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[ Abstract | Lipid is a key cell signaling molecule. It is also involved in the regulation of many important
life activities, including material transport, structural support, energy conversion, cell growth, differentiation and
apoptosis. As a subdiscipline of metabonomics, lipidomics is an important approach to comprehensive analysis of
lipids metabolism. Through analyzing the lipid profiles under different physiological conditions, lipidomics research
can indicate the changes of the lipid metabolic network and obtain the lipid-based biomarkers contributed to the
changes. Many studies have demonstrated that abnormal metabolism of lipids is closely related to the development of
respiratory system diseases. Using lipidomics technique can reveal the changes of respiratory system diseases-
associated lipids, find out the abnormal metabolic pathways and identify the biomarkers finally. Thus, lipidomics
have shown great potential applications in the early diagnosis and development of disease, as well as the discovery
of drug targets. The paper summarized and analyzed the progress and prospects of structured lipids and signal lipids
in bronchial pneumonia, asthma, acute lung injury, pulmonary fibrosis and other respiratory diseases in recent
years. We focus on the structure lipid including phosphatidylcholine, phosphatidylglycerol, sphingolipids, and
signaling lipids including eicosanoids ( such as prostaglandins ), thromboxanes, leukotrienes, lipoxins,
hydroxyeicosatetraenoic acids, isoprostanes and so on. Take together, lipidomics are developing rapidly, and
analysis techniques will also further promote its research and clinical application.
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PR NRN A Fi ] 7 Bm B L2 — B, AU
HRA YR EZ R, B SiE 2 Al BE WAL, 8K
27 SR AR 2% 0 — [T 2% 43 3% B, 2003 48 [F B 1 1E =
2 G B2 27 (lipidomics ) B HER"", IR 58 4 9 BF A 14
A IR AT F RN DR AT 7R B 1 5 28 35 Rk TR 2 3k
SRR VER o B8 BT 24 1B 5E B AR S R 0 2 A
ZHER PR A B 0 i 2% i T AR BT Y e 3 B Ak o
A, T 2 2 i 2 4 s A A PR G AR 45 1 S 6 B b 5 i 2
HEPIRZ AR R, — L SR ANEIT

WEAT: b T B8 B 43 7 45 1 19 22 REME R 2 1, DL ROAH B 43
BT B (0I5, A AT A 4 1 i o B JHG A3 ) 8% ke 2 8 1k
PEM RGBS R AF R BB A i T = F Bk R,
R 3% B H R B, S B BT R Ge o B R B T R
SRR AR BE T e BT 2R R

BIRAC I A BF 5% L B0 4 K LA AT B 51 i
SUNEAEALAR T i 4 A B LA SG AL 2 A, O & B SR
B, S0 00 g 0T 5 22 o 09 AN Bl IOk A e B R L IE JRE SR
BT 7R o T R IR 493 L 4 R JIE R LA R R R A R R A
WA UG . BRRA AT IR R 3R 45 5 0 1 BF 5 22 4 R
FRMEE T, B2 BE A2 10 & & B9 & 0 OE IR R 585 R
NG 2RI BAE G IR BENR S BE IR R AR K HF S,
AR SR RG BT SR BT 2R 27 7E W IR FR G0 5 T I AR G 0 T B 9T
R 2R
1 BERAFMNEE

B I3t 41 2F 0 5 1Y P9 A S A 4 B T B HL AR o A
AE T e S AR (LR G B AE  LHE  L) ( if
B A I AR B N 4% A = K T TR AY . AR AR W 5 A M TR A
AN, B T 4 2 76 B 2 W 5 v (9 o7 1 3 B 4 95 00 i 2F WA
YT R 12 W 8 4R AR B R E 25 R S R e RS
Wi K SRR P Ve L GBI 5, W5 © &k IR o AQ 3 25 L
H5Z 2SRRI,

2 fERAE

Jiff ¥ =% T8 135 4 497 BT ( pulmonary surfactant, PS) 75 4 5 1E
WM RE AR % AR, PS &% 90% M lig B 4, R
GYh 2 R, H— B WSS A B A T e B, L W g 255 K
RS SIS, ek e AR B2 L PS IR R R 4
DU J2 22 b 218 M 0 W R 0 5 s 1) 3 () o, IRLER T 5 SR
A6 PN 43 I B SIS A 1 T AR A Ak 2 S B AR
IR 28 G850 R L AR R T R A — R AL T B
2.1 WS EEA A% ( phosphatidylcholine, PC)  PC J& PS [ &%
FENAY . BENEEEVE T T PC AT A= J03E T A T 0 U il Wl
JIB % ( lysophosphatidylcholine , LPC) . LPC E.4 |2 (1 % i
P, A5 I T U 1 AR R R R R AR 1
B> T 0 S Yoder M %85 SR W T B 4 R
(liquid chromatograph-mass spectrometer, LC-MS) b %5 43 #F 7
Bilug Wiy FR AN 8 Bl fd BRE AR R 3 MY 3R I E vk W
( broncho-alveolar lavage fluids, BALF) $£ 7% | 45 5 % 90 v JiF i
Ty ReH 15 g 12 Wi £ % LPC(16:0) Al LPC(18:0) B & 7t &, In)
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8 {91l it B JLRE AR o Xof BB, SR I 3 32k 400 A7 B AS 1 i A 3
BB S R BALF Py PC (16:0/16:0) #1 PC (16:0/
14:0) 75 2P I 153 473 I 358 35 WA A1 L AR 2, i 3 T f9 PC (181 1/
18:2),PC (16:0/18:2) ,PC (18:0/18:2) W& F &, X4k
i 55 % G F) 2 A by I 3 A0 R A 0 B 4 8 i
A, B2 W T S0 A RS 4 TR ) A8 A, A B TR 18
Wi FIVA YT o Guerrera T C 4532 I 5% 4 2 07 B 3R T i 3¢
Jikt 55 A I 30 P £ 24 Ak vl 0 000 2 £ A8 A I A M F 4 A Y
5 ML) I8k 2 A Ak 5 WS A 33 31 9 TR F 3 IR 28 A8 B B0
T R 0 L, 200 T A T P AT R SR PR e B S K A 4k
PELFYE AL R 03 P 2 B PC AT LPC #5535 B A, X % W 1i
5 e Bl A I 0 7 b X I 0 1 2T 4 o 72 o R R A
YR TT R TE D A

53—l T EE ) 40 M B B N 2 AT 2R W R U I B IR R
(lysophosphatidic acid, LPA) , & 54 I T 41 a2 if 45 5 1 9
G ZE 18156 37 1R (LPAL-LPAG) o 3% #% B8 1 i 32 1k R 45 2
L2 T RE . LPA B 48 A2 58 1E A DX ) A 982 6 AR
JEL 9 240 IS [ T S5 o 7 O W 2T Al o I 4 47 25 5
o, LPA 5 T i Rz 200 4 1 8 £ D9 48 S5k 200 i 1N 1 1)
3% BT 18 8 48 9 2 I, 1o T L 9 o 4 R R A, 8 O i
b B MR S B B 0k BB 45 ) . Montesi S B 45N 3 i
LC-MS 37 T 11 A Jili £F 2 £k £ 3 1 1005 0P 1 0 5 Wk
(exhaled breath condensate, EBC) JIE Bt £ 2% , o 1fiy 3¢ o % &
13 Ff LPA (RS 2 0F % 4 6 W] 1 2% 5%, i 1 EBC % 52
9 A LPC, I H LPA(22:4) & 3 455, w] LI S il 4F 4 4k
HEJE 9 A kR
2.2 BEAEEEH M ( phosphatidylglycerol,PG) PG & PS 4
AR T PC I —2RPR BT PG 78 Z Fi I W 15 95 Ji 44 Jgk e rh
YR ETEMIG YT VE M . 40 PG REM 1 1 B 75 B 25 S5 A
T 75 42 W, AT A 0 59 48 ek A e R e 1 R R PG AR
AT TLR-4 {5 5 38 B%, BH Wy °F 1% 38 & M #%§ 3 ( respiratory
syncytial virus, RSV ) FiFfF 8 b f 40 20 {5 PG % 5 10 45 %%
I ] 767 11 460 %, il 300 o 07 o 7 R 1 . PG A i R A
1H DRI i ¢ S 54 e JOT B8 1) TLR-2 A 5 9 48 i S v
Seeds M C %" 4 18 43 06 70 B I G A, A 5 1) B I 10 /K A
IR PG Y R R T A 22 O I 30 45 A L B E
FE P Z, Almstrand A C 451" % B 0 5 | 2 1 17 W 1825 I
H A IR F A A B 56 T A 2K i 2 b A R A g B
B R K AH PG & hk B B s 1
2.3 /5 (sphingolipids,SLs)  SLs Jf& — & LU 20 B 7
B ZHE R Y, 538 B 5 BR (sphingomyelins, SMs) ,
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§50% I8 ( glycosphingolipids, GSLs ) Fl #f 28 Bk i ( ceramide,
Cer) o Hirp, Cer J2 5 (Al B A IR , th 2 & BT & 2% $5 5 14 3
FATIR . SLs 740 N AS 5 5% S 5 08 1 ob (9 1 3 S B 5%
R 32 B T, R W G -1 R A 4 R -1
BEMR (SIP) AT e i Z I AL W im vE s g . S1P 38
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2.4 FAEA R (eicosanoids)  ZETE/E R 2K I & — 25 0R
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TR, Q0 B0 HE e e I Wy A5 38 T 5| A A AR Y 0 R AR gt
W R AR LA R X R 2 A A R A T 4 A AL
% 2 45 98 i 0 I A 2% B

2.4.1 FiHIE 2 (prostaglandins, PGs)  PGs J& 76 A4 DU 4
B2 AF TR LA 8 R AT 40 B B FH R B B 7, R 4 i
B\l 2% 25 B I R AE ML (9 FR 1 L H PGE, PG, Z1 2 L R
M, PGE, e & RFEE , HALEY K, b
0 3 R Al TR 5 | A ) S RS MR B R L I T S S 4
AU AN 5 IR Y L Fritscher L G 45> SR Y A 6 R 3%
TR A AT T W Wi R4 4 BHL 2E 1 it % ( chronic obstructive
pulmonary disease, COPD) EBC H f{) 25 Fft fig Jii /i i , & ¥ A
J % O WG AL COPD (B 5 K 9 PGE, 45 5 g It i 25 Tt
w5, LXA, 45 4 FiIg B 50 3% M A% . Kontogianni K 457 46 ) 5|
W A 22 W FR PR R Y PGE, W1 BT TR W AE M
Zaslona Z %57 3 it ST G HEWE PGE, 3 B4R F T 40 F Y
EP, 22 4 ok 10 il s ffc 1 02 Wi 94 ¢ SR BN, 3% B 3t T — AN Tk AE
(4934 7 R i R 0 5 o Tvanova V45 Y 8 % A PGE, WT LU
R A6 2 b Rl I 2 2k 4k R JR M G 3 N Rk R R
iE 4T 4 A6 5 0 It 2 45

2.4.2  BEIESESS (thromboxane ) B 1L W be 28, BRI
MES, FEA MR A, (TXA,) FIlL#HE B, (TXB,),
TXA, Y2 )+ o 58, W R % L TXB, . TXB, &
AW A R RIS Y 115 A TXB, & & H
FARIL TXA, #9 Bk &> . Ramos-Ramirez P 25 i jf 5
R I BRI B A B0 R R R, 5 SR ke BRI 5 1Y

SIE RN R TXA, (SR Y 2 3G DL KOk 41
f ¥ T TXA, 4148 R i 3 TgE 43 0 51 8 52 <A B %€,
Igk & flk =, AU PH ZEFE B T ol # 2E1X 08038 I A
Wi FE% % 14 T U R 48 RE R R TR AR T, TXA, A%
PRI 25 Ak 5 e i AR G 2 A 56 Y L A2 COPD ) — A fE
PRI %, An J 42 4R B B2 52 T 7 00 5K 5 19 K BRI BLAF il fif
4 TXB, B 300, 7] B P A AR bR 20 0 b 2 3 % 36
SRR T 45 T TXA, % UK 55 40 RS 0 B2 w2
2.4.3 474595 (leukotrienes,LTs)  LTs [ 7= A B S 4R ¥
T B 0 R 1 R AR 5 LA T O AR LTA, . LTA,
AR E , 2 LTA, /K ig/K it i LTB, , t o] 76 LTC, & i i
W7 T IR LTC, , # ik — 4 AR 4 ) LTD, ,LTE, 4, LTs
B R A B M B, TR SO T PR A TR SR
T LM 4, B840 I A3 R S B A W, etk
RN, BIEE A, KBS B R B RS
WALF RAEWIE & RS ], JoAR ) LTs AKE | FIEH #.
Motaleb G % L% 31| 1 Wit i L 2 2% 45 16 JR o LTE, /K 5 1]
B Th G, HLARA i AL TgE i Th s . Celik D 45 % B LTE,
HEARFE B B EBC BB 5 IE W &, 0 78 WG B iy
R WA 0% e 3 22 1) 9 B 0 25 5 00 LTE, MG PR B LTD,
HITE G 08 2 O R A DA B T A 0 e e R Y LT
RS2 i B e A G g BR R R i EE R M BT, RSV
YRR R RS B A B9 LTC, & A mRNA )
Pk, TGN LTs (4 BEHL, 45 T B2 B i R A Ge #0 ll LTs
R Y AR A T = R HE BN 0 4 A
RSV ke 5| 9 48 4 2 I A v R BP0 B =
TE 45 b 98 V05 2 5 BL ) v 1 10 P 0 0 5 L 1 =0 2 1K
G0 5 1 22 Fhopc i 1A 7 3 PP 0 S8 B 7R A €
2.4.4  JI§%F (lipoxins, LXs)  LXs J& 7€ I§ 2 0 5 4 vk 4
S8 ) A 4 G A L 2O TR B G TR
Ak A8 25 I s R T AR B B, B B 46 LXA,, LXB, , 15-epi-
LXA, fl 15-epi-LXB, . LXs F A4 it 4 Fl {2 ok 4 %iF 34 18 1 1
.2 58U G R B . Scully M 2 5745 38 Bl i .9 7 5 5%
{19 o P i 453 4% RRER 480 R G S 3 T L O 8 S LXA,
TR A 2290 2 M IR 0, DTG 8 A B 00 o e B L R
M RS B LR P R B LXA, AR DY XA,
AT PR T 0 T A 200 L T B N4 6 2 A L 4
205 7 2 SRR AR, L I 0 e 3 W ) 8 i
VI 52 R, 2 T 7 I i L 3o 0 95 9 B0 7 1 >

2.4.5 # 3 — Bk W4 R ( hydroxyeicosatetraenoic acids,
HETEs) HETEs J& i1 46 4= DU 0 2 18 38 7= 4 (%) B8 52 38 g 15

R, FE LR A M R A A, DB & 4l i 8 % P-450 1 H

Fer . ARXEAGHES L 1S-HETE %, BL& W% S 10

A 1508 A A A AL A DU R AR I 15-HETE , i/

I 3l ik e 4 A0 T M, 3 T I S K R R R 0 R0

Mastalerz L 45" 5% FH i3 £ R 40 H7 027 it fR 2 EBC o (39 2K 46

AR, KR 5-HETE I 15-HETE 4b, A K4 Ko 7
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75 ] ] DT 0 i 11 S BT m) DG AR W 2 E) O W 3 22 S, R OR
S-HETEA 15-HETE A] LA S Baf ] IC AR S8 P 12 i 4 7T 5 A=
WARicw .

2.4.6  SFHISI%E (isoprostanes) Sl 51 e 2 Al i 4 L 9 1A

H A S A AR A DO TR ™ A 9 R B A B, B WA S — T

it 0 5 9 4 A BV ORI Bl 5 e 4 Ak 45 3 4 SO ST A B 48 A

RSV YL n] 5 -G 106 1 0% 9 P B 7= A, TR IR B AL R R

35, AT 5 | 7 il 368 ) 40 A 2 38 B 7, T 4% 3 B A AR A W B

LB I P ) EUK-8 B EUK-189 J& 4t % Ak B8 1% M 19 5, 41k

IO BORR AT ) 8-S W H e U WA o o e i 4 A A

IR 9 A R S | A Y RAE VA K, Zhu D AE IR GE

TE 0T BREH A L, 4 A 1 I £F 4 Ak 58 35 0 % R BALF oy

8-S HIF Kt B T, R R TR AR IR IR K A TE B R Y

X

3 HESRE

WP Wl 25 9 0 FR) o A e e 5 R AN A 36 B DD TR 2%, LA

LERRT AR R R L WA SCRE BT, R A ) R R AR AR R

oK HE A5 R B 1Y Jig BT b 28 AN W K, S A DG B 1 TR (12

W AR T AL TR I U7 IR ZRE TR ORI R R ) o AW

I B AR 2 F HTAR BT 20 % BT 90 A9 %0 R 3T 4 f A8 BB B3

185 43 B IO T B R Y A R A A5 AR S E 1Y R B 4 R 38 R B 7E

NG 22 A OCHUR R I — g% . R BT SR R

T WF I AR GE B Y DF S0 AL TR AP B B (H A ALK (ZH 20 K

UL, R, FR W, BALF ,EBC) | 4 Jfd LA K 7 200 Jfd 7% %5 5

e K ARy 10 A 4347, LA KR I i 26 ) g 5 4 38 9 4

W58, IEFE AW A e o IR, 2 Gz AU 4 27 R A2

B ST 2 24 A5 D v AT BIF AL R ) B R R R 8 5 i U e L

il i o BT B, ASTRAUZH 8/ I B R R A SCRER B
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