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[ABSTRACT] High density lipoprotein( HDL)is not a homogeneous category of lipoproteins, different HDL subclasses
have distinct but complementary metabolic function.  Alterations in plasma lipid and apolipoprotein levels can interfere
with the distribution of HDL subclasses that affect atherosclerosis risk.  The general shift toward smaller size of HDL parti-
cle size in hypertriglyceridemia ( HTG) , hypercholesteromia ( HCL) and mixed hyperlipidemia (MHL) subjects, and the
changes were more prominent with the elevation of TG and TC levels which imply that HDL maturation might be abnormal
and reverse cholesterol transport (RCT) pathway might be weakened, and these changes were more serious in MHL sub-
jects.  Apolipoproteins have distinct but interrelated roles in HDL particles generation and metabolism.  As the concen-
tration of apoA I increases, the contents of all HDL subclasses increase significantly.  The most significant association
was observed between large-sized HDL2b contents and apoA . ApoA Il played a dual function in the contents of HDL
subclasses, and both small-sized HDL3b and HDL3a and large-sized HDI2b tended to increase with apoA I concentration.
Plasma apoB-100, apoC Il , and apoCIll appear to play a coordinated role in assembly of HDL particles and the determina-
tion of their contents.  Higher concentrations of apoA I could inhibit the reduction in content of large-sized HDI.2b affect-
ed by apoB-100, CII, and CIll.  The particle size of HDL tend to be small in diabetes and CHD patients. ~ For CHD pa-
tients with statins therapy, the HDL subclasses phenotype modification lagged behind the improvement of plasma lipids lev-

els.  The HDL subclasses distribution may help in severity of coronary artery and risk stratification, especially in CHD pa-
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tients with therapeutic low density lipoprotein (LDL) , triglyceride( TG) and HDL levels.

155 %5 BR 2 1 (high density lipoprotein , HDL) J&
— BRI, &R HDL W28 BA A [H] 11 X
FHOCHACI D RE . 1M 2% A5 B Al 2 i 4 1 & 528 Ak
£330 HDL W24 4ii . HDL W25 &% 43 7 A B 1
Tk U R XU 43 )2

1 A HDL T

HDL 2 1fiL 3% B8 2 A AR BRI (AR 5.8 ~
13.0 nm) , B EH [ (1.063 ~1.250) x10°e/L1HY
—BWARE—BIEE M, AN [F A HDL W72 75 kL
KN JEAR R R Aar PR BRI DL R A
FUVRE ERAEAR RS S o I R n] L Uk~ 5 B
R, HDL 0] L4325 R BURL Y HDL2b \HDI.2a, /)N
WKLY PreB1-HDL  HDL3c¢ , HDL3b  HDL3a L) K
BRI Prep2-HDL LR 2K

HDL =% H I B2 /0N i il B 240 B 65 B, 0 65
Iy I ALY A4E HDL( PreB1-HDL) &4 /Dt Mg
J AN — 77 ¥ % JI§ 25 11 (apolipoprotein, apo) A I, 43
TENFURLIR . PreB1-HDL J&—FhAA B0 XA XS 22
PSS 68 M, SO A HICH 8 n] LA VR I b i T
R T IT B 7R MK B 45 5 7, PreB2-HDL
i PreB1-HDL B AHRIA 1T AL, & A =5 A 51 85 B Al
P53 apoA 1, 53T 1Y apoA 1 JE Bli—XT & LE W
P o-BRTE S AR BUIR 2 18 457 0 A0 54T, A F
SRR, BRIRAY o-HDL B PreB1-HDL F1 Pref2-
HDL FRHAR & 2H 2350 28 B 2 1 Al s i 25 18
[P e Je S 8, 43 b & A T A D 3
T apoA T ™ X PUSrTF apoA T A% i =22 [ 3 it
P - SEHE AR B 7K TR T AF B 3 42, DA TTT o O R e
(I UR 254, Bk a-HDL 0] LSS [ g 85 1 Uk 1
Jg o AR A

T A& B, R[5 B 586 [n] 7% 32 (reverse cholesterol
transport, RCT) SEPR b 5 J& 87 £ 1 preB-HDL [ A
) a-HDL %4k , BI % #8 Pref1-HDL— Prep2-HDL
—HDL3 —HDL2 119328 25 25 B2 W il i ik #2.
A1 Pre1-HDL MR #0IR 9 PreB2-HDL, AT LAAS Wt
iy DA A1 ] £ 25 B i R i S L I 3 A, I
e 2N IR [ A 3 8 I 2 AR R

A 58 R P 3 2 i o B AT e AT OC T
JEST R BRIUEE" S BRI A B TR L R I
H HDL W2 2 5, 7 o B o3 AT R AE ;1) 3 0l 3 B
JEHONT R E ) 5 HDL W28 AR AR AR DL K

HDL W07 55 SR R AL A LR RS 2R

2 MI¥FRER.FEEBS HDL XS

2.1 MEHM=FES HDL XL

KIEARTAEERF R B4 R B, 3K TG K5
5L ( coronary heart disease, CHD) ) & A2 5 i 3%
IEMSE, it AR Z A8 A Hr ANk K TG
K CHD KA (s R R &, B & AR
SEAAESCHERY, 3K TG /K T3 T 3 5 £ A K 2% B

g5 1 JH [# B (low density lipoprotein cholesterol ,
LDLC) f HDLC /K-F724k, T340 ARNEIHE W 45X
LT Wb 5 R I Al Bl BT A A B R R A 2 5 ke
M3 TG &t Ar, Hk, XFF TG /K FHm i A
B, BRI CHD KA fa b3 K, B i ] R A A H:
AR AN BB LK TG & 2 1 AL T DA
iR

h TSRS TG % & 5 HDL WS4 W % &
LKAy A AR A O 2R FRATTA 4l 2 ) 5% I e 2
BRI AIRIT LR ASE = I8 R > (adult treat-
ment project I, ATPII) fT 55 i TG /K, 8- faE 5
TR 523 A BEHEAT 2040, PEAG I TG /K F-28 1k
5 HDL WA A i G & VO S5 R Bl TG
IR A, 52383 1M 3K 5 B — Fl R0 5 ok ok A A
R A ot 3% 7, BRI R . 13K TG, TC, LDLC,
apoB-100, C I, CII % &5 TG/HDLC, TC/HDLC,
LDLC/HDLC , apoB-100/apoA 1 HAB TF& ;1 HDLC,
apoA 1 7KK apoC Il /apoC I F {8 F&AE ; i H., HDL
WM R B, 3% TG 7K 38 i i T Bsp 3 £ A 7N
WKLY preP1-HDL F1 HDL3a 5 & 4 14 hin Kz K iok:
i) HDL2a #1 HDL2b & & W >, Ak, LA HE
preB1-HDL Fl HDL2b % & F- ¥ {EAE Ky AR 5, DA
TG WF-HIEAE R [ A8 6, FRATT8 X 32 3 A 1M 3K
TG AT LA #r, 45 R R B, 13K TG K
5 preBl-HDL ( R* = 0.9241) 1 HDI2b (R® =
0.9046 ) 7 2 I R L MEA G, Y TG K- 3
Jir0. 5 mmol/L B}, preB1-HDL 7 1 KZAJHE NI 9 mg/
L, ifi HDL2b &kl 21 mg/L"

TR TG 7K A5 A 85 H 3 = 1
(hypertriglyceridemia, HTG) £ 3 Il 3¢ HDL W23
A0, FATE MR ATP I &5 H I =R 1
FEF M 2 4, BIES (2.26 ~ 5. 64 mmol/L) FIH%
(=5.65 mmol/L) TG 41 ; 5 IF & IfL I & 43 M 1IE &
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( < 1.69 mmol/L) M i V£ (1. 69 ~2.25 mmol/
L)TG 4, Z5R LM, B TG /KA, /Nwok:
1) pref1-HDL Fl1 HDL3a f9 1% 2 120 37 i 9 fin , i K
Wk HDL2a A1 HDL2b W27 i 3 s b, 5 1E
W TG 402 L, prepl -HDL & 76 1 % 1k
K E TG A BN T 17% . 61% Al
124% ,1fii HDI2b WIFEX = ABEA 51080 T 7% |
37% F1 52% 7, LN, BERE R E ) 3K HDL 73S
W2 HTG B E ALY AT RFAE

W98 © 283 52 1L 3% TG, LDLC & & J+ & H
HDLC 7% BT, o] 5| ke g 8 F1 Ae 6 ( LPL) S o1
ARG -NH [ P AR IR 5% % W ( LCAT ) 3% P FEAIC, JIH [

R45 RS 3R [ (CETP) B R WG (HL) 36 Pk 38 it

LCAT F 24 Ab HDL JiF 23 0 [ BEER L , i HDL kL
%% prep1-HDL— pref2-HDL—HDL3 —HDL2 & 1% %
Wik AS B . LPL {# VLDL F1 CM W% TG 7K , B
Y apoA 1 FI#ERS # %1z £ HDL3, fii HDL2 4=
W%, CETP Al ¥ HDI2 1 i4 CE ¥ % % CM,
VLDL 1 LDL, Jf ¥ X SEJE & A 1Y TG ¥iz &
HDI2, HDI2 " TG #% HL /K5 B apoA I
FwAg , HDL {8 iy A B0RE Y HDL2 5428 A JB0kE 55 /)N
() HDL3'™) | HL 1 PER i, A HDL2 BEAE 5
BERR-HH SR i kg o, e i HDL2 §% 742k HDL3, 7]
I HDL2 43T R 1M 1Y apoA 1 FIWENE K i Bt 7% 77 A=
B pref1-HDL, [K Il preB1-HDL £ & L4 Fr i
. R, 7E R Z R A A T A94E R, HDL
U RTE 2V NI i TN KA ST TR (SR E RT3
2.2 MmMEBEEES HDL TR %

ZHMF R C 2RI 12K A [ BE 7K F (total cho-
lesterol, TC) 5 CHD f&l i) &4 BASTIEA G, &
IKEB) TC BN k& & A Bl Jok o 1 £ 1) o 22 45
P, CAUESZ TC=6.21 mmol/L [ = IH [& B I AE
SRR BRI R IT 1A RERE IR CHD & 2B 1Y
KU o HZPER TC (5. 17 ~6. 18 mmol/L) A 321z
H ,CHD &A= 1y KBS 2 A8 BT RE SN, th 17 B 4711 IR
FHb, H B ATPINT SO/ AU HA 13K TC <
5. 17 mmol/L A J& A AT 1) B2 fry JIH [ st 55 it

[FIREAKHE ATP I SCHF, FATTHS 486 411321 # 4
IR TC( < 5.17 mmol/L), H%VEE TC(5.17
~6.21 mmol/L), Fl & TC (=6.21 mmol/L)
U R EIRBE TC K F B4 A, HDL 1 26
] FA5 /N, 47 TC 7K 138 i, HDL S 28 i) Al 24
FRHAZBE, I TS5 T RCT MR, b, 75500
LRIMAE TC 5w Sk 3R Y b R A e B
HDL W24 55 & i B, H R K P FR AT A kL

SRR, BARIZ B WK K F 1L 2% TG, LDLC
Pi M HDLC BY¥ME (1.9 2.5 & 1. 1 mmol/L) #B{+%
TG IE A998 [, fH 2 1 % HDL2b & f AU N
324.2 mg/L, B B AKF I J5 1EH# (TC <6.21 mmol/
L, TG <2.26 mmol/L) A# HDL2b(379. 9 mg/L) fY

P

KT ARG AR FRATT SR IS TG
M HDLC #2248 b xt [ 38 AFF I 3% HDL 28453 4
FIREIR , 485 5 R 176 B A W3R TC {H A2 iK%
HA 103 | H: TG <2. 26 mmol/L,107 | H: HDLC =
1. 03 mmol/L, Jf HiX 2232 # HDL W24 1i 5 1E
WILAE# — 5", S, TG =2.26 mmol/L
I ABES TG <2. 26 mmol/L 523 ek, Hoif 3¢
HDI2b 7 & i % %K (381.9 mg/L I 242.8 mg/
L), i preBl-HDL (¥ % & W) & 25 T+ & (79.3 mg/L
£ 118.1 mg/L) . [AkE, HDLC < 1. 03 mmol/L 452
A, MK HDL W3/ A th e A 1w e, 8 A/
WURLAY preB1-HDL 438 i A1 UKL ) HDL2b f1Y 5k
o BT TG KT AU EA HDLC /K1
R, R 255 LDLC KM FH i, 4SSO 3. 34
mmol/L fE4 LDLC 43 # 58, X BB TC {H 152
A AT 57 AT SR R 7 B ER TC (1Y
ZRFH P, 20 523K #F LDLC =3.34 mmol/L, H
HDL W72 [ 2 AR /N R A

A, AN HDL S 4345 19 Ff B Sk U, 24 % CHD
Az AU HEAT DAl B A BB AN AU 8 1 2% TC 7K,
W2 [F] % P 3% TG  HDLC & LDLC B /K,
TRLe TC & #A% T {H TG . LDLC /KF- T & HDLC
TR ZiH , I HDL W 28406 5, RCT 508
R, IS 258K HoAT & A CHD TS AE XU

I REFR AR X 323 BRI TC & b A7 I
I35yt AL I TC KSF5 HDL2b & 14k
RPEA I (R? =0.9607) . Ml TC 7K F &34
0.5 mmol/L i} ,HDI2b & &g/ 17 mg/L, i id i
4 HDL WS 7E = IH [5 B 1fil 5iF ( hypercholesteromia,
HCL) M iR A & & B I 5E ( mixed hyperlipidemia,
MHL) ZA & B A RS 3R & B, i /N
#ifY HDL 25 ( prefl-HDL, HDL3c, HDL3b Al
HDIL3a) 7E HCL & MHL %% 34 0 25 TH 55, SR 11 R
il (HDL2a F1 HDI2b) W & F&A%, A, 5I1E
MG g, /N EURL B preB1-HDL 7£ HCL X
MHL 35171 T 44. 3% H1104% ; 1 R BURL Y
HDL2b WIZEX P 321835 o AR T 24. 6% FH
53.9% , XSEYERIEIA T HDL W2 (6] Nk % 4
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R TE MHL % HCL % s ] 8% HTC
MHL & M TC & & T+, DL & MHL B 1 3
TG AN LCAT | LPL % P %A%, CETP % ¢ 7t
A S5 HDL ks

A, i 3% B8 T HfE ( TC/HDLC , TG/HDLC LA
K LDLC/HDLC) , i T [A]  % (& T 3 ML As PiAp
D2, IR 2 A SO As XU B9 98 5, SCHk BT
gEH R . B TG/HDLC , TC/HDLC LA & LD-
LC/HDLC {E T, /NBURE Y HDL W 28 75 & 3
HEN K EURL Y HDL W28 55 i B 350k 0 24 TG/
HDLC LR ( <2.5) B, TC/HDLC Eb (B 38 s
X} F HDL 2853 A AR AL IF B AT B i s, PRt
1% TG/HDLC F{H# TC/HDLC figfis ¥ Ry R 81
S HDL W26 43 A 19224k, 4 LDLC/HDLC <2.3
B, 321 HDL W28 0% 3 A0 FRAE 5 FR AT e i i 18 1)
IEH MR #E —3, % FIif3¥ TG/HDLC, TC/HDLC
F1 LDLC/HDLC L AE I 5 A% T HDL 72 () K
INBE Ry fRTAE | I LAGX =A™ Ho (i — 2 n] 7 4 T HDL
WA AT — A UF R R
2.3 MEHEESSE HDL TERSFH

apoA | & HDL FE W L5HE A, 204 HDL &
EM 70% Ze 47, 1F HDL W0 2541 1%, 44 LA Kz B2
R A EEAE A, SCERIRGE G X 545 B 32180
MRE ZRPEEE A LA K HDL WK &k fr T, N
THOMr3 apoA T %55 HDL WM& R, AT
K apoA T A Y(E NS 1 A5 ik 224 R A~ )
S5 NTE A BE 2> A 3 AN BFST 4 R R,
T B Ao B apoA T &8 By3Em , i f 7
it HDL SV 2H () 5 12 259 20 4 8. 35 () 160, A 1) R
Kif HDL2b M s B 8, 5 apoA T K%
H4 HE, = oapoA | 4 preBl-HDL K £y T
40% , T HDIL2b $4h1T 70% , 427/~ RCT HR R H
Y 2,

M3 apoA I &5 HDL WK &80 X R 1
BUHIATRE S K LA T ILAS T, REMFRC &R
BT apoA 1 7E[R]—F HDL V.28 o i) 43 B 2 AR B0 i
HoarFRHEREE, 20 apoA | 4 FIEAGFHET
HDL ki ' Mk, BZ apoA T &34, AL
fiff M OB 24 HDL J50R0 4 H 34, i B HDL 45 #h 1
R BIHE N, 5, apoA T 25 LCAT
(3% Ak, LCAT Ak FC FER 1L R IR EERS (CE) |, I
i preBl1-HDL—HDIL3—HDI2, i H., fb2F 454 LA
R BEUUTE SN 2 5t @ 7R Y apoA T Al H FE4E
T ABCA1 X Fh e ZE UM EE 11, & A B T 41 M RSl
JIES AL 1 P 3 R T LR B apoA T, 25T 5 350 )

JE ) HDL UKL TE 7 3026 [ 8 (1) prep2-
HDL i@ i LCAT A91E FH S 2 Re s e Ak il o R BRI
HDI2b, BtAk,apoA T YEA SR-BI (UL, 38 AT DLk
PEPE RS IBUIE [ 15 JFRE JIH [ B 4% 3% 21 HDL 7> 52
W BT BIX e AR R W] apoA 1 % BT i 2 il
RABURL Y HDL 7 28 85 H A HDL 37 25 38 i B3 %
W,

KIS £ 1 bRl 22 80 =70, JATT B A1) i
R A NBEST AT T apoA T apoC 1M | apoC
I LA K apoB100" %5 5 HDL 3V 3520 143 7 ()
KR, R L. MK apoA TT B A i K i 4L 1Y
HDL2b F /NG i) HDL3a, HDL3b [w] Bk i1 a8 X3
FAEM, I3 apoC I, apoC Il 5% apoB-100 7 = 1%
Jness i /INSURE Y HDL 72 5 138, R, Kt
FLRY HDL WP 2 & & 0 i 0 20 3% apoC 1T,
apoC Il 2 apoB100 X} F HDL M 2 Ji47 (1) 8 44 2 A
PRI BRI . AR, B 7K apoA T AN A K
WURLEY HDL2b 34 hn, iy 5 o] DL 2] X5 $T apoC 11,
apoC Il LA &2 apoB100 512/ HDL Fi A8 /Na A
A, Bt apoB100/apoA 1 FUAE A I FH ol J& apoC
Il /apoC Il HLAEL 1 T [, M2 preB1-HDL [ 7 & .
FHN, R0 HDL2b A5 I W s i b, B — Tk
NRAE A A BA MR 09/ ) i 5 H At 2
JE 2R AR FHAR DG SRR 5 HDL 7S A00RE 4 £E 1A
R, #IEHE A B100, AL, L HE apoB100/apoA |
LU AE REAS MERf | R 50 S 45 F HDL 728 % 1t (1948
&, ApoA I 2 apoC Il J2& 520 HDL V.28 73 4 14 ik 37
BRI ZE | IL3E apoB100 A% apoC I X HDL iV 2434
TERL (Y 52 e 0 5 e b 288 ARy A AL
LIPS

3 HDL IR 53hpkiRERENL

TATIRFIE A R, 112K HDLC /K 5.0 14
o A R T St R v B A DG, (R Jils — A 4R
Fr it 3% HDLC 7K - #9387 24 (torcetrabic ) , 75 CHD
—ZIRIT Y (ABTT ) IR B B s T (s 45O o 4
JeFF R AR NS B HDLC K 28 1k I A 2
HDL R4 M e — e 2R

HDL J& 55 (1), AN R ) HDL W28 2 #H 56 {H
NS M B A BT BE, BF ST & B, /N 0K )
preB1-HDL 1 4R 2 Ui 25 17 [ Bt 1) A e sz 44 (e
HHEFR U] AT i & preBl-HDL [fi] pre2-HDL %% 4k %
RH a8 [0 [ BERR AL ACR AR R L . PreB1-HDL % i
R HDL A 65 55 7K F 1Y pre1-HDL
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X HDL 47T As VE A T Ifise g, 50 157 JIR [ st
F & HDI2b T P =g 1fin 2% JA [ % g 0 5% 30 75 10,
M ifi 3% HDI2b & @it HDLCE 182 % s 2 T
il I HDL SZ R85 440 AR AT s SR 1M HDL2b ik
Z i, HDLCE 7 CETP fE H T~ # §%i2 & VLDL Al
LDL, 525 EA7 W 7E 2080 ook A 158 A0/ T A9 s 2 1
HhJH [ B ) & BRI, SRR 2004 4F Asz-
talos 252 E A KA ol -HDL (#4124 T HDIL2b)
i 50 LA A 5 1 A D&M, ol -HDL 434 i
Img/dl 23 fifi CHD A S AR 26% . P I, JIf 46
CHD &A= HLAT v B2 AU (1 B 22 1 2% HDL 3
F BB TR A T ST BRI R AR WA M
{0

ST FRAT A 76 L 5 B et O 9 B s s
1M12% HDL V.28 43 A R AF (0 55 0 & 88, CHD 9 A
HDL W72k W] i 25 /N B ARG B Y CHD /83
LR ARETE R, AT IR YT, R CE IR
AP BIAR K el 3 | fBE MR I & I E &k
) ATP I SCA R E W HHERE (TC) B0 4 & (TG
LDLC) (7K, {H )2 il 3¢ HDL W2 43 7 475 8% 5+
O, R IAYT BAR AT LIAG s Bl 35 B Y
MR KA (EE B — AT TR 7 A 2 AT 3% 1 5A
BF I HDL W2 5345, it HDL W28 5347 A B
T CHD B3 53R AR 2347 LDLC M HDLC 1%
[ T I 1= C DN 5 o =S i ol 1 4
HDL WV 2850 A AR AR J5 1 13K G ek 38 i B4, BL
T AT 4 X 2 75 il s HDL 32523 #Fr ] g il
CHD & J& JoUo 1 A5 = 5% B3 XU 178 A 4380k ) F B
HAR I — 25T,

R HDL W2 ZH A% | f B o3 A 5 0 2K g I
R K | SRR IMUAE B PR L & CHD 2 25 4H
K AHSEAASC ML A B, IR A5 B AR 181 56
SRR B 11 IR HDL BV i, % BRI B
25 Fh HDL W24 D) 58 FNAH &8 25 #1055 47 02 4 5 1
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