR 45 R AL T 4y
Ui, AE O 4 HDL & fb/ S8 e e 80T 1, B
HDL BB ALY R DIRE , 10 7680095 4110 45 38 K
F 1, R H HDL W41 A b ne 1 B AR sa 2k il
AR HDL; S 4R HDL A b/ P E b 38 it
DX AN ) SB35 00 g £ 5 et iR 50 ik
ZEFRIE 5L 0E AH O, A U B ORE O 0 9 5 ™ E,
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