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Abstract

CD14 (cluster of differentiation antigen), the re-
ceptor of LPS (lipopolysaccharide), plays a key
role in a series of responses of the body immune
and recovery system. Membrane CD14 not
only recognizes LPS, but also induces tyrosine’
s phosphorylation, transposes NF-xB (nuclear
factor-kB), triggers the release of cytokines, gen-
erates the oxygen free radicals. But the soluble
CD14 competes with membrane CD14 in bind-
ing LPS, and mediates the response to LPS of the
endothelial cells and smooth muscle cells which
do not express membrane CD14. In recent years,
it is demonstrates that CD14 plays an important
role in the pathogenesis of alcoholic liver dis-
ease.
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& Zn e 5 AR 14(cluster of differentiation
antigen, CD14)% A &% fig % #(lipopolysac-
charide, LPS)& & Fe /1 4K, AR B
B R 3| AL ) — R 9 R AL B KA e AR R
20 JUBECD 1437 A LP SHF 7| A2 4m oL B S BR A BR
A, # B -F(nuclear factor-xB, NF-xB)#:1x .
fil & m e B TR AR A WA F A MR
HCDI140] 5 e fuBECD145% %45 4-LPS, 5t H
IR EEBECD1489 P 2m R Fe T IR L gm e
*LPSH#) &, L F R K I, CDI4L BRI
T b K AP P AL A .
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T9RS 1 9% (alcoholic liver disease, ALD) KK
WL R R S M S OB} it 350U 457 3
PRI, B0 HG IR I 5 7 T (alcoholic fatty liver,
ALF). XY %% (alcoholic hepatitis, AH) &
RS PERT A4k (alcoholic cirrhosis, ALC). ALD/&
Kk EFIHE kL (liver cirrhosis) ) 32 Z9% R (Y
80%-90%), th & T L AL T = R AL 7R 9
%, ALDf H# 2 it ALDI™ 451
il 2 U7 ), AR AL, CDI4/EALDINE
Rt EELVER, BRI T-CD 14454 . 1)
A A LR IR 3 SO 1 26 52 B A, A SO
CDI4M g R Re. SLPSIHZ& R4 RN (E
TAEF UL RIEALD R A . KR AR AE—

1 COMUNBEERFRE DT

1.1 CD14%#4F & dmtCD14 I RAL T NS
SRR 5q23-311X, 3900 bp, i
3TSANEIERR IR 1, AHX) 70 i 455 kDa.
e E LA AE R N-A i w7 52 2 R 1

[ L )
A
(ALD)RZ R ¥
B, XKERAEL
b4 B 84 4R
BT ST IR E M
JRE, IEHME
Re W5 BF . VB AE M
FF K BB My AT
AL, ALDR & ik
B RAT ALy £
IR B, bR F
FRTHEEZR
B . ALD#) = £
HR ST Eme, &
F R X ICD14E
B KT % 6
BT AREEEN
YEA.
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WAL A 0%

B 47 % TCDI14#F
Reg ks EEE
+ AECD14%4 F
A LPSH % 7
k445 %, CD14-
LPS# BE45 5 4%
S Fotm o M AE 5
SR E T E.
W % oy BT G AR 5
CD14E£ALD#
KA. BB
PRT EZWME
. B A SRR
# P A TCD14
w e NAE 5 45
Ak ALE
ALD ¥ 5 5 AT M
A5 g BLR

AP CD14% AE AR N AELE B FRE 5K,
JEi 45 &4 CD14(membrane CD14, mCD14)H1 ] %
PECD14(soluble CD14, sCD14). H:hmCD14/&
— PR 2 R A 55 kDaf RS IERE 2 1, LA
WEIEE FRWEALEE (glycosyl phosphatidyl inositol,
GPDHiEELN K. CD142 /> AT
e st —NRLPSE A X, H— M en s
LPS-CD14 515 545 30> FAH EAE W IX I, 5¢
JCD 14454 LPS K e 41 a3 2 5. mCD14
A R4 AL G 3564 R FE R ik 3 41 1 i %2
JORE T — A EH 192 o o 8k 5 21 . 1) S 3 22 B
BERIRR, AR 2 O S K M 22 ikEE. sCD14
o — R, HEAME W SmCD141) &
T4 FE A AT A, {HsCD14ANS 45 GPISE F, i
FHX 2 T R mC D14/, 448 kDaZe 4757,

1.2 A5 5% mCDI14J2 H& A CDI4REK K
AR ERA, FATR s B AR R
ZIKEE, 7SR IEE AN G, ORI P
SP145 4, FEHPIRIBE G & 2 15 4n i 5 34 B2
Ji. sCD140)E b FA% 40 i = A= SRA% 40 i = A=
SCD1411) 7 20 n] BEAT W B (1)28 P PR PE B S
(FH 2 1 il B I i R 4E), AT m C D145 il (I 2
PUSS) BB, (2)HCDI43E R 5% Ak
ICD14%5 1, ANHATPILEE I PIfL, E 5l
LT ™, mCD 145 0 A e Azl e .
S0 it R AR S 40 i I 40 B T, 4SS e A T b
FEA PR /BRI R SLIR 40 M A B AR . 1
M 2 40 ffd(endothelial cell, Ecs). b 2 4ii sk
THNUR R I m CD 14 1) A7 7, 510110 86 5 4% 40 1l
FE AL AN U £ AR IECD14", sCD 1447 7E
TIEH NS GE) T, KT mCD14
L M VA B LR A W, L3 S B 202-6 mg/L,
17 MCD141199%.

2 CDVARYEMZTHEE

2.1 EALPSZ 4 CDI141 B IRE L4/ ALPS
(K32 ARAEL PS4 45 85 1 (LBP) M B B R 45 4 LPS
5 RiEte. LPSHlH LR A ARMER Y
CD1445 4. Hi, #ENCD14 F 545 5LPSHX
(DX AT . EIERRST-64, 39-44, X EE[X 15 [ 5
¥ FELPSH G e )58 e 0 15 40 s AH O
(KX I ZIERRT-10, 9-13F191-101, I pRix st
X 45k JF CD14 M e &5 A LPS, {H H 30 40 1 1) fig
F132 KB Muroi er al'" "W £ W, RCD14%
B35-44, 151-153, 235-243, 273-2757ELPS& &

REFEAVE AR R T EEA/EH. mCD14Y
sCD14m AN A& S5 LPSH EAEH, S84l
%, HmCD145sCD144F N LPSZ KA E A
[ 10 28 Ay i s FE0), LP SER A % [k 4 g gk N\,
G, SLRVSLBPE 4, JELPS/LBPE A1)
LPS/LBPE &bt L 4 PR A% 41 g R [ m C D14
IR 454, mCD14—J5 HALBALPSAE ., #il
B AN S 2 WATNF, TL-21%6 41 I 7, /v
T FRA A (U 8 5 SR ) R B (A )
RN oy —J5 A5 A% 41 55 6 LPS/LBP &
G EAE L, TS BRAELB P LS 1) 2= B
PR AILPSYL. Tsan er a/" W E7R, ZERE
WEA B LP S F I TNF-a, S AL I Ak il
(manganese superoxide dismutase, MnSOD)[#]i#
I HmCD14FITLRAFT /3. sCD144EY) 4 1%
PES5mCDI4AHL, R IF 455 LPS-LBPE 54,
FELEAH N R AR AN, — AR IAC D141 41
M, B anEes ~PIEULA . BT 4 M, T
sCD14k/ 5, sCD145LPS/LBPE A4k A 5k
HEHLPSE &, B E A YIEEILPS/LBPR &
W), FRLPSIE BB 4 Eesy bR ANss. W%
G I Bes 4 L rT R BIL . AE KN, %Mk
A, HREFM DT, S5 RAE RN T L9
. sCD14 5 LPSI 45 &, ikl /bLPS
5 mCD141) 456, 5 SAZ% 40 i 55 1F) 48 i Js2 1.
sCD14UR S8 B S iy 1 1E 0 ML AR PE N, Bl 43
PUHILP SO HAZ AN L. B WA B S AE L 4
HITNF =4, X 0] fEAE 1 TsCD145a 4+ 1 5
LPSZ; & il REJE 1 TsCD 145 LPSKIEcsHl i
I EIE TS, {H#EsCD14 5 LPSEXLPS/LBPE &
Mg Ay I, S R E A0 RS2 AR — D A,
HLPSTE I, A FLPSKEcs 5 FIRIEAE M, H#r
W AN B .

2.2 A H AT 024k CDIAAUELPSAZ
s, TR Ay 2 G B BH 1 4 R A A )
(152 A, 0 FF 45 G 23 RO B 00 g s BT A H
#& B B (lipoarabinomannan, LAM)!', ¥ % %
Y1 T 40 I B B -k B B (peptidoglycan, PGN)!™
FIEBE RS (lipoteichoic acid, LTA)E, J0H Az 40
i, 5 R AW [N Chiba et al" W 7% 45
RIEELW, CD14/2 H #5045 5 5 1 A(mannose-
binding protein-A, MBP-A)[1—F# I ECAA, H
MBP-AF AN H FICD 14 LPS A L.

2.3 YEA EvEamin g 24k CD14J2& B4 i FiR
IR W ] T Al L ) 32 AR 2 . BT,
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CDI14W] GefE N —AME 5 B0 40+, R sz 4k
UkMASZ A3 (complement receptor3, CR3), #MA
Z{k4(complement receptord, CR4) &G {5
5, T M TN XA A TCD 14
(RRF g XA, LI AN X 5 LP S &5 & 1) X ek %5
PIFHSC. 2R, T4 B AMELPS, ASREHET E R
A1 R T 20T PR RS SR B, T B
HFRCD14%Z AR ] 5 s (LPS) K A F o)
(R T 40 o)A EAE L, 51k i 40 i A AN ) 5

&[20-24]

3 CDUELPSEREESES

KT CD14E5 AL T 40l % . Ulevitch et a/™
HCD14 FIILP SIS 5 16 S HEH T 34
X B T PTG 5 2 AR, R £
ZA&: LPS(LPS/LBP)5mCDI14iEH; 5 H ik
{55, M [ (transmembrane protein) il
mCD 4GP Ja K455 5 A3 240 i py ;55K 11D
BT Y LP S A4 j& —Fh Z (52 4, H1 3=
AR LS4 0 AT mC D 1AFI—AN B 4 8 i
FfEEAE S, B AmCD145LPS4i & )A,
mC D143 i 14 84 A8 5 AT L P SR 5 AR
SO TAHEAREH, A S NPy, B
11142 HHCD144F L P S % H B S A5 54 1 45
& BRI B2 CD 14 ILP SHE 5 W40 iy
RIS ) 45 G iRt T A RE. BT, T
WG S0 FHE T2 RRERED. X
PRI R A CD147E 40 s SLPS4S & bl d 22
EH, R SR HFEAMIE L. K25
BN BRI R, CD14%AT I X 5T P Bk,
AREHEMAE AR R, LRGSR
THI 4312 5 s 22,

4 CDIAELPSBIINIESESER

HHT, AT-CD1440 M N BOE P4 P Rl 42
R34 B BEILEE (phosphatidyl inositol, PT)ig 1% Fl1 &
1% 2 BRI ¥ (protein tyrosine kinase, PTK)i& 1%,
4.1 BRRgBLLER 1242 LPSHCDI1445 4 5 il i H:
FHLHIE % HEEC(phospholipase C, PLC), 1L
Hnf T GEE A A S AE 2. PLCEAE B
PR LI A 2 s H 9 — B (diacylglycerol, DAG)
1 = FR L (inositol triphosphate, IP3), DAGHI
P35 55 FH I lEC(protein kinase C, PKC)f13))
P 857, Tl DAG-PKCHIIP3-Ca” Wi 451457
A — RGN AE YN o PR CAE AT #E 2 1%
DAY Tl 1 A Tl TR A 1T i A, 9 A T T TR A6 A%
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% 8 A -1(activator protein-1, AP-1) iR 111 2%
FiE Ak, 1S I AP-15TPA X N 7o/t (phorbol
ester element, TRE)45 & ¢ HEFE R ZRIE, (e 8E40 i
ARG, 41N Ca® IR FE T {3 Ca™ 1
HER AF A AR A B B DU RE N SR, AT
PR RN AN, Yamamoto ef al* ik
hy W 91 1% I (phosphatidylcholine, PC)H 7= 4 )
DAG/ZCDI14/ G IILPSHIE 5 | N F-k BiF 1L 1)
LA, E A LR EL(CHO)/CDI441 iR /ELPS
(RIS 40 WD AGZKF- Tt 1, JFIENF-xB.
40 5 R HED AGRAY B A R I PLC— ik
W ET I, LA LPS AR Bl BE A NF-x BT,
FHPC-PLCHIHEEED(phospholipase D, PLD)If]
FE SRR A B CHO/CD 1441 g, JLT-5¢
AANHILPSH D AG)™ 4= FINF-« BT, #)
Fit et al® W0 R IR, B AR 0L UL SR S e 1 i il
C(PI-PLC)REM i MK CIFIC D145 1, BHIE
LPS5KCIH 45 ¢, MKCHHE. A CD14
mRN A (1115 LA 1 2% AP TN F-a ATTL-6 55 41 i
BRI~ 1) 7 AR RO TR — & I H.

4.2 B O RBHE(PTK)® 2 PTKRRA 2
CD14Z AR Mo N A5 S AL 1) ) — B2
B, YELPSHIIR LB, —LeRE 8 B lig 24
TR IR AL, WO (1 73 2L I 35 A0 2 1 I (mitogen-
activated protein kinase, MAPK)i& 4%, fiifk4% 5%
[Al~(transcription factor, TF) & A= WM A0 2410,
P SCEE N R A 3 IA. Schumann er a/PY i,
P TR FIHI 57 = F2 38 57 %5 il (Genistein) g
BHMTLP S5 1 4l L ons 5 4%, X e Ui ], Wig
IR AG A T I RS 2 5 T CD144r
TG S AR I . P TKAE 40 I A 18 AH B
A 3 1ok R T AR, (R LA D) R AN T
R AEWPTKIEIR AL 1) 8 H B, 39, 45 kDalf) i
FIUTRHEIESSAMAPK G 51 . PS5 A% 4l
JEAFIMAPK SR — L8 18 61 (R 5 p42 1 p44) K]
kSR IR A, WOE T R 4E iip38 MAPK, £
sCDI4(74E I, LPSIAE A K41 (MM A PK K
(RErk-1 (A0 S AME 5 8 5 - 1) M p3 8 & AL PRk
% R i1k, £EsCDI141 N p38i Liivit
R 5 0T IAE A LS8 A 5 75,
A i 1 1R ZE C D 1452 A4 B 5 1 40 i P 2 1
PG 5 A% 28 ] BeAH T S B 2Nl k. i
T 3K R (1 2K s AT AENF-x Bi%5 311
R -« BRER AL I (inhibitory kappa
B kinase, IkK), {#1f51-xB(inhibitory kappa B)%&

| BN
K H R G
W4 478 7T CD14
ML TRk
AR5 SRR Y
BESHES, @
A RERA R
%, VA% B AT At
FCD144/ALD ¥
oy AR A o BT R i
o P B 25T
ALD# AT I,
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iR EE

B #CD14/£ALD
9 7 ax Fe BT
F2 9 0y 4E R AL R
Moz B ER, K
CD145F155 4%
Fi 2 HALD
PR RIS
PR A B AT AR R
W B B2 —
KE ZEMER
B3 EB CD 1442
ALD¥ AT £&
WAYE R, BT VA
PENEE RO N T
#FFCD14xF
155 45 5 R A4
ALD W &, Fo &
K, #tm AR
ALDFFREE Hy |-
%] 64 & 1%,

WEER A AE 1, WERR L I T-x Badk ifn 12 Ak, it
1152 21 8 (A i /MAAE 5 350 BRI B %, NF-
kBt BINF-«B/I-« BE A4, M4l # A A
A%, o 4 TR E I H IR R BB A, A
T S P R 57 NF-«BAEWS 13 502 S
Tt 98 REAH OC DA (W B DR Rk, 51k Ho 8 )
IV 22 Bh 22 M 2E V. BRIk, CD144y ¥ J 3L
15 5 W PR AEN LA ) s SN JNE S B i
1 2 T B E H.

5 CDATEEE MR R PEIVER

T RS it RS JFF 53 43 (¥ WL A 22 i e B0, o
—ANEENEFLLPSI KR4, Wk S
S0l 8 RN Ky 1 (BLHELP S) ()l 37 M 5
(] INF P IE X L P SIPVE B gz, A il - (L P S
f. LPSA T B4 T 4 iy, SRRt
JE3% i 41 (Kupffer Cell, KC)$F 732 4ACD14 &
toll#f: 5% {A4(toll like receptord, TLR4)4: &% 1%
il ISR N4 AN = N E- SN (PSS
FUFFEA R, WITNF, 1L-6, IL-10, IL-12, T
(interferon-B, IFN-B), #AL A= KK F(TGF-p), 1L
N AE K F(PDGF)%. Adachi er a/*'"Wi5Y
ESE, fEAHM AP FE R, KOs M FRE i
(140 Mo sl 2 — 2 4E . Thurman e al*?%FALD
W9 R, LIEAEK CRTLPSHIEABURAE on, 7
R RAEN T, JEHIETNF-a il 2 (reactive
oxygen species, ROS)H I, FEEE— L1 T4l
WURG AR« JRE BT 25 ik, 7 = 14 453403 I i
Thfie. 2 W 40 P DA -7 0 98 A 5 A2 Y RG T4
it EEEIN 2 —. Fukui™WF98 & B, 16 H
TR P T 403407 R 22 88 By 26 v (1) 0 g TR L P S At
FEFFAME B W40 Mot 3 SR, Su er al™
$eth, YEALDJE B F8 rp G 1) b A3 1T R
S BT R K CHIT = A2 1 40 i I TN F-a,
LBPHICDI14%. LPSH 5K CI¥#HuE A 41
JEL )8 R R A, S BUM T 2ORE T 40 B g 5 A2
PE SFYELRIIT AR BEAT S, Lin er al™WFotE
W], ALDISHFIERE S 4= TNF-o. IL2E. HiHIHR &
QA TV AR A DT, AR U R
FEAEH. V2070, CD144E HLPSIH &2 14
EALDIIE R R I /E . Kono et a/*”
W, LIRS P05 S K Ch CD 141 ik
AINF-xBIfiE L. TNF-oo mRNA KA E % 1)
. Zuo et al™™ I\ K, KCHCD143E DA IR
P11 38 v 3 G K CI0E IR T80 22 Ml il IR -
TNF-oNIIL-6 1] e 2 K 175 5 I 40 4 5 1) =

FEHLHIZ —. Yin er al™ "SI HFFTUE A, 78 HI5 RS
FE AN BRI C D143 R R B3 /N BB 2 8h
i, JTH NF-kB, TGF, TNFH] @K, X i1
T S SPOR e JHF0 5 1 A J VR kg N 7 RS2 AR
ICD14%y 7 TARFE (45 . Campos et al"
WEFTIEN], KERW IR A CD14/-159T ALK #
B AiCD14/-159C I A7 e R A1y 2 A 3R sk
PR RS A AR A (LBP, CD14). %
W], CD14/-159TTH:F 2 ALD —AMfa i K1
Meiler et a/ 5t W, CD14%ERH ) FIX 1)
1593 R 22 25 1 5 L 0TS 1 HF 452 473 2 AH G Tk
0. DAL 4 AR Sk RS IR I3 03 IR bR 2R
TEALD I B CD 1411 22 A R I AN R ) 5%
Wi, Campos et al™JRIESE T CD14/-159C/TH: [
Z AT MIETGE KT b o280 RS A S0 5% .
Yin et a/> AR TGRS g5 0 025 1 2
AL CD14 mRNA KK, K BT
R BT U7 I RS S AL 20 C D14 Rk
HEAM K. Zima et al> 04 BoR, CD14LE /N RN
Rk A O B2, HAE AZRCD14 135K
K5 ALD) ™ R 2 AH G, Ebong
et al®WFITAESE, CDI14M0T 448 1T 48 0 410
AT~ 0 40 1 DR] - 00 ol 70) 7D 7 A v b o G B
(VR FH . A 05 4 i v s R 5 1) ek R TR
CD14H)/ AT LP S HE AU, X2 4t 1 &k 5k
KRR, 1R A A I C D14 £ R IA AT LN
SRLPSA S I3 kA P, M, fECD1455 Bk i
HRFLPS ISR PE FITNE, TL-6[1) 77 25 45 /<101
RiiFCD14 Y. Martins ef a/™ 2, BARILAE
XTCD14MIITLE 2, (HECD14N F R A2
AIGAE R K ALDI 6 5 8 25 -5 B AbAT]
() &5 R JITIE 5K

6 CDAESESRIREPERBITALD

o 2 BTG TPORS T 93 2 R, (EOAR i L0 T

i B e PR AE, PR IL S T il .

CEPRT . PR . C“TWEEET . R

CRRT L W SERIEZ . RSN
WA TG, SRV AR IR Ry AN s 2 R, T 28 A
BURAN G, ME RSN R A, B, K& S
B ORI PRAFF FCUE S B 259097 ALDH A —
SE T R, Z e et al WA, I JHEIE I
Jridid FiHCD14, TLR,MNF-x Bk, #0ik
TNF-aff77= 25, CR47 R4 . (F02 H iy, ks
Zyn] GEIE L R CD143KE M KK C-LPS N &
RNV B>, DL 2 i it i C D143k
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BT ALDINF SN2, ARR] LIAHAE, Bl X
ALDRFFUIIERN, T B 25 0% ALDIRG YT
H K DTk, CD144ELPSA T #uA%Z B g 41 i
B R E IR, M, TARCD145 (0454
FERL, AEAE D RE AL S LP S, A R4 M 9 15 5
e T (138 A% RT LUK BATT S 56 A R A T3 At —
SO, FRATT AT LRk b B I C D 14 & #5 H 85
PEVER, 4ni2 FH$TCD14 mAb; % X.CD14)itki
ik R XCD14 mRNAECD 1475 5 |- B 1M
ik B AT, BRAILCD 141 R IA IR IILPSTE 5
i 325, H H X CD14%2 1k 5 ALD M FUE A7
FELA T ) (1)mCD144E 4 55524k, HAR 51
SO TR B Sk, (2)CD14%5 145
AL PSR 5 45 O 0 058 75 BN W R R A 5 3
(3)CD14 5LPSEEBAE 5L S b fe 2t — 2P
[FAF5T; (4)LPSLEACD14)5 5N (R 5L %
(P RARIBARIE TR LT, (5)% T ALDIFLPS &
I MU L AR 5 A% S RT3 5 1L R A o2 4 T
7, HCDI147EALDIWE B 2 h HAR A B
JEEAF R AT A5 13— 20 BRI TR SE.
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