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WE  NEE A 4% (lipoproteomics) At — [ N H 2 i 20 24 H AR X R & H (lipoprotein)BH AT & 1 . ARG % se, 2T
il N 2 1 R LA D e DL 2 SAHDGPO R AR . IR ZIBIRR PRk, sk, R A Al =t st TR e b e
S AR AMABOS . SR, SO A AR SR SRR R I, SR T RN AT s RSO IE B
HDiRe R 2, DR H AT A TR 8 R A0 5T IR 2 11 40 29 5 R ER I 8 08 VAT T W8, 4R T mr s B IR

F AR IR 8 AR AR & NG 3 A IR B AL AT, SRR KA BRI SRR A 2 5 2 ST 9T FA

Bt e,

XA MREARAlY, WEERES, RFEREER, RREEREA

FRAES Q5

JIE 2 F (lipoprotein) & — IS B & S [ BE R . H il
o Li=1 80l N A 7 RS e S e 03 = I B X %
I AR SR B BRAR AR, I 2 (A T B HRURTIR
FLENAMAME R B, 7 AR E
HEAEH, NRE EACH 2GR ARG IR sl 5
R A 23 1) 5 S Rk A . B PR . I
JRESE LA R Mg A= DIAROG . e e b g I s 4 4y
T B AR BN DR A S FR AR ] e R vl =
Wi, b R R AR R 2 A A, S R
AR E e B AN A mLEPE, H H R
FANATT R AW -E T L/, i H b = R —
FloET R AR RE R YR IR R 1 T I AR 1 A o (R
WREFR N BEH 1, apolipoprotein) 3 B 2 5 5 it
(s, BASEmmN ., sMARE. Rk
Wi J8: &SRR S [ R 7 4 D e,

H IR 2 W7 32 B 8 v vy % 5 g 1 JH ]
W (HDL-C). i J8 I & [ JHL [ B (LDL-C) BA K &
O ] P e A A i i 1 P A I (PRSI R b
TE AR R KT AR o I A 1 I o JU LA 2
FUOFAER) FBLSE R R 1, TR 1 e 2 B I 2 1
JOE ] 2 ) 2 358 O L6508 () XS . 3 A R 3R
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by BRI RIS I A8 A SR K1 AT i L
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Hr e 82 A A AL o IR A LR AR S
HA R MR R EAEEE . HAr, IREAR
ARt 2 iz N T 5 R 3 K 5% 9 (coronary
artery disease, CAD). ¥ JK Ji (diabetes mellitus)+
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R AR T 28 (theumatoid arthritis, RA)%S B EL
WIIRFST. Rk, ASSCOOE IR AR AU 29T Ty v
TR AT T T B 4EIR.

1 BBEESEEINE

1.1 BEBEAS#E

(chylomicrons, CM). &AL %5 & J5 2K 1 (very low
VLDL). i) % JE JIf &
(intermediate density lipoproteins, IDL). k% f fig
# 1 (low density lipoproteins, LDL) I & % [ JIF 25
[ (high density lipoproteins, HDL)P. JI§ & [ 14 2
e 1 i,

density lipoproteins,

Ji A AR A B ORI AT O R

LB Pk

Table 1 The categorization and composition of major lipoproteins®

*1 BEEASERMERS

JlgHE 4 28 B W (geml") R mm EAFR /% HW B /% BHIE /% MRS /% DHREEE /% TRITR /%
CcM Jit <0.95 100~ 1000 1~2 85~88 8 3 1 0
VLDL JFIE 0.95~1.006 30~ 80 7~10 50~55 18~20 12~15 8~10 1
IDL VLDL 1.006~1.019  25~50 10~12 25~30 25~27 32~35 8~10 1
LDL VLDL/ fFlE 1.019~1.063 18~28 20~22 10~15 20~28 37~48 8~10 1
HDL2 fid / ITFAE 1.063~1.125 5~15 33~35 5~15 32~43 20~30 5~10 0
HDL3 fig it / T 1.125~1.21 5~15 55~57 3~13 26~ 46 15~30 2~6 6

JIE L T AR 9 0 Bt B e I vk Hh 16 23 15
BT 732, FEI A o IREE . B IR
g MRHE I, X LB ET S 0 N T2 B 4y R
H1{¥) HDL. VLDL 1 LDL, fi CM ¥ {5 81 75 HL 3k
AR E. s, fEmiFLEiT, Jed et nr Ll
P BT & BUIR B LA R 23 A IR &4 ApoB
() B ORI T FLBEBORE . ARAICES FE MR R 1T I
HIEMREM); & ApoA- 1 MINRE G N T & %
FERRE ).

1.2 BEEBRIThEE

BHE H ) EAY) F IR &S SN IR Uiz
ROAARH . AR I s A AR T BLE &5 5 BLR
3 44 AR AR & 42 (exogenous pathway).
W YR TEAR I 18 12 (endogenous pathway ) A fH [&] i 156 4%
121&4%(reverse cholesterol transport pathway)®.

ANIEIEACH SR, b RS B I P B
JIEL 8 (P R R 5 ik, A A A I 3 ) L
1. FLACAE FIAS I ot 55 19 I il (3= 22 2k 158 Wl 1 858 T
Wil A2) SEAF bR, OBl = R AR R B IR
12 . H i ¥ B8 (monoglyceride) Al H v — g
(dilglyceride)?. IXLEH AL 5 (1 5B H A B
FAHEN B b K 20 M vb o 308 & ok Hmh = ls. 1
i R R D] e 2 2 Ay 7L B AWORE IR TEC A L R

. FEME RS, FLEERRI T ApoC- IT ¥ H b5
2 E Al B b G &5 T 8 (lipoprotein lipase,
LPL), A\ITH FLBESSORL b H o1 = 1 20 b S s e
HHFIE B 5 B G DT R I R INE, — 040 1
JIE. ApoA HI ApoC ##%iz %] HDL 1. FLBEk:
TRARTIORL T ApoE 5 JFT 448 i i L BE BHOR 55 4R Tk
524 (chylomicron remnant receptor) A F. 1 ] FH-#% fT
AR JEF AT b H il s AT 9 1 XA A7
(lipid droplets, LD), B3 LLARAR S FE JIg 8 141 1R 7%
o 2.

W PEA & R, BFITE 22T VLDL #4
I = AR [ R R B . S FLBE ROk
6L, VLDL = (¥ H i = s th 38 3ok i 28 (1 g /K i -
Rl A AR, MEFE6 A IDL. b Ko
() IDL 3 i IS % B JIg & H %2 7 (LDL receptor,
LDLR) 4% T 40 i 75 BB, 80 4% (1 IDL 38 i T g il
(hepatic lipase, HL)HF— 0 di/> 1L 4 H i —BE 17
i, AT LLE R A O RS MK AR R, i
I R w5 BH [ B2 1K) LDL.  LDL K JH [ 552 3%
FIANEIZHZY, LDL 1 ApoB 5 LDLR 454 i it
A% A 11 4014k 2 (clathrin-dependent pathway)it A
YHHEE. FENGHMLS, LDL e [ S e ik R
] R SR A0 P B NGB R IR B
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Fig. 1 Overview of transport and metabolism of lipoproteins

B1 EEAZESHKEIRE—R

TG: H i = (triglyceride); Chol: JIH[& E#(cholesterol); ABCA-1: ATP 454§

I AR S 1 A1(ATP-binding cassette, sub-family A(ABC1), member 1);

ApoA- 1 : # IR A A- 1 (apolipoprotein A- I ); ApoB: /I & 4 B(apolipoprotein B); ApoC- I : # /I8 2 4 C- II (apolipoprotein C- I ); ApoE: #& /I
% [ E(apolipoprotein E); CETP: JJH [l ¢ fI5 4% 12 & [ (cholesterol ester transfer protein); HL: JITJl§fiff(hepatic lipase); LCAT: BN I I [ B it 3 44 %
fiff(lecithin-cholesterol acyltransferase); LDL-R: {i % % JI§ 2 4 52 1A (low density lipoprotein receptor); LPL: fI§ & 4 JIE fiff (lipoprotein lipase); LPR: JI§

5 A %244 (lipoprotein receptor); SR-B I : 1B 5244 B I (scavenger recepter class B type I).

JIFL[i] 2 35 32 AR 46l HDLL R K B 1 JIF [
MARIH- 40 i 2 A i b JH-A0 i i i e 2
& B T (scavenger recepter class B type I » SR-B 1)
L5 HDL 1 ApoA- T EL#:&5 &, a4 5 i JIH [
%12 & 1 (cholesterol ester transfer protein, CETP)
K¢ HDL H [ JIH [ I 4% 32 ¥ VLDL #1 LDL .
CETP ¥ H i =& )\ & A7 ApoB I Jlf & 11 %% 12 3
HDL, X438 HDL A () JE [ 3 5 2 1 B
RSN it = ol o R 3 111 O O BN o s 2 S
JIELT P, P o 8 I 3R v e e g JIEL 35 i 0 1)
JE g,

HAT, RS s 7 it sT C4 l DURILH
HEBIs R, mXsisinsie, EREaa
SRR TR A BLAE R A AN AT sk i AE ] . B
U, JERE AR, R E A

RSN PR S LI REI G R, X T
PRI B S W 3 SO R A LR S DB P 2
Pobmic P HAT R L.

2 BBEARAFMRAZE

21 BBEEHSE

JEEE R AT, 2R IR 20 2 2
PROREZR—. HAT, JRE QAT 2
K PR 20k o B MR B . R Oy (P o
WL RAL A (KB, T AR B Eh s v ml R
SR EA BRSO TR, DR n] g A e
AT K DOV IRAL B, bl it i (0335 B 8 1 i
T AR IARONAT 7 8, Al RefEe AR R e
V54, 5 B vk g A Al ) ] el b 125 G
o358 26 R A3l 2 TR T T 2 11 bR S 1R AR 1 (49
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U1: ApoA- T . ApoB)5HH N HL A 45 & HEAT 70 .
SRR B K A T U TR SR A 2, (H
R SR E S A AR E s g, AE

M T RRERA AL, REASCAE 2. K 2
] EERT L T 4 TS L 123 8 5 RN 7 BSCR

Table 2 Comparison of lipoprotein separation methods

x2 BEASBHELR

R . IR
P oI S BRI E TSR VR
B R VLDL /LDL /HDL 71 (under high salt) i
G SR 135 RSB & ApoA-18¥ ApoB-100 Jl§Z&E 5 fi% fi%
LR D i AR VLDL /LDL / HDL fi% B
B IR vk FL A FLA R o /pref /B fi% R

211 EEELLIES B IR

BRI 250 43 2 7 14 (ultracentrifugation) /& i 2K
2 20 N )2 I — i I i 1 40 s
LI B, ) I 2 Ao N & 1= 19 KBr 388 DLk
A MLIE AR E, AR5 I B O R v Al i 2 v
ot oz, NmEElaEEamEr. &
AR E EEAPIRN % a. KR % A
(] KBr B{REFRA R &5 b. 2R A KBr 5%
R R 1 s

Mo, AT LdsE BUF ALTHE R ZE A
o LV R AR ROV e i FEV VAR Ve I

WAREL, d: MLIREE, d, BB EWOREE : d,
MAEHILEIRE, —HA 1.006):
_ Vy(d—do)
Vs = d—d

S MpJyvk, AT LU Radding-Steining 2 3
TR BN TR 5T R (Ms: %5 )51 KBr (1)) 5
Ver MZARR d: MRAIRIE; d, MIEYIGRHE
0.312 72 KBr [F] L% (ml/g)).

_ V, (d-dy)
5T 1-0.312d

AT, TG 8 A 2 A I 5 0 T ¥
HPFI(CL & HDL A fl): a. 25 SEHH 5 0 250
% (density gradient ultracentrifugation), ¥ Ifil 3% % J&
TR 1.21 g/ml(2i& &), H 1.063 g/ml ) KBr 48
IR ET7, ARG AT AL, B0 RN
T 1.063 g/ml [ VLDL fl LDL K47 T8 L2, 1
HDL A7 T e J2,  w DAV S 48 2 0 B 0
e W s b i 4 H 3 O £ (sequential
ultracentrifugation), 4ELL 10 000 g B5:00 %) £ 5L BEMK

Fi(CM), ¥ I 2% 2% BE A 484 1.019, 1.063 .
1.21 g/ml, ) w] a0 AR IR 3R JE SR
VLDL. LDL. HDL, Jy T i G135 1 8 75 5,
RS> B 1K) HDL ¥ NN KBr K 5 P 1
1.24 g/ml, b B B0 — P4l HDLY.

I B Be S R BUb BRI BESS S R T
1) % KP. Davidsson %5 ] D,O 40 KBr #AT i
HEL, XZRA DO v LML A B &1 3R
A UL S T B M A B 1R B A pHL AR AT B
4 R B KBr 512 8 A i % K. Green 481K
B, 20 7 2> B HDL A1 HDL2 7 5 &
A ApoB-100 5%4%, {H HDL3 N85 52 BiX—i5
LU .

2.1.2  JPEERAIOINE N BRI

G 9% 2% AN {4, 1% (immunoaffinity chromatography,
1C) 2 Ik H AR (04 7 1k 45 5 40 85 H ARl
(% oy BRI BN H Tl £ 1 41 2 9
1) G 3 S R B 1 43 25 7 1 B2 Il I BT ApoA Pt
47> 85 HDL. Rezaee 55" H] 350 JIE W 3% 42 11 Bt
ApoA- T #l ApoA- I /11 Z sufEdifALE T HDL 73 &.
Vaisar 2R FEAE I HT ApoA- T 2w Puiksi & 2
HiTrap NHS-activated HP {4 4% I >k 3 5 Apo- |
S5 1K (ApoA- T complexes). Burillo 25013, i T
P oa WA B i (fast protein liquid
chromatography)Fl %35 (4,115 45 45 ¥ 77 A0k ifiL 5 v i)
T T 4> 5. Watanabe 5§ H] R AL IR BT
HDL "% Bff #1 (anti-HDL chicken IgY immunocapture
spin column)SEZHL T 6 HDL 143 2. S Al (o
H A W% 5 /R 8 5 & B 45 4 & A (lipoprotein-
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associated proteins)iX —fL#, RIHON bl J5 1) 8 1 it
AP AR AR SR S5 SRR (A% 2 5 T IR B
R R B 1 T 4L 70 (A ApoA- T 8% ApoB %5) %
B AR AT SRR O3 B Al

2.1.3 HREEAEE S B ED

43 F- HE BH 4 1 (size-exclusion chromatography,
SEC) & —Fl L 2 SLBEI 11 4 [ 5 AHBEAT 23 18 (0 (1
WV, R KBRS VR AR IS 5 Bl PRk gt
Jiz 1ok 96 €8, 1% (gel filtration chromatography). H B i
EedShpiediRe 22 7R e s SRV ST ¥ -4 R Vil 0 NN L
(fast protein liquid chromatography, FPLC)Z 4 #1#t
Jie ik 3 1335 4 (GE Superdex 200 10/300 GL) X} I &
FIEAT 70 Bl BB g (% BE 68 73 BRIk ORI
MRREE 4Ly, AR AR S B MU AL AT St I 25
AR R R T g, PR e T2
Sy B AN Al I B0 o) B TAS B IR 2R A 4 57
22 BREAMERE

HAT, N TS A4 E e Soe ik B2
5y R LLE = Fh

a. [ ] MALDI-TOF-MS 3l 5& i & (4 v 5 #%
HEB T E. T e E AR a1 iE A
REdR A MG, BUbX—rEk 2 T8 E 5
TRE A E AR R, IRE AR AR
B A SE AT A, HAX S E I A R A
A B UIRME R, DS 8 i 56 288 11 IR 40 5L
S AR SIS AR 2 1 P R 0 B BT S

b. HH X [n) &k i HL K (two-dimentional gel
electrophoresis, 2-DE)¥ g &% 11 1 1 8 11 5 % i 4%
HLRU(pD) 4y 1 BTt EAT 0 8y, il i 2% G i i g
AT &, AR AL T UV R AR Ok B
Ji, 28 MS B MS/MS %5, AR —HARAFAE—
SO AT 2 ARE I, B LLORIE: R
LB R OBUR TG 4 5 2R N 9 s B BB R
AIREEL S 2R T, AR T A E s IR
FIRAMELL QL (RIS E ;. 52 2-DE TR, ARIRTE. 1)
B 2 (R AT K (> 200 ku, 141 ApoB-100). %
/IN< 10 ku) & L FOME LA B /KM B 1 s e L A%
I SIS S AR H . DRI, IR AN B A0 i
KA 5t R I £ 1 o 4 A T A S

c. “HitiEEA4l%%” (shotgun proteomics)
JEI L LC-ESI-MS/MS SE fift fa IR L. 1%
JEIE T S22 8 USRS e = AR
TR AR B 2 AR E — A5 T I
IKPELE RN, IR LSRR AEEAR T e e b i

TR RN A, tbah, RS rh IR BT ot
ANHI T8 T g AT i S . DR A i d e v
IR K P R 2 R R B IR E b IR g 4
Sy KA TR B A R S B AR R 28 . Tk
55 0oy 1 s e AR b, T DL s B
Rt 0¥ B AR A E A, 18T de novo J7ikidk
A LLURILAR AR A 50 B UK AR L,
ANSZEE ) - o KN K B s, DRI
RSPt e TG N E o P

BEEER S1 B 4s T H A 8 AL A i 0 %
B, JEIX ST SRR R A IR
EES B EEE A AR B
FIRECEIAT T 4evk. AR ST BURIE, AR
WETCR 1) 0 B RN 552 7 VANV AHIA] . Karlsson 25
A FH R 2500 792553 25 2] T HDL2 #1 HDL3, Jf:
IS FH XL 1) 5 12 R K 45 & MALDI-TOF/TOF MS 1) J7
ESE BT 13 F HDL 2548 1% Gordon S50
FH eI o 8 (5335 1% 7724 B HDL, 3@ id LC-ESI
Q-TOF MS/MS %52 5| T 47 F HDL 45 A48 11 )i
Riwanto 251U T80 5500 45 25 e s ol 968 £ 035 7 ¥
TH ek LC-ESIMS/MS HL %5 5¢ £ 78 # HDL 45 &4 M
Fi. R H AT Al REE SHRTBUR S5, KRH]
I O ah AR R pE sk s et R = 1, O
W SR AR (AL AR VAT DL e B 2
JEEL A A 0, DRI 7 VAR R R 1 T 412400t
U A TIZ

3 BEEERANARTL

Har g 8 A 4 2 0F 52 ¥ & N 25 (Homo
sapiens)~ JURIIE (Yucatan miniature swine) A S %
FE R /N Bl (hApoA- TT -Tg mice). 43R S2 #H T
M VLDL. LDL 1 HDL %5 £ ) /i 8 11 5t 4 e
HEEAMXE. XEEARTEESS TR
W PRI N . AMABOE . S N SERE R
U RGO RE . IX Se s gt R W IR
A HARRIE s b A T Re. R SCkt 2
I 3R I A 1 PR AR B AL R A S S R R R &R
3.1 HDL BEERARARINGES

e NG A B R i I 23, AT BAT
ok 40 o ok S (R AL . 5] HDL Ak SO R
] e 01 i oz i) L, DAk HDIL +h %85 31 11
HE A A ERE AW ApoA-T .« ApoA-TI .
ApoB100-++-++ Apol). Apol(clusterin) 7] §¢ /& /£ HDL
TR SE I S E B B HAbDhRE EE B B, RS
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AMABEAEDIRE, M AADCR G S D Rete. 2] H
HIA I, AR A B4l E BT O % e F1) 181 Ff HDL
HE.

MBI S2 Hhn] LA 48 I U 2 (R R
R RANR A D Re. b AR 2
ApoA- T, ApoA- T {& R Il iz i e vhte 45
TAEM, HhAh ApoA- T ik ELATHKE A i A gk
S FE R D RE, XUl B HDL HA7 MRy 3 ik s i
Wik 1) T HEM. ApoA- I W LA 5 ATP 454 &N E A
JII(ABCA1. ABCGI1)AH H.AF FH ¥4 21 23 1 1 JIg A
JIR [ W2 %% 32 1) HDL Hh, 9 Honl DUFE 8 DR IR - IR
] P e T 1) P 44 JEL A )AL ] e 55 8 Ay L i
BERY. ApoA- [ IR LA SR-B T 45 75K IR [ i A
LA R JBORE 80380 JH A48 . HDL o i) el i A
H i =58 AR AT A FHE U S R T A 0 AL 23 A
I # T I/ HDL HUIRHE ) ApoA- T, M 7 IR [#
B S R AR T TGN . ApoA- I 5 w4 &1E A
HDL ¥ 45 #4 & 4¢ 43 B T 3% 0 HDL 1) 3% 5 1k
ApoA-1V /& HDL F1 CM H EZE (W4 ki 4, v LA
BOiE LCAT, thn] LU 51 ApoC- I 3% AR 28 11 I 1
(LPL)%4#%. ApoC- I "] LAYy ApoE AH Bl
VLDL 5 LDL ZMAM KA ma &, tarbly [
FH I 7 IR &5 5 sk /D 41 I N IR A A FHE™: - ApoC- 11 ]
DABOE — S ol =R la iy, & 8AEE & H =K
A AR AR b B ApoC-TTAE VLDL 4143
50%, Ifift HDL "X 2%, HAA0 G & A Gy
FUHRERG I DRE, FF HaT LR 40 Bt bk 0 5L
JEEORL I, IX R ApoC- I AT LASEIR & 5 H- i
ERBORE IR AR s 11T ApoC- IV ¥ Th BE i A W A .
ApoD FZA74E T HDL [ LCAT K4 FH A7k,
A L2 5 H ¥ = H (bilin) 45 & A1 #538 . ApoLl.
ApoM W R] BEZ 5 GBI S iz . IR [EIRE IR 4% s
H1(CETP)f. T HDL #, CETP n] LLif§ 15 HDL
fIEL [# /% [l A1 VLDL. IDL. LDL o H il = g i 28
We. WilR# s 8 B (PLTP) AT LUE # VLDL A1 CM
WK R #5122 HDL AU, LCAT = % i T &
RO B3, 75 HDL B8 LDL 2 [ 4 /0 [f i
UG 85 A5 B A0 s IR T T R ot e T R R
(lysophosphatidylcholine), Fifi J& IF [&] i 15 4% 12 4 =]
Jif i . LCAT 5 ApoE I ABCAl £ % HDL
(nascent HDL) FE#4) g Bl ZAEK T HDL 1)k 72 A i
HEAEH. PON RAKMBAHUBEIRY . A B 5
TR IR BRI D he, FLILRER 1 LDL # A0 &
T R0 o SR AR BE R TR . IS VE R AR R A

(SAA)AFLET HDL & W, J& EZE 2k m
N N 4); Beta-2-glycoprotein 1(ApoH)t AT DL ik
55 S A AR T I 5 5 g 1 iR AR, RMA
7S IIEE 7T, Clusterin(Apo N)IF] L& 1 HAB51E9E
H S E AR, LARTR Wb S 2R 8
SR T RE.

FRT IS A8 A e sk ds B LU B T
ARG R, Gundry IR T 7 #7150
SRR, A5 IRAERERP AL 2y rhaT UK I 2 if i B AR
FIRAFAE, UERHAE MR ApoA- T FHILYE (18 (7]
BEAEZE A ELAE . Heller 252 BLILWE A EE M5
ApoA- T JLLHI7E HDL A LGB AR S, 3 [A) A 3 B
T B AT REAEEAR TAE . SRfr,  H AT
P fR Y I 2 I ML 11 8 1 A T 1 P R 2 .
3.2 LDL #1 VLDL BEEHRARINEED 17

MBI S2 nf LA . H AR S 2T
SR I ) 61 Bl LDL 25 A0, X488 (i E 2
HA MR hae. Hr, ApoB-100 F 2 AF{E T
LDL HE A Zi M S #E ), RvrILNIE S — A K1)
KRR Bk L. [EIIE, AER S48 REs & 1E 50
T, il 5 LDL 324K 455K LDL foks iz i 21 4i )l
P, IXORET A JE 2 23R 4 B R A i % 1) LDL
e R KN, FRILZ AN, ApoB /& LDLH %
(T2 Bk AR A ). ApoC- TT & — MR
FIIREE 4N, 775 T8 ApoB IM& & Hith =k
MRREE I, AT DUREARORE A 1 H9h = B KA s
%. ApoE A L5 T HE I LDL(ApoB/E)3Z 1A LA & F,
JE TR R AR IOk ApoE FF S ES2 AR 2. ApoF 4
4 4F LDL b (/> & 45 &5 78 VLDL. ApoA- [ Al
ApoA- 1), F. A4 CETP 3% M 0 oh g, ZH
] BE % e B R B L Ah, IR A )
(lipoprotein(a), Lp(a))f£{t T LDL H', i —fif
L5 ApoB-100 &fity, HAT 23R E IR T DL 5
fit B DR, Huy, A% VLDL i a4l
WU >, A% e #) 22 B VLDL R
VLDL ) 3= B R 2 2 ApoB-100. Sun Z5291 [
BV A A% e ] T ApoB-100. [l Mancone
SRR 2-DE JF A& %8 5E £ ApoB-100, X TR
ApoB-100 #1531 BT KAE 2 3N B IR N A
Ko AEIX AN FT e [R]85 21 VLDLAR 11 )5
fi: ApoA- 1 . ApoA-IV. ApoC-II. ApoC-IV .
ApoE. ApoLl. ApoM H1 PCYOXI (prenylcysteine
oxidase 1, vt DL MRELEE 1), X LEH )i
[FIFE AT IR R ThRe, b S e 1 Db 2 R Ak
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Mg 1 BATIE AT T I - R B —
B B0 5 A7 S MR S RV A 0, 0 i L L]
T B TR A S IR T TR T BE

4 BEEARBAFERFNRHEINA

4.1 TIRFNBKIRTR

i ELF R B, HDL w] DUKE LA 21 231 i [
BE#Eia ol . HDL JH [ B¥(HDL-C) /K- 5 7 R 5)
ok g PRURS: S AARH DR, DRI AR PR DAy “ 4 R o] e 2,
LjeAI%S, B LDL fH[H BE(LDL-C) % i & 3
O B A AR A o L 9000, IR B2 1) LDL-C 1]
DA BAAR o L8 905 1) AW AL 3, DRI LDL-C 6 B
FRA “CORR[E R B0 Hr, N TIREARKZ
Wi 1) 45 b5 3= 22 HDL-C. LDL-C A1 fH [ 52 &
. 0 H AT IR R AL 2 E ST B A IR R 12
M2 225 5.

Riwanto USRI, e IR B IR S i N A4
P ) HDL AMECAS 23 005 A B 40 1 () P il T2 4%
SRS WOS WA N 40 R ik 4%, Hoh HDL
JIE E 1 A 0t T L D Re ) R A AR A
BT EE N Y% 7%, Riwanto 553 5 5¢ 3|
T MERKENEAR, KPP ANEEA
(clusterin) A1 ApoC- TN E A7 1 15 40 Jfd o T 1) Dy g .
Clusterin 57 IR B k0 4 ML Rk T, £
KUE clusterin PRI & 194# B HDL 2§ 4 52 4
W IPT TS N B, I clusterin bR )
ik 35995 £ (1) HDL 234 Ay Bz 4t i PR e o T2df v b
T, SR BN T A S % R O
(recostituted HDL, rHDL)%: 4 clusterin #E47 HF 57,
RILT 41 clusterin X P 52 40 B 0 T % A 9 W 5%
W, iy clusterin 5 rHDL 454 5 X N B2 4 i i T4
WA, X RAEFUASUE ] T 5 R BNk
B F I HDL &5 411 clusterin 5 S K, MM
7 HDL #H] N Bz 4l a8 T2RE 7. ApoC- T 7E et Rk
Sz B M Rk R, S AEH TR
(177 R UE T 5 kAR BN Ik 5 58 25 1) HDL 45 & 1)
ApoC-TT = 3EN B4 T2, Riwanto 5518 53 #t
T HDL X1 P B4 B 08 1 145 5 A% AL, il
AN ) HDL £ £ i ®f % Wl B -3- ¥ i
(phosphoinositide-3- kinase, PI3K). Akt. Bcl-xl i&
124l Caspase-3 [ 34k, iy 1% P Kz 41 i 9
T2, AR B Bk 538 1 HDL 43 28 i 22 24 U
¢ & 1 ¥ (mitogen- activated protein kinase,
MAPK). tBid 12 {i¢ 2k Caspase-3 ik, MIifMife

P R4 T

Alwaili ZFPF T T SR e IR B Ik 25 A 1k (acute
coronary syndromes, ACS). itk 20 Jik 5 9% 14 e
5k HDL [¥ 85 (A a2 . L %5¢ 3] 67 F HDL
ghi A5 B (A %, JF il L Western blot fil ELISA %}
ApoA-IV [k N i, SAA FIAMAR T C3(C3)IK
FIE LT TWAE. SAA. C3 F1HL At 28 4 i [
B FAE 2 TR B ik 25 B A FR 3 AR HDL R
ik RGO BE AR RE REE. kb, it
FULRIL, 75 2R Bk 25 A A5 35 44 ) HDL
JIRLLE W22 5 R ApoA- T & fefk, B A4l itk
4445, {H ABCAl. ABCGI il SR-B T I35 (1) fiH
[ B2 i e H A BRI, Vaisar S50 e iR 30 ik
P A R HDL2 [ R I, ApoA- 1 HH &4
S AAE I FH AR 2R R B L & ApoC- T /K- 1Tt
F R B ApoA- T+ ApoC- 11+ Lp(a)Fl ApoC- T 1
MALDI-MS J5 1% i i) DAYHE A 312 i th 7 4R 20 ko
i B . Green SV FUAE H2 2 A VT 2K 25 W) (statin)
F1JE v R (niacin) 76 97 (1) ek IR 20 ik 5 5 1838 1R
HDL3 ZZ b 15 L, KL ApoE 1A =F & T i iy
ApoF Fll PLTP ik F & i, X 3R WA [ B k1T
R InEk, i RS R E A2 6T )G
HDL3 [ A 4 S T RN

Vaisar 2521 ] Shotgun 4% [ 5 41 2% J7 15 F 9T
T bR SNk B B AR HDL 410, $x3 T £
FRRhFE W0 45 B U, 2 B0AS [ 1) 2 1 i 7
DA R VP22 SV i B 2 1. X U6 HDL 764 24
ARG, WP ARG il PUAE RPN ik
s AR . I S A AL 5 AT
F A IR B BRI (B8 AN HDL3 23 3 6 it vy
42 1 BFERR

Davidsson ZEPHIFFT T 1T B0H FR v R85 AR 25
HAE B FH N LDL & (R 4l, 54 A L
ApoC- 1M % 1A L1 ApoC- T+ ApoA- [ Fl ApoE
FIRTN. BRI LS K LDL &2 A4k
EHBNKE A ZBE, 10 ApoC- I )& &5 b3 JIAH
K, X—ILR ] e 5 0 R R AR B A
5, AT AE o I A0 11 AUR:

Richardson 5CRKEHE FR 93 IR 5T 57 5 11 0 - 3
(Yucatan pigs)-5 {d 5E 20 RT R0 R 3 e 1 A S5 1R
HHATHOER,  RINAEAZ B ] LA sebtk i 45 h e
W, HARSAS M LDL & 5. W& A%
RS, LS E ) 28 MR, S ApoA-T .
B. C-M. D. EMJFEFERELAE. HIh—Ff
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ApoE [ [r] TR 0] fe 15 el RSN ks A % DI o< &
43 ERUEMXTIR

Watanabed 253 FH 4938 53 A (0135 5 72 UK
WO R B F RA) I 40 2 HDL, JE%
SEH] 78 FhER U, S 12 FhESRRG I A Py 17
e 5 HDL " RIA W BJb, XSl ity —
ST N T, BAE: Apol. R 4ESR R
SAA FIAMAR T-(B. C3. C9). X —KIMEH], 3k
PR A A 2 28 9E HDL 1) 8 11 4Rk A2
R, o S A A TORIRM 28R e Y o
FUTIIZRIE I, fff HDL 2843 AT 08P SR
X TP LRI R IR G N\ AT e AT i
Lo IR (1) XL
4.4 'BRERRS

M 19 ' I 92 996 (end-stage renal disease; ESRD)
B 2y KU i 3% A S 4% 5 20 HDL I [ i
(HDL-C)7K - F B, 3 2338 O 0 579 95 110 XU IS
Mange Z5CM ] T 25 iTRAQ 158 8 (1 41 2%
Tiik, WX PSRBT TAEST, {E HDL 4153 th %
JER] 122 MR E 5L R 40 B RAT BE MR
L ApoC-1T1 « ApoC- Il K3k W25 b 417y ifi v 2k A%
16 85 M (serotransferrin) . 3 N, XEEA IS
THRFUS K BRI N, FMAEEE . IR E A
14 B BH 55 P-4
4.5 HiRmHmEXMR

w-3 2 NG T 1% (omega-3 poly-unsaturated
fatty acids, -3 PUFAs)fT f - 7Bl 00 1L 92 95 .
Burillo ZFHIIT T 6 fIMIFE A B HE D 03 24
WORIRI R &) 5 e s A A 2= 5, RKIAE
W AR AT ApoA- T KI& B, 244
T o-l- PUEEAM . FMEK 1 Clr F1 H Rk
N, A A A T X A R KA
ERRE AR EBA PR PUIERMGTS Kok
FEREAG I TR, ik IR B i 22 S AMA
b SR PSR E U ) VA

Levels Z5PMIF 5T T ## k59 W B3R LPS WAL
7K (1.9+0.4) mmol/L FIHAK 7K *F(0.7+0.1) mmol/L
HDL I [ f () 4 e 55 1%k 2 0 B4 (R 5 i, 3K P 40
NAEVES LPS Jri, kM N 87 (1 SAA-1/2 #iAT
W5 T, SR I P 4 ) 1) A B 2H AR A A )
KT

Rubinow Z5E08 P IR AL 8 IR 1) 55 1 8 5 AT
TG, RIAMEERE R =AY H S IR 5w
HDL-C /K°F, {H HDL 4545 () PON1 FI£T 4t 1

Ji o HE(FGA)WI 2 B, 11 ApoA-IVHIE . A
I 0 WA P A5 T8 3R AN 2 S i L[] 7 ) 3 4 T
e, 1HJZ < fll HDL Jig & A it 41 K 4 g
Rubinow Z5B47E oy —AMIFFEH, 1) 1E 5 5 PS4
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GnRH)F5 BT AU LI PR R IR L AR 95%, K
T S Y8 R PR A A ] P 32 e ) 9 i DA
K Y HDL 254 ¥ clusterin & & b 7F, Jf H o4
HDL 456 4 F R 4R

5 REE5RE

YRR E A A= — A% 3, TRl
SIS W 2 AR i 8. wok, IR
1R 53 B Fnalifb A7y 2 M 2 1 B2 25 i 5 32 h 1
AURIAE A HATSE T SO SR S R
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T B OE - EE B B B - B e
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gk - B SE RIS A A 10 — DR,
S, NRER A ST RS R A 8] 50 B S 1)
HEFRAE R e 22, BT REah
R 2 A GRS & & AT, BB R FR
F LysC/Trypsin X g fife 44 52 = R 0%, A
Bl TR FH S 6 25 2 1 R A 2 R 6 g 8 1 o 4k
ITY%EMGER. 9=, HDL H47 80 &4 1 J5iiH
PR E AR A IRIE, HAE—ANER
5~ 15 nm ] HDL ok Ho AR A [m] 60,25 G itk 22 FE 1)
EET, AWFFCHENDX SR () 8 T BE AT T
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FRIPI NG AR T g N 5 1 4L R 43 1 HL A
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Abstract Lipoproteomics is the proteomic analysis of lipoproteins. Recent lipoproteomics research revealed that
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Table S1 Objects and strategies in lipoproteomics studies
#*S1 BEEAREFMRMEREHE

Species Lipoprotein Category Disease Separation method Proteomic Approaches Igf::;ffsd Ref
Homo sapiens HDL CAD & ACS UC, GFC LC-ESIMS 78 [1]
HDL ACS & CAD UC(KBr) 1DE & ESI Q-TOF MS 67 [2]

HDL UC(KBr) 2DE & MALDI-TOF/TOF MS 13 [3]

HDL Testosterone UC(KBr) ESI I-trap MS 42 [4]

HDL Steroid withdrawal UC(KBr) ESI LTQ-I-trap MS 8* [51

HDL UC(KBr) LC-ESIQ-TOF MS 28 [6]

HDL HD UC(KBr) nanoLC & MALDI TOF/TOF MS 122 [7]

HDL Endotoxin (LPS) UC(KBr) SELDI-TOF MS 16* (8]

2DE & MALDI-TOF/TOF MS

HDL IC 2DE MALDI-TOF/TOF MS 56 [9]

HDL GFC LC-ESI Q-TOF MS 47 [10]

HDL -3 PUFAs FPLC-AC 2DE & MALDI-TOF/TOF MS 13* [11]

(anti-ApoAl) ESILTQ-Orbitrap MS
HDL RA IC SDS-PAGE 78 [12]
LC-ESI Q-TOF MS
HDL/HDL3 CAD UC(KBr). IC nanoLC-ESI LTQ I-trap MS 48 [13]
2D LC-ESI LCQ I-Trap MS
HDL2 CAD ucC MALDI-TOF/TOF MS 6* [14]
LC MALDI-TOF/TOF MS
HDL3 CAD UC(KBr) LC-ESILTQ-FT MS 27 [15]
HDL/LDL/VLDL UC(KBr) Native PAGE & 2D-PAGE 26* [16]
LC-MS/MS & MALDI-TOF MS
HDL/LDL/VLDL UC(D,O/sucrose/KBr) SELDI-TOF MS & 1DE & 2DE 9% [17]
MALDI-TOF/TOF MS

LDL type 2 diabetes ucC 1DE & MALDI-TOF/TOF MS 7* [18]

LDL ucC 2DE & MALDI-TOF/TOF MS 11 [19]

LDL uc LC-ESI Q-TOF MS/MS 15 [20]

LDL(+)/LDL(-) ucC nanoHPLC-ESI I-Trap MS 29* [21]

LDL/VLDL UC(iodixanol/NaBr) 2DE & LC-ESI Q-TOF MS 15 [22]

VLDL UC(NaBr) 2DE & MALDI-TOF/TOF MS 11 [23]

Lp(a) UC & GFC LC-ESI LTQ Orbitrap MS 35 [24]

hApoA- Il -Tg mice HDL ucC 2DE & MALDI-TOF/TOF MS 8* [25]
Yucatan miniature swine LDL Diabetic dyslipidemia FPLC 2DE & LC-ESILTQ MS 31 [26]

UC: 3 2 0> Ultracentrifugation; GFC: %t Jii i J€ (% 1% Gel filtration chromatography; IC: %t % 55 F1 {4 1% Immunoaffinity chromatography;
FPLC-AC: P 8 A i (0% - A1 {53% Fast protein liquid chromatography-affinity cromatography; CAD: 7R #/ik %% Coronary artery disease;
ACS: 2R B Bk 454 1iE Acute coronary syndromes; RA: 28X 515 4 Rheumatoid arthritis; CVD: 0 45 %W Cardiovascular disease; HD:
1M %% 3% #71 £ 3% Hemodialysis patients; »-3 PUFAs:w -3 % 5 AN M1 Fl I JI7  Omega-3 poly-unsaturated fatty acids; LPS: X i A1 1 If £ #
Escherichia coli lipopolysaccharide; Identified proteins: % % £ &% 1 i ()41 & The count of identified proteins, *: J5 SCA B 45 i, &4

PSSR
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Table S2 The Overview of identified lipoproteome
xS2 EEARBELEELERER

Identified times by

Protein Name lipoproteomics

VLDL LDL HDL

Protein Name

Identified times by

lipoproteomics

VLDL LDL HDL

14-3-3 protein zeta/delta 1
268 proteasome non-ATPase

regulatory subunit 2

5'-AMP-activated protein kinase

catalytic subunit a-2

Actin, cytoplasmic 1 1

Actin, cytoplasmic 2 1
Adiponectin 1

Afamin 3
a-1-acid glycoprotein | ;
1(Orosomucoid-1)

a-1-acid glycoprotein | A
2(Orosomucoid-2)

- 1-antichymotrypsin 2
o-1-antichymotrypsin 1 |
a-1-antichymotrypsin 3 1

- 1-antitrypsin 1 2 10
a-1B-glycoprotein 5
o-2-antiplasmin 3
a-2-HS-glycoprotein 5
a-2-macroglobulin 1 2
a-actinin-4 1
a-amylase 1 1
Aminopeptidase N 1
Angiotensinogen 3
Antithrombin-1IT 3
Apolipoprotein A-I 2 5 12
Apolipoprotein A-11 1 2 11
Apolipoprotein A-IV 2 5 11
Apolipoprotein B-100 1 3 4
Apolipoprotein C-1 1 2 8
Apolipoprotein C-1I 1 3 10

Ig y-2 chain C region *

Ig y-3 chain C region *

Ig « chain C region *

Ig « chain V-I region AG *

Ig « chain V-II region RPMI 6410 *
Ig « chain V-III region VG *

Ig « chain V-IV region B17 *

Ig A chain V-Iregion HA *

Ig A chain V-III region LOI *

Ig A-1 chain Cregions *

Ig mu chain C region *

IgA heavy chian constantregion *

IgD heavy chain constantregion *

IgG heavy chain *

IgM heavy chain constant region *
Immunoglobulin heavy chain variant *
Immunoglobulin A-like polypeptide 1 *
Immunoglobulin A-like polypeptide 5 *
Insulin-like growth factor-binding protein
complex acid labile subunit
Insulinoma-associated protein 2
Integrin o-1Ib

Integrin -3

Inter-o-trypsin inhibitor heavy chain HI
Inter-o-trypsin inhibitor heavy chain H2
Inter-o-trypsin inhibitor heavy chain H4
Kallistatin

Kininogen- 1

Latent-transforming growth factor
B-binding protein 2

1
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Apolipoprotein C-1I1 A 9 Laténtitransfonﬁing growth factor .
B-binding protein 4
Apolipoprotein C-IV 2 4 Leucine-rich o-2-glycoprotein 2
Apolipoprotein D 4 8 Lipopolysaccharide-binding protein
Apolipoprotein E 5 11 Lipoprotein lipase 1
Apolipoprotein F 2 5 Lumican 1
Apolipoprotein L1 2 10 | Lymphocyte antigen 1
Apolipoprotein M 3 10 Lysozyme C 1 1
Apolipoprotein R 1 Myosin-9 1
Apolipoprotein(a) 2 2 N-acetylmuramoyl-L-alanine amidase 3
Band 3 anion transport protein 1 Neurogenic locus notch homolog protein 1 1
B-2-glycoprotein 1 1 5 Ovarian and testicular Apolipoprotein N 1
B-2-microglobulin 2 PCTK3 protein 1
Bifunctional protein NCOAT 1 Phosphatidylcholine-sterol acyltransferase 4
C-reactive protein | Phosphatidylinositol-glycan-specific |
phospholipase D
C-type lectin domain family 3 . .
remmber A 1 Phospholipid transfer protein 5
C4b-binding protein o chain 2 Pigment epithelium-derived factor 3
C4b-binding protein f chain 1 Plasma kallikrein 2
Carbonic anhydrase 1 1 Plasma protease C1 inhibitor 4
Carboxypeptidase N subunit 2 1 Plasminogen 1
Cathelicidin antimicrobial peptide 1 1 Plastin-2 1
Ceruloplasmin 2 Platelet basic protein 1 2
Cholesteryl ester trans fer protein 3 Platelet factor 4 1
Cipl-interacting zinc finger protein 1 Platelet factor 4 variant 1
Clusterin 4 10 | Platelet glycoprotein Ib § chain 1
Coagulation factor X 1 Platelet glycoprotein IX 1
Coagulation factor XII 1 Platelet-activating factor acetylhydrolase 1 1
Complement Clq subcomponent . Platelet-activating factor acetylhydrolase .
subunit B IB subunit o
Complement Clr subcomponent 2 Plectin 1
Complement Cls subcomponent 2 POU domain transcription factor 1
OCT4-pgd
Complement C2 1 Prenylcysteine oxidase 1 2 2 2
Complement C3 6 Profilin-1 1
Complement C4-A 1 Prostaglandin-H2 D-isomerase 1
Complement C4-B 5 Protein AMBP 4
Complement C5 Protein MENT 1 1
Complement component C8 a chain 1 Protein S100-A8 1
Complement component C8 f chain 1 Protein S100-A9 1
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Complement component C9
Complement factor B
Complement factor D

Complement factor H
Complement factor I

Complement regulator factor H 1
Cystatin-C

Dermcidin

Desmocollin-1

DJ675G8.1 (Novel zinc finger

protein)

Dynein heavy chain 2, axonemal

E3 ubiquitin-protein ligase PDZRN3

Erythrocyte band 7 integral

membrane protein

Fermitin family homolog 3

Fibrinogen a chain 3
Fibrinogen B chain 1
Fibrinogen vy chain 1 1
Fibronectin 1
Ficolin-1 1
Filamin-A

Gelsolin

Growth arrest-specific protein 6

GTP-binding protein 1 1
Haptoglobin

Haptoglobin 1

Haptoglobin-related protein
Hemoglobin subunit o

Hemoglobin subunit

Hemopexin

Heparin cofactor 2

Hepatocyte growth factor-like protein
Histidine-rich glycoprotein

HLA-A protein

Hyaluronan-binding protein 2

Ig a-1 chain C region *

Ig y-1 chain C region *

1
1

Protein Shroom2 1
Protein zyg-11 homolog B

Prothrombin 1
Putative trypsin-6

Regulation of nuclear pre-mRNA

domain-containing protein 1B

Retinol-binding protein 4 1
Ryanodine receptor 3

Selenoprotein P

Serotransferrin 1
Serum albumin * 2 4
Serum amyloid A-1 protein 1 2

Serum amyloid A-2 protein
Serum amyloid A-4 protein 1 4

Serum amyloid P-component

Serum paraoxonase/arylesterase 1 1 2
Serum paraoxonase/lactonase 3

SH3 and cysteine-rich domain-containing
protein

Solute carrier family 2, facilitated glucose
transporter member 3

Talin-1

TBCI1 domain family member 10B
Thrombospondin- 1

Thyroxine-binding globulin

Tissue factor pathway inhibitor

Titin 1
Transthyretin

Tropomyosin o-4 chain

Trypsin-1

Tubulin o-1A chain

Tubulin B-1 chain

Tubulin B-4B chain

Vinculin

Vitamin D-binding protein

Vitamin K-dependent protein S
Vitronectin

Zinc finger

Zinc-0-2-glycoprotein

10

11

5
1
2
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