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[ Abstract]

than 30% mainly due to insufficient understanding of the condition and lack of effective treatment. High-density lipoprotein cholesterol

Sepsis, one of the leading causes of death during hospitalization, has a severe prognosis with a mortality rate of more

(HDL-C) is an important component of the blood and plays a crucial role in regulating endothelial function and immune function.
Clinical trials and animal studies have shown that a decrease in HDL-C levels is a risk factor for sepsis. This review discusses the chan-
ges in the composition and structure of HDL-C in sepsis and its effects.
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CETP) Wifg# R A LA iE A%,
2 BRELERT HDL-C B9Ri5i3s 4k

2.1 SihBIBEREEE A2 1N

JERYL N AU 405 3 B B R AR T fig
Bk dE KA, W] BEXT SRE AT 7= AR OGRS I, )
WFIBEREEE A2 (secretory phospholipase A2,sPLA2) J&
— R LA BRI Y 2 E 1, P2 A
HOREAE A A, AN A5 - T LZR AR v PR A B ot /)
MOFIIFRE, sPLA2 KRG , =22 R IR IE & B,
FEM sn-2 {7 B 2R 2 RN RBR TR . 3 26 i i R
R oy kA A, W AR A R B Sl S
HORTIFIRRE B A A, 5 A0 AL A R . FERR
BEAE ) 2l ) A5 76 1 — S ) 2 (1 e PRAE 5 o, sPLA2
(AT T ¢, sPLA2 38 HDL-C S R ik &
FIA A A, MR I 3% HDL-C /K, —I0iE&
I VAT e IE AR 5T R B, sPLA2 5 e B
W2 WA AR 5 0 A M | TR s BE A% 5 59132 W Ik 2
AR MedERE"" |
2.2 MmMiFEMEER A HEin

MEFEMFEE H A (serum amyloid A, SAA) J&
3 A EZM HDL-C 2 &E N Z —, i 4z 5
YA F U 4T 2 1 (interleukin-1,11-1) |IL-6
MEEERFE R T o (tumor necrosis o, TNF-a ) 25 Ji| 15 Fisf
FEAs, AUPE e, H i v K F FTRE H IR H K P
(1~5mg/ml) & Hi 1000 £% (500~ 1000 mg/ml) , 7E
JERYL AR GE B, SAA HUAR Apo A1, BLH & P B AH
HDL-C ) FEE IR E A, R EUE ) HDL-C 3§/,
1B S e A HDL-C SRR ARAE™ . SAA P45 ifn 4
ST AL M B 20 B A AL 2 T - 1, ff HDL-C A
RAEFEAS R AR HE RAE 1 2 PE HDL-C, 53 4h, SAA
OB AnGE T 2 dErt A HDL-C 8943 i, R m
SR F I, SAA BEAS LTS sPLA2, i ¥ &% HDL-C
BN A R (RO SC R AT K BT, SAA X
sPLA2 I T0X AR ™ . Yu 250 BT R 1, SAA
ARk 5 AR TR B AE 1 ST TS B8 b, 4 12
B ], B2 = VA T SRR
2.3 Apo Al B&IE

TEMETERERT , SAA |l 2R 25 11 1M 2% A i 2 1 &
B Apo Al U FEE R E A, 51 Apo A1 K
TF, Apo Al J& HDL-C #% £ Z () H 44, I A
& 2T SCHEETIRE , A5 [ 52 IR R VERR IR 2
AR W B R K 45 0 e RO 1 e i MY L B3R
N B KB SG I R TR Apo A1 JKF R %
(OB Y18

2.4 LCAT &%

LCAT J2& 7€ Tk & Bl i — Bl i, 76 1 3 v LA
i B a5 Be R 45 6 08 AR TR, 78 3 PO ik
YEHT . LCAT W] LAZE et 5 1 Ak 52 1 A Ji i A= it i) 4
R HDL-C ¥ 25 JIH [ B2 i 4, B AIK HDL-C i 5
JOFL [ e T2 O [ s DA 40 37 1) I 5 i
FA P 5 6 5, DT A2 2 A/ 2 2 i 2 AL [ et )
HDL-C f95NE . AFVINEL LCAT $itZ 4 5 HDL-C
Fl Apo A1 7KV 25 BEAIA 56, O HMEEEAE T LCAT
A D, S 35N [ P R Y A AZ 5 I HDL-C AR
BT Al REE HDL-C B/ i —

2.5 PONI B&1%

PON1 J2&— B i JIFIE & 1 9 E EE e A A il , 7T
DAY E A0 AT 1 R BR . PONT Al figid i 7K
i R ok S A L] e s R e s o OR3P Bl 2 11 A
A, T RR P K A M i i Ak, BIFSE R B ALk
JE S TE B ko e A A0 T B b B OCEAE T, O i
NG o+ 1 R B R R S R AL AN A RS . AR
1M, WFFE 4 &30 PONT A] LAl 3 b s I, 72 214100 1
SAEFER . FTLATEMEBERE I, 7E 2 ML A HDL-C
FEXR TP L PONT PAF-AH, [RII A SSA Al
I 2% AR T A RS - S B2 HDL-C A fk
YERI RS, SEE R, MRFEAE /B 24 1103 PON1 7KF
it E APk 2 A ¢ HDL-C K fg & # P E b
R
2.6 PAF-AH P&{%

PAF-AH 2—FP HDL-C #HCH, i LIJK i PAF
sn-2 v B (1) S WESE S A, i ff PAF 43+ 2K 3% ,
PAF-AH & RE/Kf# LDL-C H i Bg v 19 S AL G 105 R
M- LDL-C %52 3 — 2 1 4k, PAF A LS|
A P 20 B P G | 1 o A A A e, O SR e
KL, PAF-AH A GE# o #0078 21 PAF A% 355 1 11 0
BRRAE N, PAF-AH 5 HDL-C ) HAth 28 43 Hp 5]
YERT, T ER AL LR 3P fiff G 52 4 B R g, e R I A
HDL-C %75 Jy 2 PRt A1 HDL-C, 512 PAF-AH I 1
TR,
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HDL-C X MBEAE A Z R R IPVE i N FE R
fif B A SR RN 20 i A AE AR - A A i A8 PN B
LR
3.1 BEER

IR IR YR MR BERE Y B 5 22 B
P R B UIE Z2 B (lipopolysaccharide , LPS) 5 Toll £
ZAK 4(Toll-like receptor 4, TLR4) 254, Ja s N iiF(5E
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SRR, TLR4 456 38U REELH WL, =4 K
AN A 7, 40 TNF-o 1 IL-6, 5 55040 i 45t 43,
TLR4 5 MD-2.CD14 FI LPS %42 (LPS binding
protein , LBP ) 4% Hiflb 7 {1 B #5 7T LLRL 5 LPS, LBP
ffk LPS [m] CD14 (9564 T3 53 LPS 755 1) 41
MOREAL S SR T B IR LPS i B RN s TR
TIUREHIMLE A HEI 6] LPS 454 8 A A 3k B
., HDL-C A0 HAth il 3% Jg 28 14 AT A& & Fd Al
LPS Fl#E 2= [H P 48 T i 8% BE B2 ( lipoteichoic acid,
LTA) ., 7EWEE & ILAE K B, HDL-C 4525 )5 A
LPS, Z i A HDL-C v 3 5% LPS Jr 89 5 B 4
Bi , A BARA TNF-o FI—S LR ER , 2tk
B A HDL-C B T 78 LPS Hrfh ZHEAE IS, i i it
PEHE LPS BT BR , K45 HOG e 5 1 R P EH .
S b M P LA B LPS 2L LPS-HDL-C &4
WHIIE A7 7E, HDL-C /) 32 4k bi %13 8 Kk 2 1k
( scavenger receptor bi, SR-bi) Z5& I/ 5 LPS By 4%
W, HDL-C i i X #h A . 2P i 40 HDL-C At 41
il LPS 5 T 19 v 4 bz 4 M 3% £k, f2 i, De Nardo
IR SE & B, 2RI AR HDL-C i oF v 40 g op
ATF3 [FRIE  IOZ ] TLR2 3Rk (5% 8 7
K F . (HA AR  HDL-C % TLR 75 5 (9 4 i 1)
PRIAE FAE RSN R iR N R 8 2T ATF3

Berbee %5 BIFSY & BRL, 7 1 56 Il R 50 7R AR BRT
24h J5, Apo C1 /NERAK TNF-a 7KF-5 Apo C1
IEAH 5&, 48h J5, Apo Cl-/-f4 /)N Bl 40 B % & 2
Apo C1 /INEURY 25 1, X F W] 2Pk B AH HDL-C X
BEREA PR AP E TR 5 — DL 5 S DL 2 ]
PEB LR E SN, A BY T 4 5515 3 X LPS
FIBURZ N . Apo C1 5 LPS 454, B 1k AT M A e
TR LPS, IR LPS 75 5 942 4 5 by, Bis 1 ik #5
PEFET:, X6k PR A AE LR PP BUS, 24
LPS B 3% s it Apo C1 5 LPS 454, I
I8 15 Vg 200 L 5 5 107 200 L, AT 2 00 2 4 i PR - 1Y)
Pk 7 A B SO bR A R B VR

Apo Al J&—Fh FE Y HDL-C W43, It 4 1E
Wl B A% O VE T, IF B e 7 0E 19 PR B AR
Apo A1 W] DhZ8d A 11 T 5 8 1 Bt 9 A B AR P
KIGANFE R BT C—A 1 DAL 1 - Al
LPS, [FIBHL0 il LPS 1755 19 5042 240 Jf 8¢ il 240 i 11
TP A, Apo A1 B FEAR T KR LPS kit A
HTNF-o FUZKF 25 T R B 2, 3278 Apo Al
AIREADH] LPS 5 E W4 B i 25 &, i il 5 e w5
P B e S R TR O SR 1 e =3 S B 2
BT, Apo A1 Y 3 BE 3R 3A (R BUMTE Apo A1 I

HDL-C 19 FF ) Al % LPS Fir 25 i fili A1 2 ¢ 45
fi. LPS 55 042 4 40 i X1k 20, DL & CD14 #E
JHF il e Rk g G4 B AR RN 2 2% B L E 2 R
FYEM .

LTA 7] L% TLR 2/6 3@ 8%, 77 A K 40 i A
T o i, % E] LPS Ml LTA Z [8] (4544
FHLL, HDL-C R AT B 5 SR-bi /A9 LTA 45Uk
HRT LTA A #E LTA HER
3.2 AT EMEYH AR K RE R R

58 20 2 e B A v ™ A 0 L TR 1 32 A
JiL W A L 14) R R XTI TR 1, R
117, VG 200 %) 9815 2 A & 7 A i Z I A R -,
SYOMETEAE (1 075 PN S DI RERE RS A B 05 . R
I HDL-C 2 200 b 4 S S 7 Fr S 8 7 (R -
HDL-C 2 3 . 05 200 R i Ui w2 IR T /52, A g 490+
LPS 5| 5 5 W 20 i 8 e S 2
3.3 ATHEMEINEE

Pz A B LPS A PR AN IR F38% . Wi
JIFiR  HDL-C 3@ 12 HE LPS (1R fire 2 FH400 i) 1 1 240
AR 20 L DT 1) 7 A T Dk 559 DAL A PN R A4 P O
AN FWBFSE W HDL-C B 280835 4 N
P AN RER IS B, (1) FI AN P B 200 i 1 2 FA
S P AU IRLAE AR AE SN B RS B 2P (R L1 55—
W, ZPERTAH HDL-C 75 RSN R Py 2P 58 RE 5 7Y
Hh X RE 0 40 B R 75 S 0 P B A G B 4
(VCAM-1 iCAM-1 I E-selectin) By ik, (2) &k
B A HDL-C iR BE B 1E PN B 280K v R B ook 41 i
AR ZRH B AR | 72 N B R 0T R LT PR 5 R i
VEE T 10 1 R SRR i B T B 4 i ¥ i R B ) 1) 22
TREINAERETE, (3)eNOS By AL B eNOS 7E /)
A5 AR R NO ST 1 /)8 1 A5 B4 ot 8 A3 1z 040 i
JHeBEAE ) IR B B O T L RO R
HDL-C J#47% eNOS LIRS T SR-bi 1) 7 2R i
NO, (4):#it e JEHT 50 3 2 A COX2 /Yy 7= A, H il
RN N I I BN e Rl OB v U B [ 2 5 )
g
3.4 RHIZMT ARABAT

24959 1) B i 200 1L A B i A 1) B 1 R 9 4
B AT AUH 5% BRI K B Ik
BRI, B R B 52 K (glucocorticoid receptor,
GR) T g 210 R 8 T A3 0 E A ), W B2 o 38 A i
A5 GR 454G, 3 GR M MLIR % 7% 21| 41 iy
¥, GR AE R sk TG 08 T-15 5 . SR-bi j&—F
HDL-C 244, 32 4 JF L AN 2% [ B2l 40 3235, A
HDL-C 48 HUIH [ B P o B 1 6 BOBE B2 5T
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%, HDL-C 5 SR-bi 454 J5 A . 3 149 25 bR Ik 5 0
Pk 4 B0 P A ek 7 UM R 4 R T, o A S 3 D e A
A, BT REAZ IR T ARM A B
3.5 EATAMEINEE

WRAFAERT 30 1t 2 Mk AR SRRk e BEHER R
G R AMA G| & — 3% B B 8 1 o0, 53K
F AR 5 A R 19 7= A N0 A A 0 BB
HDL-C #5357 22 B A R AT 57 . RE K 51
Wy Apo AL TERE A9, IFREII I c5b-9 &
FIVEAIIE G . HDL-C A Apo E 31l 45 & #MA
FWEARTF H, 2 5% KBEM, Apo Al Al
Apo A2 4t K 2 T I A A W 1 JE B R4 A 4 i
[ N AN A O e X N7 o)
FET,

4 HDL-C WlEKRPFR

JHeBEAT A8 BB T -2, SR AR IS T Ik B A T
JE AR bR — BB A8 IR 5 I, Bk
B IHA ICU By 89 i 3 4F e T4 R R 5% &
AT 4H HDL-C ZK-F- B A T A5 4H (P<0. 05)
logistic [F1J943#7 @ 7% HDL-C F1 APACHEIIFE 43 25
M) S 4F e 75 i BB 3 TS 19 2 AN A ST R e R HL
HDL-C 7K #AIG , APACHE ITRE 4385 i, 5 3 T i ik
# X FEWH HDL-C & —F A R £, Cirstea 257
XS RHEE MR F B AT I8 R B A3 T M LR
ARG M RE 105 WO 48 4% , HDL-C W] LAF 4 b 15
W Z 248 B DIRERERF L5 A3 AE 119 & ' (AUC = 0. 749 , £
HITE Y 30. 9 mg/dl, REGE 0. 716,555 £ 0. 690)
128 d FET-F (AUC = 0.818, i 1 # W {5 K
25. Img/dl, RELE 0.857, %5 5% 0.699) , 2R,
Guirguis %5 FE3E 19— 00 5 48 5 H7 H E [ Bk - 5
JHeREIE F Ak Z 0] 1Y O R 98 & B, HDL-C 7] g5
WEFEIE 1Y & 4E To 56, LDL-C 7K F-<3. 49 mmol/L | 5
T RAMEREARE , 3% W] B8 A2 R A 10 9% 356 B 2 4 )
FEAEMEPERIE A 3 HDL-C fE18 M RIE RS T &
AR YIRER VAL A, TR LRI VEF . — IR
MEPERE 5% & BT RE 28 18 i HDL-C ( Dys-HDL-C) 5
SOFA P BAG WA (r=0.23,P=0.024) , 5t
T4 LA 41 Dys-HDL B 5 (P=0.016) , #2511
(1) dys-HDL-C 7K~ 55 R BEAE i B vl 1) ™ AR
FEE S

5 HDL-C B8 R =

I Apo A1 H F K Apo AT BADUIKH] LAY A Bl
% NG A 1A U ] 9 ( sSHDL-C ) 18R 41 v 285 B i 2 1

JH [ B (rHDL-C ) j&—Fh 3% HDL-C A= ¥~ 1 P 1Y
BAmg . BT HDL-C Ry PEAE 09— R IR &
A v % R R AR (fHDL-C) &R 48 M fa v
Apo Al ,Apo Al Milano ,CSL-111 HDL-C E‘;Tﬂﬂk,ﬂ
DS HDL-C %) o3t o R A A0E 2 i, 90 ol 400 i
A+ TNF-a, IL-1B8,IL-6, F i CD14 HAZAKF-,

ALHEIR YT M 100 A5 9 55 B Bl PR X 7E PN 1Y
SN PR A 5% % B iy E sHDL-C Al 42 5 18 26
HDL-C /K, B 38 P B2 D g, w20 o /Ml B 420
fEBERT HDL-C 7K 5 M B3 0E J 8 1Y AR A7 26 52 TE AR
X, HDL-C B ARIR YT T A e 5 A 5 A 4T 40
B, RNRAN LG 34 B HDL-C A i 4E 35
5 BRE1A) 5 A TR 30 2 L [T T P 2 o T R 30 JE
PER 1 B BEXTHT 4 AL

6 NG

HDL-C " REAEAEHE LPS/LTA fi#35 40 B W2
ML A& A 5 I A ) 000 4 P B 4 3 A L IR MR A
D5 T A A EAE T, v] B X e B AE P K T BE B A A
LMY VER . sHDL-C K rHDL-C £ 45 1 % 13 2
5 IR SN R T 5 RS 1) 2% B ) B B A X AL A4 1 95
i, FI,tHDL-C #1 sHDL-C ELG A7 MR oE i 3
(T 7, RERRA AR E FE T, A3 M I R TR YT I B AE
HOFIERE Y
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