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[ Abstract ]

dysfunction and sepsis, which is closely related to organ injury and mortality of patients. Based on the three aspects of

Coagulation disorders are a key link in the process of endotoxic shock-induced microcirculation

“reducing blood hypercoagulability, supplementing coagulation factors, and inhibiting fibrinolytic hyperactivity” , this paper
reviews the beneficial effects of preventive and therapeutic measures to restore coagulation homeostasis and improve the

prognosis and reduce the mortality of endotoxin shock or sepsis.
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HATEA R G, Al B85 8 N R 40
(vascular endothelial cell, VEC) $i475 , B 4 ZH X+
(tissue factor, TF) , J3 sh#MEEEE L R G Bz IR,
AL XL [R5, JA S R PR BE L 2R 48 5 LPS R 4i
=238 TF, g sh /MR EE I R 4 ; LPS AT i
it/ 38 5 RE BE 3R 4 T R, R il /s Al
Tt , Y FSCE I T S IR0 0 5 DA 2 200 S, e TR
TSR , B I 356 100 156 5 21 4 6 A R 8 il 7 K o — g
RR IR, WA BE 1 /AR SR A, 51 I gk, B
RHEE R SR, VEC 38 T A kB R (L-
selectin) N A% PR (E-selectin) | Il /ML FE
FK (P-selectin) S5 5B 701 10 3638 e T A4S
VEC ZHBE il /IR BB, A= 1 e 5, X SRR R
HARVERT T 18 00 5 5 1) V8 A 00, B WK i L
M, 5 R BE 1 PR 5 0 /N T R, B R i — 2P &
ATHFEMEAREE 0 A, TE - EEES S &
LPS VEGTE RN TR R MAE T, & 3L LPS 5]
PN R E RS 4 =E: B AN O3 -4 R B =N (1 RAN
Mg #E, Mk, LLBG 1 VEC #1475 62> 1 40 i 5 1fiy
ANBRIEAL, | AT £ 20 L 453 45 | AR R B 03 1 3R 3K
Y — 22 8192 it 1 B T PN 2 2R IR e I VR v
1 FEEFE

s kB 2y &5 & T ( Xiang-Qi-Tang,
XQT) Ko H A 85 i 43 7 Bf B o ( Alpha-Cyperone,
CYP) BT HH IV | 280 35 N TR 12 g 6% 1 25 41 4l
LPS H1305 | R B Co UG A8 PN Bz 200 G 1) 4% e
I, K% AR b 988 R A ] F-o ((tumor necrosis factor
alpha, TNF-a) | 20 Ha 18] 25 Bff 49 -1 (intercellular cell
adhesion molecule-1,ICAM—1) . £ ¥ I IF 38 1% B 3
il 71— 1 ( plasminogen activator inhibitor—1,PAI-1) fY
AL, XQT 5 CYP #1046 T TF #9433, H XQT K H:
ARG 2 AR 7O WU PN B A0 A 22 2R It
151k & ¥4 B ( mitogen-activated protein kinases,
MAPKs) ) £ 2555 F p38MAPK 41 il /M5 5 14
I B (extracellular signal-regulated kinase, ERK) |
c-jun 2 3 R Ui ¥ B ( c-jun NH2-terminal kinase,
INK) LA K # K F kB ( nuclear factor kB, NF-kB) p65
IR AR F KA 6, X —WFFE 45 R E B, XQT
R AT RN 53 P B 1t ) RE Y A 2 38 et 40
JUURR I A8 P9 B2 M ) MAPKs 5 NF-kB {5 51 % 52
PR, AL HR S 980 N B 4 B4 1 2 AR LPS 51k I
W EERE A RERZ —,

Kim %5 76— MRS Il AR | & B4
il 10 A B P I A& 9 P F (von Willebrand factor,
vWE) 5 I/ I S8 DA 61 /)N 385 6

HY 4K — ¥R IR (aurintricarboxylic acid, ATA) , BE &=
A I T NS 35 5 1) E-selectin 2835 DA &
ONEAAZ A0 5 08 T 107657 PN B 40 ) 66 AT, T ol 1
MRS T (0 vWE 53U AMATE 16 TF R385 1L/ i
WAk, BGE TIIRE S A TE I A R 5
HAKIE R ICA N A TGRS MY fE. o
—BBIRIESE S R, ATA RE S FIH LPS M A
Jif & ok PN EZ 28 e ( human umbilical vein endothelial
cells, HUVECs) ICAM -1 #1 E-selectin 7 5 mRNA
i 23k, A T 40l 5 HUVECs 1 ZGKE,
[ B 4 B3 A VR S5 4 ) HUVECSs 19 NF-xB %% iz
5 IkB BEMRA G, X LLBFoE 3R], M 40 5
B 240 L 68 B T s R i P g EL AT — i R
YEH,

I RBIFTE R | 202 B g 8 38 & AE MR 1) f8
BT /R B R R B S
SR ) 7 B R R S AR O 5 il T S
W BGY T AR B ™ T A A BE 1M 2 RE M TS
OIEILN Y= | RN & & A S & 3 e S N 8
FEARR T R 145 PN BE I ( disseminated intravascular
coagulation, DIC ) i & A5 5% 5 1 A T il 06 ¥4 BK
BIRITIN D AR @ 1 et J5 R A5 E 8 1l /N )
Bkt AR AIE R /K 7, DT I B Il D e b
R T LPS AbFRS 2 W AT B A I A 0 45 0
JEE L BEAR T AET R TR E AT SR 1 B B /N
TR G IR EIRIT , FERRAR 2 0E 7K
V- R BE I P RE B[R] B, 2 8 SR TR AR
HIM/NMRECR" S R, B AL g AL
(cecal ligation-perforation, CLP ) 7£ 5| i 2 ¥ % &
055 SR 4 9 i R A ) st A1 5 2 6 i ) i B
15, B g B AL ) SE 4 | 58 10 PR3 35 P R ot
MBI /D D- R ARG 20 5 o R e A
W 3 H W 45 4L 5 fL ( cecal ligation-perforation,
CLP) ZhW) 1 BE LD RE B i £ 4- 25 11 it 3% 4 19 L il
I BEA LPS #5565 R A S RE S 5 (3
EIE T ] I 2 P PN AR R S B O B TR
A RIS AT G 2B 4R R LPS M s el R B o /N Al
w0 I R, LPS RSt /MR, BT AR A
S R I/ MR T XA RSN R AR
M/NREREFEAR Y X — AR, X 2eF 58 45 R 15
W oS R | B R I /D A B R A e B
SiE B M N RE T AR B A 25 A

13 T 1 i e -l = N 71 N 1 3
(antithrombin 1T, AT-IIT) (25 [ C 5578 N B AL ST
BERGE W T YRR B AR S A 456 BRURAE T i
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PRIFSE @t IR DU B8 22 7 4l DA T W R
T MR B LGS AT-T0 /K, DA Bl 35 1 BE 1 2
fE, Tha 5 S ZEFRIKEST LPS 37 N TR IMLIE KR
AR - % A i 2R B RA0G PR U4 & B AT (125 1U/
kg) (A IR R T AR KA A B AR T A4l
L5 PNz A 2R B R I A T oK oS T /N MK P
WL, AR E R AR YT W P T I R SR i 1k,
WA B0 0 0T bR A R kAR B AR AL R
IC T 1 AP B 3 2 RE A B R A B R 1 (high-
mobility group box 1, HMGB1) i7K~F-, — 34 [E #
()t R 2 22 I, 4 391 B 4 1z ) 0 20 ot A 9115 2
Fak AT-TI, 349 8 35 23 T MR A E AR 5 IO B8 I T B,
FEAR T DIC B & AR UL AT B sb T ik
POk A 40 B Y A BE /N (outer membrane
vesicles, OMVs) Jii 8l T &Y K 28 5| i e 87 19 R JiE
K, [RRE OMVs 5 HUVECs L [F & 5, 760 ik
B TF  P-selectin  E-selectin 3% 4 [A] s} s TR
T AR 8 25k ; M OMVs 43 HUVECs J&
1) IR E T A AR A, A b 35 58 8 T SR A g
/MMy B, 7] UL OMVs 12 9E T N 3 R IRk vg ek
FRFEAE J 0L v RS BB A, A gE & B,
LPS FRZEFRIIKTE ST 6 h S T % He it 1 V) 5 B i,
FHIER B &0 KR S8 B TR 4R R /R B
FC LS AT-TIT 7K, DOTiT B3 T 5% G 9 8 1
e P2 A WRYE T 51 B AHRIVER, B
R T HERBIIET- 3 (DA 80% AR & 26.7%) ', &
I C Pt g A W T e B AR R B S B IR S
() —ANEEFREY D XEemFsE 20 LA
Bk RS MTIGe A R T XL LPS Yo 5% ik aE 51
AL IV R IR S

B X 240 R 285 B 431 A 5 040 F 0 e B /)
M Z8 B 7E P9 B 25 PR o ol Jie B RE E I T RE 3L R R
FREYERT , BT9E & PR L-selectin HLAE ] ] LPS My
J5 20 M G I, E-selectin [ B 74 [ T 44 th AT F& 1K
LPS Tt /N B 4 VR sh S H 5 9 K2 4B 0% 25 B
N FEAR LPS 5 [ B S0 S > (U, H R %
A XL B o> F B 5 8 a0 ] 5 2R
LMD RE MY B ARG AT B — 2 e,

D R BT (kallikrein , KLK) -3k R 52
S5 TR AR KUK @i 300 X IR 51 ik
Ifil, Kolte %5 7 LPS X K BUAT, B KLK #1fil
7 PF-04886847 #EATHTALEE, BT T LPS 5| & A9
PRI A Ak 40 B R 4 22 DA R I 2K 6-keto PGF1a
TROERG T AR T 3R B 4050 40 52 SR 1) I T2 B L JEE 4
T APTT 5 TT,{HX} LPS 5 A9 ML /M 0= g 2D |

I 274 2 1 R R AR L D= SR A K P 348 v AT
B 07 A I S A . 45 SRR W, PF-04886847
HA—E Pt TE s /e A, t i B il KLK AT
P LPS JE B ImAa s,

IR R B X B R IV S B ) T 2 R
HATIRIT R 85 2R 5 SR B3 AE S5 1 1L 7k P [
RS R E B SO PE R . (H X 26 3l ) 52 56 0F
REFERTHE—HREMEE, B/ bR IG 7 RO Y
PR ; — LBl AR I AF 77t 248 A /NREAR R PR 4
ik G = KEEAR M ZEA MU, TRIL, X5
RGN 5 A B IR 9T, 18 75 ZE LA 5 16 PR
AR AIIRA

2 AhFEEEInEFRyiE RS E AR 5] A A B I 1) Bk
E-3:10

P T PN 2R v T 3R I YR S | AR T I
DR P I E , DRI R s A 455t b 76 88 ot IR -7 A B 3
PR Z R TUEE I D) BE 35 AL AY T B W BRI R
ML (fresh frozen plasma, FFP) & & K & 4 & 1ML A
T X TF 22 A R T B0 EE 1) BB B AR T RO R
U Letourneau 25> i) — IR SMNIF5E R | iR 1% 5
SBAFTE 1°C ~6°C VKA 0 d 55 5 d H ik FFP 44 1 24
= 1 LPS b B A AW P Kz 20 B i ICAM , VCAM |, P-
selectin  E-selectin FJ3% ik, #8771 A FFP 1] G2 &=
T YIS P A A B . Shamsudin 457 A&
T FFP B I PR i B A A B TR) AE A AR Ak
THOL, & BG4 A9 VIL P F (activated factor VII,
FVIla) H )G B2 UL K AEAFAE 4°C VKA 6 h .3 d,
5 dAEPOAB ) A A 1 MR IR ORI A 19 73. 43%
73.73% 711% .69. 8% , FVIII 1H PEHIK M 177.63% .
144.37% 80. 8% .70.97% , 27 4E 55 11 J5 & AR I Ky
3.24 ¢/L.3.24 g/L.3.21 g/L.3.20 g/L, i}t FFP
StA7 e BRI 5 A AT 550k (H FRP X 9 8 F AR 7
J S M T RE ZE AL A VR FH IR 75 2 — 20 WA

G I, WG AEAY VI K F (activated factor VII,
FVIla) BEFFAX LPS 175 S0 B 42U S8 U , i AE
FTEN A H C 324K (endothelial cell protein C
receptor, EPCR) St Bl _L VA7 R B K, i H EPCR
PATE BRI 52 4 0] T FVITa X 145 5 B () £ 4
YERT, 25 3 3R W1 FVILa D40 10048 57 B 09 4 2 38 2o
EPCR SZPRRY' ) [FIAE, FXa i i T L BE 1L B2 5
T BRI AT SO, 76 LPS H3 ) HUVECs #5154 L)
K CLP T A MR AE AL AL I, FXa J5 AL FRREAR T
HUVECs 72/ HMGB1 \ TNFo IL-1B BYRE ST, FEAK T
JHeREAE /N B HMGB1 B30 B LA 5 114 i A7 v 3 325
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SEMTER, TR T IL-6 7=, BARFET- R
Ku 13 BT 28t 2 B, FXa wij AL B 3@ o B 52
PR—— 30 40 B 2 A B SZ AR ) T LPS Bl Ay
I NREE A2 TIA =238 536 1% i it
P LPS 5 MR BEAS G A2 M ERK1/2 1&fb 3K
PR, (HIX SLAIF 5T Y5905 A WS 1 Ak 1% B 1. R -
THFEVESE I D) 5 45w B4R, IR e, A 5 g itk —
ST,

3 MIRIFRRGETTHMIENTRAES I EEM
TheeFEEL

—BIA R, BoE A T AL SR K R
FeIE UG , WO 2F 0 R 40, A F T R i SR 4R i 41 4k
AL B RO A P2, (B2, A H R A
T JE U K 2 4 38 R 7= ) s i — 2D I i
MAEHE 5 RGPS 5 1, S 2o g %1k,
R, PRI EF R R G TR T B iR N R R R e g
1) B i T e ZEALEA BURBIVER .

K T B 2T T A ) 590 BE I AR ( tranexamic
acid, TA) A] A R0 i bk P 73 59 LPS 48 &5 K Bl
M D-— AR R a2-PBL AR E S YK T/
YER B IF 3 A 20 LPS 515 B ML 16 b Rz 41 i 34
2 R I A S U | PN R A AR TS Ak | R AE
IR, LOAE B AR BEAL T CLP K BRI 4 AE
K7 TNF-a | IL-18 B[R], BEAR T MLVE TF 7K-F 42
BN F AR AT N 7K A
BEMINAEESY MW LY Ankaferd AN 23 52 Wi ¢ 1fi X
TS HEEE XA JE 1T LPS 5% EPCR 5 PAIL-
1 25k, RBAEFI (LPS fEH 1 h) 7| EPCR 5
PAI-1 &35, 1 (LPS fEH] 6 h /5 ) L EPCR 5
PAI-1 335, I & 45 B4 RO B A FE ) T x)
LPS S K M DIC BRI ARFSE 2 & B, ok F i b i
21 4 B RV 8 ( fibrinogenase , X FR-N Flla) FFEAIK
T LPS Sl B, e TR R R
F C I PE /IR AT-TIT FIIZH 2 270 1 S
W) (tissue type plasminogen activator, t-PA) i, A
T PAI-1 7K, K T B8 MR [B], DA T3 & T A7 15
R, ALY LI Flla B8 T HUVECs 4 t-PA
FRITPR 5Tt 75 21 35 Tl D Y305 90 19 3238 LR R T PATL-1
ik, HEEALE T C, XUEMFR SRR, TA 20
WHE B ZE  Ankaferd Flla M54 18 R G 76 THE 1 £A
JETI T LPS 75 S HEE I P RE = .

LU DA IE L8 R B R DA S 3 S
KARTT RGO T 2o 38 PN B 22 OK v il e B3 ) € Il
RS EABRTER

4 INGS

B BEMIIRERTL RS T 2R E0R N R 22
N R IR e UM REAE A B Ko A, 5 AR 1A
B FETT B UG | IR 0 R
LA S AR A RS- 5 100 T T A | Rl A e A DS
AhFEBE 4 5 A2 TE AT | R ) 2T % R ST ik
DLHE SR 2T 78 7 W0 S A 400 35 45 22 A BE L 40T 2
A EBEMINREZAL, W T s N R IR s BA
RO S BRI 98 B8 1 e A AR , 0ok 2z g DAy e
TRAE I AT AR A I RS s, LLBLBE it L
T VR A2 A6 3 5 1L D) B A3 7 1 I vl A R SR
TS e — AR G A DR BE AR S 1
Bk, MWHBTRIBT A RKTE , 25 57 Ui i b v
CESSW, T REZS M R M 1A 3 PN 2 2R AR S B T I
ABEMARAS , DL 25907 A i PR SR s 7 16 A 75 3R K
o, ATREE A A B — D7 [, (O, N RE R K T el
AT J B ML D RE 2R L A AL 52 2% i I 22 Ak
L, XM PE /R AT, 76 H AL EE I D) REAY R, 22
WU AR, A B X B 258 53597
PR, —L8 5 A 8 S LA BE i 2 B85 i R 1 T
N R RS UM REAE 10T B 259, 4 Jm Y
P, TR, A BRFORT R YT A I 5 Ok, LA
T NTER R SR B S IR R
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