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FHZE . A% A5 B2 s (phosphatidylcholine, PC)1E A A Az ez 4240 69 £ Tk, A HILFhdhmin &=
RFGOHNE, &SR a945%~55%. W TPCHE 7 B ek 69 K Antofo B T AT A6 E B,
WPCHTFTEAMRK S M. KLEMTPCHER. 2. £ F R L E S 0E & mTaHE
R, 54T TPCHEABRAS M miafemie ZIL, S 5R&aBEFSL, AREART S TR ENE
ARG RRS T RIEZ A A F A, ENRBHARN, Sk, EoK. OO RBFLHCRE R
PR AEREIARETEATEHEM.
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Biological function of phosphatidylcholine and its

role in cardiovascular diseases

JIANG Yuehua, CHEN lJianqiao, LI Xiao, JIANG Ping*, YANG Chuanhua
(Affiliated Hospital of Shandong University of Traditional Chinese Medicine, Jinan 250014, China)

Abstract: Phosphatidylcholine (PC), as the main component of eukaryotic membrane structure, is the most
abundant phospholipids in mammalian cells (45%~55% of the total phospholipids). Because the length and
saturation of its fatty acyl chain can be modified and remodeled, PC molecules demonstrate great diversity.
This paper reviewed the synthesis, decomposition, biological process of PCs and their roles in cardiovascular
diseases. It is suggested that PCs not only constitute the cellular and organelle membrane as membrane
components and participate in the assembly and secretion of lipoprotein, but also work as a precursor molecule
of signal molecules and inflammatory mediators, so as to play an important role in the occurrence and
development of atherosclerosis, hypertension, coronary heart disease, heart failure and other cardiovascular
diseases.
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FR o B %58 T PCHBFCA S i oAb 22 4,

PCHIH B ZE AR S AR (R B B2 e, H iy
28 ERIAS-OHZE 5 — R 5L & A A BRI AL B )
RUGH i 7 ot B B 45, W TR AR 141 b 1) - H 2 e JIF i
R, BIONPC(PCHr T &5kl LA ). thFPC
JIE 7 P B VT 2 Landsf PR 31T B 28, R H- il
28 I PO M5t IS5 A 0 - B 0 A 250 A R T s ik 1) 41
B, A RCE AN AR BOGAPC A1, DRI LB
A PCo TAAER K Z M. PCIEAEZ
IO B0 32 R g3, 2 L Sl ) 4 P R 2 i % v
TERFEMBEE, HHSEEIRR45%~55%.
PCJ2 H 7 O A0 I B 1 25 28 A1 43 b 0 75 110 P — g
Mg, RWAKEENRE A(very low density
lipoprotein, VLDL)AMK% G2 H (low density
lipoprotein, LDL)FJFEEREE K51, PCIENT
—PE(diglyceride, DAG). ®HBEIESSE(E 5 70 T HIRT
AR, &2 5 RR R 2 e R A Ak
T 5 I IH % (dipalmitoyl phosphatidylcholine,
DPPC)“ I it Sk 4y 1, BAT LI A 3
AILERIR T IR E N AR PCIY AR 2 D e J
2O HILAE 9978 AR F R AH AT 9T

1@%&@@@@%&%%&

#%). LandsfE¥ FIPEMT & % (1 FR T FF 41 )
(E12).
1.1 Kennedyi& £ (CDP-JEFHIER)

R R PCA B 2 B, AL s
AN 2970% M PCE MIBE ML A R, ZI81F
#2201 22 504X FHEugene Kennedy#(3% i, At
WHE AN “Kennedyigfz” . JHHRE F KIFE T
ay, W HZER. PRERE M. Mg
R i Ak N R I JS A0k 200 6 o o e
(choline kinase, CK)MEAL, HHATPIEMLEERR, TEMK
MR . )5, BMATPHLAE, DL =BEMR M
(CTPYNJEY), A HICTP: R R B M0 15 ik 46 74 i
(CTP: phosphocholine cytidylyltransferase, CCT)f#
1k, NEBEIE AL S CDP- B8, %43 EKennedyJi}
BEMPCHIFRIE N, CCTZ&Kennedyi&® &
PCIIPRERE . efa, A7 P 5 XS4 T (1 R
1 B2 #% 74 B (CDP-choline:

cholinephosphotransferase,

1,2-diacylglycerol
CPT)f#{t.CDP-JHfH 5
Hil —Be(DAG)4i & 4 i PC. Kennedyig 42 /& 15
B A R A i Jo P-4 ) B AR ) A
1.2 Lands{EIf
LandsflE & B2 B IR 8 k4. PCH il
it Kennedyi& 2 ik, H )58 id Landsfi# 4T 12

PCH @ =M igE & H: Kennedyi& /2 (Mk MiE . {ELandsfE¥H, #5ARAEA2(phospholipase
Polar head group

0 Glycerol )

n

/\/\/\/\/\/\/\)l\ L—P N
D/?(u\o o OCH,CH,N(CH,),
PN Y S VY Ve T Choline
Fatty acyl 0
Bl #AEEERPON S TEWER
Kennedyi% 1% PEMTi& 4%

CTP PPi DAG CMP

AdoHcy AdoMet AdoHcy AdoMet AdoHcy AdoMet

ADP
JER M THE TR R % CDP-fH 3, M %HEMHEW M PDME %}\% PMME M PE

LPCK Landsfi& }’fk‘Az

JEECoA

PEMT

ﬁmﬁ;‘éﬂﬁ El
T sk

(LysoPC)

E2 #EEELRERR(PCO)AY S AR
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A2, PLA2)Z:FRPCIHsn-207 B I HEITTR, /KT K
7 I W% 6 BE B 5% (1ysophosphatidylcholine,
LysoPC); B [n) e B, i e ¥4 I B3 s P AF i Pt
¥ F2 1 (lysophosphatidylcholinyltransferase,
LPCAT)fEsn-20 B MIEINIEE, r“42PC. LPCAT
& Landsfi¥A o FEIBEAL S (1) S B, LPCATIE L
A H b T i sm-2 057 5500 IR 77 I 5 Al K R A A
M TE A FEFRIPC, SRR M. fmk
H /AR AR >R T8 75 400 T PN G DR /) L E R 40 i T
AR AR P R EE AT,
1.3 PEMT& 2

PCHL AT DL S- I 5 H B 2 IR (S-adenosyl-
methionine, AdoMet)fEfft 2k, Wi ARHE £ K HEN-
L ¥ F2 g (phosphatidylethanolamine N-
methyltransferase, PEMT)f#{LPES %S F B fb %
WAPC, HAPCHBEAER10%~15%. HIA
PEMTI& I ANAFAE T IE, (HEAEEZ R EY S
& X PC/PELLIEFZMZRA. A . a2
AN 2% B S5 M AN T RE 5 e ZORL AR B &
APV AT Y P R G NS S R, 5 AR
R ELEVIA O

2 BEBEEERRRR(PC)RI ST R

PC 3= 22 i i B A5 i D (phospholipase D,
PLD)/K fif 7= 4= HEBS RN 13 i % (phosphatidylic - acid,
PA), BiEIL#EAERFA1(phospholipase Al, PLAI)
/8% 1% e A2(phospholipase A2, PLA2)/KfRA= %
TiFE S g T R0 e R AELB (P 3) . LSS H v B R
JER, F 1 R — e B (phosphodiesterase, PDE)/Kf# A
3k R et R L

3 WEREEEAERR(PC)RI A F I E
3.0 B

PCIHAIHE N e — M 4u B 2H 7 . PCHlH H
RIGH—AFIHAE SR, HrhaAPCoH 1#i LA
T B FE T 1 AT 25460 i o R AR b i g B =k
B 5 KA Bl HREVIR R B ARG . AN E] R
I B A7 AE FARDRE 32 B2, G G 2 Tl i 100 B M 1 2 0
3 PR B AR P A (R B PR ) 72 e R T 200 P
AT, IR . B Bk,
wmaEhtE. hE FEREGEWMDIRE, S 5Y s
. B FEMRSRE. PCREIMILR Y
R EE R 2 —, Bl TR B B 80% K
PG I (2 2R DPPC) 10% 1 I o (I [ ) Al
10% 8 AR AR, AGERRIGH A AR, 18 it (¥ it
RMitko B TPCRMEMEMT, & HAE DRSS 25
F AR A

PCEAM IR 35515040, BT PCHRA AMLFI
e AL, W BTMIR B — E RAARRE, FLR
B A R S A R = BT F Y. PC
FE B AT Ik 43 b 52 ) v 2 BN A TR A B AL g 2R
A N JELF% A7 I (mitochondrial import inner membrane
translocase subunit Tim23, TIM23)&E &¥)F1LE AR
AMFEi(mitochondrial sorting and assembly
machinery, SAM)E &WIHIAE M, 7T 85 H 5 )
28 L A P BECRT 28 R AR SE R (1 3s . PO Y ()i
MIRE Ry 2 —, XA A7 20 B2, PCIR
DR RE BN M IR S . PCS 5 40 il P AR
TV AN 77 i 2 R 2k, I ¥ A2 40 B P A e i Joit (Y
T =EE AN S R AN, R R R (E
BRPCOALH . &2 = EASNAMEE, E0E5R

PLA1

1
Polar head group

I
o Glycerol 0

Q

/\/\/\/\/\/\/\)LL ’ "
+
; °/\¢(\ —"~OCH,CH-N(CH),

Fatty acyl

/\/\/\/\___/\/\/\/\mr“ I

HO |

Choline

0, 2
; PLD

PLA2

E3 #EELAETR(PC)BY & iR
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TR, RN, HE) e
SRR T 2% T 45 AL R DR & N, AR 9 e R R 4E
FEYH A A 1 R R A s

RPC/K-F AT Ah4 e Atk S v Joa, 3R g s
A RN 22 22 R 0 B U 14(mitogen-activated
protein kinase 14, MAPK14/PMK-1)##fi1E 56 K 4
P AT, 2 iR 4 e TR LPCAT LA iEPC
B RN P A TR R RO AR R, AR R AR TR R T e R [
iR Ab e lE ot . AR AL RE R, JF R ) R R B A N
B, H| Caspase RIS A1 PN JoT 9 238, A2 3F i
SR e FR TS IR R PR A L T AR
PSR B O A S A R, BRI G
PEAURAET .. /D CDS8" TYHHLIRIE, R AN
PR G 52 0 L B M . CA R FUESE, PC
Kl U B 5050 B 55 2 Fh R i
B 22,

FOREF IS RAEH, PCH A A A 1k
Xof ¢ 0 45 K PR B SR
32 AR EZ B ERLIEEMFINGE

2 NPC AT BRI 1 S8 AL g 1A 184 BE P
24K (peroxisome proliferator activated receptor,
PPAR). 1 -H5HE 9t -2 - JFH Bt - sm- ¥R - 3 - Tk T ML (1-
palmitoyl-2-oleoyl-sn-glycerol-3-phosphocholine,
16:0/18:1 PC, POPC)/ZPPARaHF 5 Py P M T
&, HPPARe&: & o MR A L Rl i ik, T
S5 4 PEAN I © R PPAR o B 71 5 PPAR I 45 A
B mtetr, SPPARSHIM BEAEAE S, A5
PPARYR ., POPCU /K, PPARaIE 4 %
P20 A BRI B HiEI9E AE 5 docosahexaenoic
acid-phosphatidylcholine, DHA-PC)FI — % 1./%
2 fisk JIg Mt IE i (eicosapentanoic
phosphatidylcholine, EPA-PC)H] & 2 #iEPPARY,
NANF-xBi#E %, I Lewis/iif /N &R A4 K
AR S - MR POk -2- 7 A Tk -sn- H V- 3- T R EL AR
(1-stearoyl-2-oleoyl-sn-glycero-3-phosphocholine,
18:0/18:1 PC, SOPC)#:%: % NPPARSIHIILIA, &
L5 1 Ta] T B Js 22 F 52 SR UL PA) v ) B- 284k
SOPCHJ B4 J I B i =B KF, R m L4
P H I 7 R 1) R 2

N SZAREJRYD-1(liver receptor homologue-
1, LRH-DHFANRSA2, 2K L% S2 AR 5 % ik 5

acid-

Z—, VENEFILHOE R IR R A&
WP ZAPCS 5LRH-1HE0E, 2308 i i n
T, YR T I 0 2 e P RS L XCH A T S T
JE#(dilauroyl phosphatidylcholine, di-C12:0 PC,
DLPC)& H gt s s 7], Higtegrh— o
FEE NG ML AH B (dihexyl phosphatidylcholine, di-
C10:0 PO — A 5 7 Bk % s ik AH ol
(myristoyl phosphatidylcholine, di-14:0 PC,
DMPC)ff VY45, DLPCH] 45 & F-HE N BT 40 i E 4
JBE, MG R sh P AR E 1, B 2 4 4
LR S 2R A PR T IR A R 2K A 5 A i R
WEE D RE, AR AL B, 2 457 28k 4 JBE F
BE, IR AT 4460, DLPCIE A] FEAK {5 B5 i
TG 45 A B 1 (sterol regulatory element binding
protein 1, SREBPH)IFERIL, 5 EBEAME R,
VA 0T R T s, v B R R R, 4ERRH
ERERR A, o RS 2 AR BN B E AR 7
ﬁ‘ri[?)l]o

PCH] 1| CD 143 K 32 15 A Tol I 32 442 (Toll
like receptor 2, TLR2)MK i I FAZ% 2 L AR SR 4
MLDC)EAL, B Bk R AR
33 EAZMES T FMREN RRETE S F

DAGHIPA /& 2 g P B B (1) 55 A5 40, Xh4E+r
Mt 2 OREE, WHIPCZDAGHPAR 3 ZEHT
o1, VENH I —EREES(diacylglycerol  kinase
8, DGKS)IJEY, Z 5DAGH)A MADAGHERR L
ARSPARIERE, Fomd R R B AR, (RS
55 5 ) R AR ORI A AR AR S, Hoh R R
HEFRIR(16:0)5% L MDAGR . sn-1,2 DAGH Jtifi
T 2 1B C (protein kinase C, PKC)™, HJFPKC
5E ABMBED(protein kinase D, PKD). Rasi R
B E H (Ras guanylate releasing protein,
RASGRP). k& 1A(Rac GTPaseldif & 1 5 ).
Munc 135 (2 5 M {F fl)AlCa® i 25 £ Fh 2 1
A FAE R RSN . PCIE i 0 40 M i
P 28 i Tt LA A4k 6t 124 158 i T C (phosphatidylcholine-
specific phospholipase C, PC-PLC)AIDAGZ 541}y
WGH, DAGHIHZ I A] URISPCHI &1, PCH K
(400 ) i A PR T PR AR A

PC/ZLysoPCHJ 3= 2K, PCHILysoPCiliid
Landsi& ¥ 75 75 240 i i Joa A A A 2 v A 4% B 32
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YER o LysoPCHJ 4 - P 2 41 b A A0 40 Rt
LPC#; 121K 1(sodium-dependent LPC symporter 1/
major facilitator superfamily domain containing
2A, MFSD2A)/ S iz i i i be B it N K, S8 )5
I3 1 % AN AN 7 R (polyunsaturated fatty acid,
PUFA), Ww-3Z2 AHFENERDHA(22:6), SEHK
B i 07 T 1) DKM ) e, S LK P 4 i I
. LS S FEEYFIhRED . 3 s A
W H LysoP C/PC LU AE P& AR J2& B 7R % i BR
(Alzheimer'’s disease, AD)/E I EH ZACHIRFE;
{E o VA JEE 1) Ly soPC ] A B 28 R Ak 5 e %) - g
SR AR R CI B . LysoPCilid 5 H %
RGE ABELZ/K(G protein coupled receptor,
G2A) 45 & JF BIEMAPK, WHERK1/2. p38
MAPK. INKHMTollFE32 44, 53R LR, @ik
IR 7~ 3 AN 2 0 e W00 LysoPCAMY 2 I 4 ity
MM 1R B AR AL B 9155 577, T HL AR A 2 B g
K H(oxidized low density lipoprotein, Ox-LDL)J
JoT ) 2 S O3 FIE P B A3, A B0 Ik ok R A AL TR AR
MK BEL B E GG 3 A He g R b R 1 AR
MY, LysoPC(P-17:0)F1LysoPC(18:0)4 % & N id
LI A FR B . LysoPC(17:0)F1LysoPC
(18:2) 4% % & N O WU FE I AE Whn E™ o JEREN
FEME M LysoPC(16:0). LysoPC(18:0). LysoPC
(18:1). LysoPC(18:2)F1LysoPC(20:4)7KF- i 2 1
I, S RILysoPCERHHIR R (16:0) /e A& I3 Hh & &
% F & B LysoPC, BB I % & LysoPCK
THE* . LysoPClk il A A2 55 0 L5 Aph 2
TRAT PRI IEAH DG 1 bR A

PC A 5 % fi (sphingomyelin, SM)& B 1) B 4
JEY o A s R HE AR b, B IR S R 1
(sphingomyelin synthase 1, SMS1){#LPCE:f IR HH
gk A R 4 v Wk R, A2 eSMY . B g LA
A 3 m B s, SHEFRESER, 25
NERE Shkos Rt AL . AR VE IR DT i R
Eﬁzji%[47,48]o

PC 73 AR TEUFR) JIEL BRI A2 430 22 386 ot 2 1 JIEL sl ) 5
BRTARY, BS54 iR AR R R SR A A
JIELTR e o 0 21 A 1 A B BRI AR . il I PCIKT [
IR AT BE T BOK N R fubgie >, 72 AD I IZBE RS 1
B, ZAE CEEEPC(PC ae C36.2. PC ae

C40.3. PC ae C42.4F1PC ae C44.4) 575 FPE 4G
WABL-42H 3, HLEADIR KRG K BRI A B &
3:{_%—[51]0

TEM A K K F(nerve growth factor, NGF)H
BN, WBENERGA LRI L A Bl (AL PCEH Y8 7 AR 1 -
THI IBE - 2 - K5 A 19 - 5% FR IR (1 -0leoy1-2-palmitoyl-
phosphatidylcholine, OPPC), OPPCH] 5] —#&B4)
JELEE 1, DN AE 5 fi T 49 2 7 ot JE o O J— AN
(IR, (Rt 2 o0 R ) ThBE R 430

PCIiE /& 1¢ 45 VU J# R (arachidonic acid, AA)KI
FERIRS T, AMERE G, S5 RF
ARG SES. AARUAER BENADPH
SEALEE, 7S AR AT U AL R T 51 R
ED2E AT A IR R E2, JERCEA P R R &
Yi; AATTIUEPPARy, 25 Re & AUIANIE I 40 i
(1346 B 5 B R i J5T 400 P o 40 3% AR - 1
(heme oxygenase-1, HO-1)[#550, @it AATNH]
JEEXT 4%, LysoPCRHIEERhA, —35 P [F 4 i) 40
S R,

34 B5EEQDW

PCAE & AW AR € B 75 I EE 5 1,
ApoBF [[160%~80% MR 2 PC, 5 /H [ERE—id B
BRI B2, BLGR A H T = R A v 2E R
YRR ZLCY, ATPS & G is EHAL(ATP
binding cassette transporter A1, ABCAl), & ATP
BRe, (RS0 P9 E A B H % ApoA-1, PCHI%L
B FMEEEZ M TABCAINRERIL, ¥
ApoA-TH I 4 PC A IH [ B #0970 A1 e 25 R i 2
(HDL) T Be. 5 Bk S PC AT B4 N il 3 HDL
IS, 7 2R E AT 3 i VL DL A U BE IOk IS PC 2
WFEI, A VLDLAR T PCIF ks> AT e 19 5 73 Wb i
Z W VLDLI BRI, RIPCAY) & Ak E T8
A VLDLER I H = . 4 ATFAEPC A A R >
B, ESHM=MREEARN Wz, MK
VLDLAIHDL/K V&A% .

PCXT AT AR /KF . &5 4 i 2 A EZ )
VEFRT . BFRE 20 36 B8 2R A AIE I 45 KBS B PCHI Sy
T, TR, N B IERE R A E o AR 2 T
HAEAPCILIIPC. S AHBR AL B 52 S /D I, B
FERFIEREER, FEN'E . il 1 5558 40 I 2 AT i
R, PL4ERFPCRAZA"Y . (H AR/ AR & IR Fr S5k
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= . PC/KF F4EPC/PE L {H 5. 2% [4 MK, VLDL
SRk D, T R T8 R A ALERE, 4N i [R5
R 543 1 AR T BT A M 007, AT 5 N I
JFF 98 1 R A R R, BEIFPC AL R /D, MIVLDL
GYASZAR, H =REAE AR R, AR TORS 1 e
5 - f 7 EEFE B 55 T IEPC/PE LE 6 2 A <Y, PC
& BB PEMT B0 s 16 A0 B8 M 1 4% B 1 o
(phosphatidylcholine cytidine transferase a, CCTa)
BN R B B PC & 24, S BUN R H I =HE 4
Wk 2150%, ApoBi/>50%~70%. % PEMTH:
DT i B /0 B PR B JIE Bl s = T, A IR P C AR
50%, WU REE PRGN, Ak AR R v S R A
T, HFESANESES . (HiEEERE, PCH
2 5N H M =B &, 2965% 00/ R H =
Fig kI TPC, MIGFRHDL(Z125%)FILDL(Z150%)
fa 2 20 U 1 K B2 P CAE I 40 M o A0 H i =
Mg, 6t A AHSCPCT) m ] R A 3t I IR g 22 178 1) gk
JE1, PCHIZEI ¥ Thag gt W K4,

4 BHEBRER(PC)S L IE R Sk m

JEJF T EARE ZREZE, 500400
REE A RIEOAEThRE. O AFAR R Fa S 1481k
AR O BE DD RE R 32 ZEA U RRAE, T IARER R
I L R S oe = ¢
4.1 FHPKHEEREIL

PCH Bk FEmEfL 2 DIA ¢ . 49N 1 0814
ABEfIMetaZy BT Bor, PCH N - 2 JE B (IMT)
25, HiroseZ5E g N o6t L IBENL. XL

DAGHIPA
LysoPC

Ox-LDL
SM | BEESTRREN RETETE

B B IR SR, b TR EFIEPC(1 200
mg/d) AN B8 B B AR I o9 55 R, IR RE PEAIC
&F 5K JE Ao - BRI 5 U (cardio ankle vascular
index, CAVI). ZhaoZ'“Wr7t42H, | FFPEMT
W FEARPCHIPC/PELLAE , /> VLDL k. B0 I
HAERR, MBI FEREIL. Cole5 " 7T &
W, $EIHAEPCE ECFIPEMTI&AZ, w45/ Nl ks
FEREALBE PR AR, # ) H b =B AE QLN IR &R
s O ILThEE . NavderZ VW50 KB, —HRlEHE
T IR Bk fE B (disulfide phosphatidylcholine, PPC)H]
B IELDL%L, AT TR Bk sk AL AL .

BT PCAE 18 A M A F R A ™= A4k =
J%(trimethylamine, TMA), =H}&it—SHMAN
A = H % (trimethylamine oxide, TMAO),
TMAOZ W I s ks e AL R+, DRIt R
PCII7K P4 1IE 55 5 2 Ik 585 F°F Al 4 55 0o 1L 38 95 0 52
IEARSET . (HChoZE L H, &Y PCIIA L 51
TMAOF &

4.2 1L NFRIE

WittenbecherZ: Y4 N\ 33 1451 :0> T 1507 44 f
EIRH TR, PC(32:0)5 0o FE KUK 5 FE A
¥, Marcinkiewicz-SiemionZ5 g4 \ 36451 2 [
RAEIL, BT EE MK PC(34:4)FIPC(36:5)7/K
PREAK. Cheng57 99 NS 1S 7 B Be 1 0 22 £
HHIWFRIESE, DU PC(C34:4). HEFR. N
SR AN e H AR A A B 5 84 Ik (brain
natriuretic peptide, BNP)FHAMIiZWiin{E, HAE
W EE T BNP. Mueller-Hennessen5 7144 A 52645

FRA 5. TERAERE. SRR, NS
iR EEEYF: DPPC

YIRS
R Qe TR BB RS
OPPC | S5 AAERETE R
eI ERR :
L. .38 A B A (
B b (phosphatidylc e ) PPARo(%{k): POPC(EZ{k)
ApoB#THI60%~80%7EPC holine, PC) PPARY(Z{%): DHA-PC. EPA-PC(EL{E)

00 BE [E B2 A M AU ATHDL Y A

VLDLANFLEE ROk BB AN o3 WA BT Pl 35
B5E T ¥4 VLDLEH I 51 &
S5 R E AR

EES 5 HB=EEK

Z5iEEA W

PPARS(Z1%): SOPC(ELff)
LRH-1(%1%): DLPC. di-C10:0 PC. DMPC(E2{k)
SREBP1(%f#): DLPC(FZ{%)

| DGK3(Zfk): MAPC(EEE)

{EREL ik

El4  #AEEtRER(PC)RYE 4D THAE
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O IE B F 327 448 TR E IR AR, BAPC
(16:0/18:2), TAG(18:1/18:0/18:0)FISMAE AEFE L
JIF B A ) 20 & T S NT-proBNP ] (& Z 41 i 0 5
MRS Wt RE, JF RS S AEAG A O R R
U T I e 2 R 5 R o I 1 R 52 40 5 A 1) R i 4 Y
[ 4k & A8 Ak, B 4 T b 2R AE O I AN 0 A 3R T
Yang%: "R HIPC(20:0/18:4). PC(20:4/20:0)-
PC40:4F1PC(20:4/18:0) 1] F T-0o 5 F 38 AT O I FE
25 IR TT (CRT) R Z I U . Tang %57V 58 &
W, OEDEAHMAFPC. PEFENTENE K
B AR, 10 4 A6 PE [ B 7 - W BH R BE (7 -keto
cholesterol, 7KCh). lysoPC. lysoPEFI £ it iz 48
Bl X 0] Re 5 0o (1 BRI AR 25 UIAH G

4.3 TEAKBIBKHSHERE (LM O B SR G2 10VR)

AN 57161 Lotk I PREDIMED R B8 4F 52
MSZTHDLAMLDL, & A WA 1 I (SFA )85 Al i
AN AR 7 ¥t (monounsaturated fatty acyl, MUFA)
FERIPCRIL R BENH AR C34:2) 55 76t o9 MU 2 1E
FHSEE, TangZ B9 N4 00744 76 0095 BB 3R
BEVIH, SR FNERDIR KOG S S VPN T RSB PC
BN RFEAGET. OAUEIE. X0 8
KA, IELREEPCITAETMAOK I T B Mt
BEMARH, MTMAO/KF5RA R RKOMEAS R H
1 AR B A 5% . DjekicZE g N\ 15041 14 257
PCLYA T B A 25 W3R 97 1) ek O 95 J8 3 1 F I
52, PC/KFFAAK 5 Sullivan i BBl 373 (SES, X &0
T3 8 0 160 i B 3 AT 93 28 A0 8 A o A A B = I A
Ko ZhaoZEINEAL T 38414 5K B0 WLIK (dilated
cardiomyopathy, DCM). 184 %k I 14 O AL
(ischemic cardiomyopathy, ICM)F1204 fi &8 #
RIL, U B FHPC(18:0/18:3)/K T 2 & =
FDCMAM: e ATE
4.4 FILE

e LR B 1 M2 i PR T ™ . AL B
BBk BB (oxidized phosphatidylcholine, OxPC)JiH:
e o-HOxPCHlo- R FOXxPC 5 & L K 5 = 1EAH
SIS W AT RS PR RE RS 77 (EPTC)F 72 % B AT LAl
ERCA 13 5450 348 & 1 w8 i B AT 9 8 1491 i & 1E A
B, BEVI9.9MF, It HE-PC(C42:4) FlTHE K-
Fi FE-PC(C44:3) 5 104F JG i ML 6 AR A7 28 1w BEAH %
A FEE T A Ok 104 1) w8 i R A B, AL

fep I N B LD A0 & B 3R PC, 7K FPCH I T
2120 5 fe 1 R0 O B0 1 DA R SR A R RN A L
W, A BE -5 R I ) AR A 5,

4.5 HIIEZEH(CVD)

ZANPCH T, NHZMIKPC36:5) KTt
Wil e 5 CVD R 2 52 35 EAH O,

I N599 141 &4 FIPREDIMED B\ 51l iff 5 AIE
S, EARRE IR ANEE R, PC(P-40:6)5 .0 L FET
R P IEA % S PUFAMIPC, HF 52 o-6/F
5 I 5 PC(C20:4), 5CVDE AR I HAE
VARSI [ BEATHDL-c 5, X FP BRI SRA7AE

TN N3 316451 £ 2 1) 5 f 24 77 5 X6 Ao I
EER(LURIC)IRIGHT TR I, & H w5 2 A
e Wik IPC B A O M AR ER s MM PCE 4
RIZE T2 A0 M FE T R R IEAAK; A WA
15 Rk 4 R B AN LR T D R PRI PC G L AR A
Tk 2% i PR I B (P C32:0) 50 I BB T2 3 2 /& JE OF
FE,

{HIEAN18 07661CVD. 5343410 R PHEFE T
F1184 0104 fi 52 & JE 35 19 Bl AL &L B Meta 7y #1
N, K CVDS B/ S N E LK, HCVD
FET- R H5PCERIEAKD, B BTt —2Sm
K.

4.6 HiO MM EHRXEREER

Lee B 7L IR, PCHNA AT IR i IR IR & 155
S0 A PR AT AR PP R 5 I R RE . Al-SariZE T 7T
N, PC3S: ) H5REHEMMIE, SHDLEIEM
F o I3 DHA-PC/KFRIPC(22:6) 5 N\ i 17
A, M3 S S DHA-PCHI A B B 171
JiE R B U, H 5B E S LK. DHA PC
(16:0/22:6) 5 % AR R & 2R E MK, 5
it 5 2RO 2 B, GaoZE O It TR
i, DHA-PCHWi#% m R & 5l . B &R
HEHUA = MLpE , 1K S PCE XY B PCA B A HAE
Fl. BagheriZE®40 A 20011 JIEJFEF11100 451 e B 35 &
oMW R OR OBL, T OBE O B ONE BE IR
(diacylphosphatidylcholine, PCaa)¥ E &PCaa
(C32:1). PCaa(C32:2)HAIPCaa(C38:3) 5 EE 2 1IEAM
5%, T3k be 5L 0 IR BEIH B (P Cae) £ Z /£ PCae
(C34:3). PCae(C38:4)F1PCae(C40:6)55 Ao & Fi
5. {HChenZ5Mgh N 1243417 %5 2 [H A (R F23iF
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S, PC(18:0/22:6) 5ARUMILE G 2 B3 EAH K.
Papandreou5" " [ iT B 14 11 5 B¢ 6138 (SANDIN)
WA, NN 1625198 FE 8% N EHE(BMIA27.0~
35.0 kg/m*) AT MM EIR B )G, PC32:2,
PC38:3. LPC14:0. LPC20:3F1SM32:2 5 2 f&(% I
L5 5 B [ BEFILDL/K P FRARAE D¢, R BIEHPCAN
SM AT BE 38 i 1 775 2 JH [ B AN LD LR PG O I R
[% . NoermanZF!'""WFFUFSE, M3 PC(P-18:0/22:6)
FIPC(P-18:0/20:4) i1 5 BEEAN A 26 - 12 AR H5 bL
FIR A FuZe 50 R IL, AEME/N BUFFAE
J I ()PC/PE LU AR B % v 1408 /N BR P B 9 (1.97 vs
1.3). PetkeviciusZ5"“WF 5 R I, AERE/N AT A
g i £ 25 15 W 4 i 2% B PC M Sk B i S 38 189
A& T EE G 7 4 2R 98 E AN g 2R KPR B
e

O LR I PR VE(UR)TE], PCEAMAE A
AYE TR BERE TR 4R, BIOXPC. OxPCHEIRZE kK
RRE AR RS B, R ERAE T, T EE)
Z RO RIEET:, X OxPC I T it A5 B+
VA S I A 9 S T/R A5 4% 0 B A A T R
R (o JULZ0 B PR AL 4 2 e A Sk i A,

PCaa(C32:1. C36:1. C38:3f1C40:5) &2 7Y i
PRI BT fE B TR RO, yun 20T 7 R B
HbAlcIEH NBERIPC ae C36:1, PC aa C26:0, PC
aa C34:2/K VB EK T HHbAlIcARE. SembaZs!'"”
INAT24 PR T0. 78 AT E 7%, PCaa
(C34:4). PCae(C32:1). PCae(C32:2). PCae
(C34:2). PCae(C34:3)F1PCae(C36:3)5 % i If it 7
WHIE; PCae(C34:2) 52 hillHEf#KAH<; PCaa
(C32:0). PCae(C32:1. C32:2. C34:1. C34:2.
C34:3. C36:2. C36:3. C40:5. C40:6. C42:3.
C42:4H1C42:5) 5 Jiga 15 Z=ALPLAH G

Slade5!" g N\ 980%I & S H IWF L KB, 1E
WREAERE . BMIL. MR ER G, LHEEAESN
PC. PE. PI. PG. SM. % %] [k iz F e 5 ik fiie
K, MEMEEEESKNTG. DG LPC. £k
Ji AR [E 2K~ 5 B AL, MR AR K F
IR RE Y], ZPC(p-36:1). PC(o-
36:2)/K-FBEIG I SRR, T MEIRFFAE: HMEPC
(0-42:3)/K-FREIGRE FHar, T Lt R R ERS S
WA BHAEHAEPC. SMATH I = Eaf A% . Xu

NN N 62451 76 JE A 1 22 RN BRGR B R I, 5
SRAIPC20:5(5Z, 8Z, 11Z, 14Z, 17Z)/20:1(11z)
55 100 37 RE A B K P 2 IR A O .

5 INgE
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