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Research progress in drugs for treating sepsis
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Abstract: Sepsis is a refractory disease with high mortality in which the host's immune response to the infec-
tion is dysfunctional, resulting in life-threatening organ function damage. The pathogenesis of sepsis is complex,
involving systemic inflammation, immunosuppressive and coagulation abnormalities, and endothelial barrier
damage caused by the infecting pathogenic microorganisms and their toxins. The pathogenesis of sepsis is closely
related to multiple systems disorder and multiple organ dysfunction and failure. In recent years, the incidence of
sepsis has been increasing globally, with an annual increase of 9%. Since the development of sepsis does not
depend on the infecting pathogenic microorganisms and the late inflammatory reaction can be life-threatening, clinical
treatment of sepsis can be very difficult. However, the current antibiotic treatments for sepsis are not ideal. Most
clinical treatments are not curative, so researchers seek new drug designs based on exploring molecular mecha-
nisms of the pathophysiological process in sepsis patients. This paper reviews the recent development of drugs
designed according to the sepsis pathophysiological process.
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Yoy, 35 MG IR AR e, HE AE 2 T ik 40%~60%1.
R PR AR 5 FF R I RS R 2% B D Re B RS A 12
ANET I (K A D 0 R T RE B B, A7 9SOk 1) R
TEH B JE A R B g S0 T R, 7 58 A B AR
2% N E MERE R, B R EE
= (ICVU) #2367, H T 1ICU AR 835 1) 10%0B4,
52 [ A3 4 i B 3 9 B5ORE Ik 75 5, HUR R IR TE B
E RS, 3R E S S E R Al s RN B K B A AL
JH B RE A0 FR I, — DAAT R R A s, 1979 4 &
2000 4[] (1) R B 0E B v, SR L BH B (GY) B
B B 2 M (G) B . (H Al — T
FLFR I, 754 K 1) 14 000 il ik B 9E 32 2t G gL 5
i, o 62% B R N B B G, 47% [P R E
Sy B G, 1A 19% IR A N # 25 B HE LE

[ DA JHR B 0E F VR 7 JE 8 BT, 32 22 UK B B ER
SRR PRV T DAL BT VR A8 B T e R vl AR b S A
BITNE . BRI G IVR TT 72 e 5% fif Ik B8 0 A
R, KR Ay, (VAR A . IREEIE A KA K
J I R 52 B RORE I % R 155 2 PR R s, g1
P HIL AR R AR R R 2k, RORIT IR L T 2 4 Tl
Fo AN ST T BN A RE U HL AR B EEAR A (VB AE IR T R
R R AT 4738
1 8T ERR KR

PP VR OR I 4 5 1 980 R B SR G AIE (sys-
temic inflammatory response syndrome, SIRS) & ik &
i S AR T ) R R, R O R R Vi T 1) B AR SR
PRAR TG B R 5T, PR ARG 28 M/ IR AR 82, 287k ¢
S I 98 IV o
1.1 hFIfE % #E (lipopolysaccharides, LPS) k% %
R e BEE 3 2 G GL 51 ik, 1T LPS Ay G 4 i B =
By, W 5l R RAENFE EE . HATZ
PR BA B LPS&A T FIMGE )1, N2 Fi W &
B ] LA&h & 3 Hh R LPS IR i A 41 4, BH 1L LPS 5] 2
I IR F- TNF-o (PRI, R A DR 37 B G I L 11 15
FO AR T H S R S A v IR T IR IR -
Centocor 2 & FF & I #E 7] LPS 1 77 [ $T 48 Centoxin
(Nebacumab, HA-1A), 4 5 F 55— N AL ) 5 50 [
Puik, BE4E A T G LPS I T A, IR 28 B, 0L
T IEREIT G ol iR MMk EE. HHALAZT 2R
Il ARRE: J5 4 UE SRR YT TE K, 1E 19924 2 F 4 FDA L[5
b T RO, B IR LL-37 L PR B T S B (ZWC).
IR VI DR X 32 % 41 43 45 LPS v il 24 4 Ak
Tl R AT B B . LL-37 EL B R LPS fE /7, ] %
% /> BUBE i 5 13 P IL-18+ IL-6 A TNF-o 25 (1 36
15, 0 caspase-1 % 1k, /> LPSIATP % T g Iz B

W 240 R O, R T S T B SO R R A A /N R
TENG ZRI0, LL-37 S H 45 AU sLL-37 353 ] 22 figk Jik
BERE AR RN R S Il 450, ZWC ] B 5 LPS 45
4, 3 p38 2 (1 W R AL, U8R I AR 8 N 2k AR, 1
AEK LPS 755 I ik B AR 28 /)N BRAF & I ()12, 3 i
A7 VI X 5 X 1324 2 4y AT K fif G4 1) LPS, BH
b5 28R SRE R B, HA UGS . B sEie R i, i
2 2% JORT B B 2 AN BT B RN B S R K R = A
T LR - VIR EE A 53, /N BRI R W R A,
HE 1ML IR 70 M B R A K e P 4 T (e 6 5 B 98 WU
PEF . e YIS HLZS T LPS 45 &/ h A5, K F) T e
BEIE MG RVETT

1.2 TLRAZRIFERF TLRA NI TR AR G i1 51
AR Z —, BRATIRAKR H G AME ) LPS 4b, i 1l 5 41 4k
EARMKEERRE O AYRIER GEWHRR AR
60 AR T 1 70 55 WIR TEECAR S5 &, A LR
o P8 N2 S gt ML S o FELT TLRA 5 538 i ] 982> %8
FEA R IL, ZMRMERERE. HATH$i TLR4 2
A 1 B8 5] 1k & ¥ 4 FPT7.L48H37 Al Eritoran %5 . FP7
I L48H37 H w4 TG IR BT B AP Bt . FP7 REfEBH 1E
LPS 51 (1) TLR4 SZ 3514, I8k /b B A% 41 i 5 4% 58 4 Al
I3 WAL A AT 1L-6 1L-8 AT MIP-1p8, A% S50 i v Ji s 25
YL/ N RRAET 208, LABH3T N R, it
A1) BERE 2> AL 2 -2 (myeloid differentiation-2, MD-2)
FH T LPS 5 TLR4 2 &k 45 &, #1i] LPS 5 F 1) MAPK
5 NF«B 15 5 i % AH 5C 85 A B IR Ak, =& 90 97 Ik 250
1) AE A% 36 25 1010, 16 I PR T A X 36 B B b Y UK 1)
Eritorani#l i B4 5 CD14 45 & B 1L LPS iR A & A 5
MD-2 & &, T R 4555 5T TLRA 32 44 4F U, I PR IIT
RS 2 7, Eritoran 15 22 J 7R AH L oA B AR Ak 2 0 i
28 RACT- U8, R M AE ke B 0E ¥R 7 I A, s—
W TLR4 52 445 5 18 i ) ik 350 H A — 22 g i 26 2L
YEITAEFH, 5 At B S 1 3[R

1.3 W ZE S5 (estrogenreceptor, ER) i &h5% ER
PN RE U M e R R 5, I Pt R iEME. H
Al WAY-204688. ERB-196 5 ERB-041 % ER #5171 %)
b TG PR BT 7B B . WAY-204688 4 ER-a 32 14 5]
7], W B 1 NF-xB J8 B 0G£S SRR £ &
JER YL SIS HF 9T, WAY-204688 AE 1 5L 32 & K BRI
K, ERB-196 (WAY-202196) /& — Fhik % V£ ER-B
BN, AT DA A K BRME i 9 P 1L-6 R TNF-a 25 98 i [A]
T A KFRE, # e ™ E ST KR AR,
ERB-041 Jy 7 — Fhide £ M A =1 1 ER-B ¥ AN 771, W] 411
LPS 5] #2 INOS A1 £ 5 NF-«B B 1516, 8%
4 By 55 )R 8 90 SO AR M B RE /D BRAE T %R, ER
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1.4 BT HBHINFHIEF (macrophage migration
inhibitory factor, MIF) 5 E w48 il #% 40l (5]
T (MIF) LA MRy 45 7 1) 22 20 S 28 1 715 IR, Pl
A2 P b B 40 P 7 400 TR 7 o 4 R A 44 200 it
43U, T A1) L 4 L AN T S X ) R A B, AT
I BRI I A e L A W R RIS . MIF R — b
TETEAE R T, S5 M58 55 2 Bl J&RE PR 25 1 R
T FERA B X MIF 55 VA A58 1 1 30 1) 771 1S0-1[4,5-
A -3-(4-F2 BE K -5 S G e 2, TR Y R] L F11. NDES
FNDE10 55 H A3 &b T 15 IR AT A 7B BL . 1SO-1 Gfi%
5 MIF (1) B S MBS AT A2 5, BRAR MIF 2 275
PE, 90| LPS 5 5 M 45 3L 7 FLR (CLP) i S i ik 2
P /N SRR P I W 4 R B TN -, o) R 590 /) B LA
BB VAT 2R 23, HUMIF [ g BE PR F1L 2 A Bt
JHR 5 RE V55 1) v R S M R OI R ) 19G B R v B A,
AL 2 MIF 3 RAW264.7 41 il 51 42 NO B, 2
T e FE A /N LTRSS 24, NDES F1 NbE10 2 % W%
KB 2P MIF K udk, nlad it 5 MIF 4k 48 45
A, T MIF AR S A4 By P o i AR 4 NbE10 1t 0
- 2 1A O K R 44 K U/ NDE10-NbAIb8-NbE10 A & 3
oA e B3 RE B TR /N BB T2 R 291 [R] e MIF 3 P4 A7 i ]
VB R0 IR 5 1 T AE BT o

1.5 HiE#® F % ZE B B1 (high mobility group pro-
tein B-1, HMGB-1) #l#I3 HMGB-1 J& T —fj i 7!
PG TR E A, A T AN . 4
2 H 52 30 98 VA 0 0 IS e is K, HMGB-1 38
ok F AL R R A RN 2 A SRS M R R B A A, S
Z R ANJEYE (40 E N F &K L CG ¥ 51 -DNA) 85 5 1
(IL-18.TNF-0) 112 & A/ i AH B AR, R 98 0% 1 .
HMGB-1 1E A M I 4% 7 2 5 M 8 Rl 72, &
JHe B RE BROBEME 4 B S 0 f B B R B JORE A T . FLAE ik
BB E MK SR ERHMGB-1 & & 5 T % & 1F
FHOG . SR T M B 3R 5 B AT R SR S AT 4 )
HMGB-1 7 14, T i 250 76 7 1 FH F 7 45 4k T 11 PR
RUBIE TR B o PUJE 24 S0 3 m] 00 o) e 4 A 4
LA P R 40 B HMGB-1 B i, 6k 58 12 48 2%, BRAIK
i FE R B AL /N AL TS Z 28, X TNF-a 25 35 8 A o B%
TR I B i B B 45 TR B VR T, TS LPS HilK
5] AL 545 4 2R HGMB-1 982, M T P AR 3 4 44 1
HMGB-1 [ /KF . Hii Rz 28 AT AE 6 97 Ik B8 0 i ik
24PN, MR R T LU/ RIE R B S
RAW 264.7 4 i iNOS.COX-2. TNF-a. IL-6 F1 HGMB-
1 mRNA (13RI . 75 LPS 75 5 4 il 25 9 /N BRASE 7Y o
) T B 2% BB % PRI /)N UL+ NO L PGE2 fll HMGB-

LK, A LPS SRR/ BRSBTS B B2 03, 3880 ik 25
i /N R AT 3 2628, PRt HMGB-1 4 A 2 5 ik 33 7R

J7 A OC E B AT
1.6 Efh (a2 VL ELR BN (anaplastic lymphoma

kinase, ALK) J2& I 87 AH 5 52 1 1% 20 IR B i, 75 B0 v
JHFRRE T 491 B A R S R S B E . ALK I 71
LDK378 iy 2014 4 3 [5] FDA Ltk f o 2, sl i)
15 PR AT W 70 5k 7 e R 08 42 1 ik B E /D BRAE VS 26, SR
e FERE /N BRI 5 /0 A 2345493, 920 98 0 R T TNF-ac.
IFN-.MCP1 Al IL-7 mRNA 7K F IR, BA PR Bt
YL E VER, FRAR YD B — P AR 2y, SRR
sigmal Z AR E [ B A XA 7. FAR Y B v] 38 i i Ak
sigmal Az 4 3 il 20 g IR 7 7= A, BAe {1 e 5 RE A TR /DN BR
HE T 2300, BE e M (130 R A8 2 28 R T 3R A8 Y
I, 51 RAESE. Ik PR AT BT 5T 2457 MEDI7814 5%
Pioid % & C5a (#hMA& C5a) ik, W] i@ it 5 ChaR1
I ChaR2 52 A 4 & K AE M il kA Cha i& PEAE H, 1
FRTZAR 98 S R, H)AS 5% 1) JF A R A 52 14D 48 B %A 1
H, MEDI7814 B A7 VA7 I EERETE 7102,
2 ERREEANF

JHe BEAE Jo BT A4 L I 2 00 1) B 8 AR AR
A, RDU b b A B L B A T 4 A R B 4 i O
T, YA 1 T 20 B RN B R 0 2 kg 2B, T R A
) (G T8 R B DR A A5 A 3 ot JiR R B0 B A B
RO bR, LA IR SR Y 5 2 A 2 A B 5 R
(1) 4k IR e, 5 1 B I AR ), A S BURE AR
5T 22 TRURIE 5 3% WA B0 P 1) 4 22 48 0l (B (e ik
G P R B I V20T B 9 D ARIR 25 1 ik o AR R A
HE A B,
2.1 FEBEEHBE (caspase) #HIF & A GS-
DMD #& caspase-1/-4/-5/-11 {1 J&& 4, 3% 1L ) caspase-1/-
4/-5/-11 7] i Y) GSDMD £& [ B % 8 73 (GSDMD-N i
5 GSDMD-C %), GSDMD-N 3 75 [ 14 411 5 5% i |-
TERCSAL, B VR 4 B 5 3 4 g A5 12 %1, Caspase-3 1]
B TNF-a 0% , 37 9) GSDME 2 [, ff E W 40 iy £
7266, H Al #E 1) caspase (111 PR BT AIF 93 25 W0 4 VX-166
LR A DGR %% . VX-166 & —Flsm k) i
caspase 11 il 1), 7] BH 2 417 i) CLP 455 284 2 ¥y g it 2% 4
S B T, 3 CLP AR R S W A7 75 R BT, itk
127 & 8% M o< B B (Shank-associated RH domain-inter-
acting protein, SHARPIN) Sy £k 7z R H 2 5 & 14
(LUBAC) ZH i 77 - M B3dE 35 14 N SHARPIN 5 &
TP 59 IR R g8 rb A% 41 B P caspase-1 11 ¥ 14 3 53R
A% SHARPIN Ey—> A i caspase-1 1 il 1], 7] LA
B % 5 E 1 caspase-1 VY AR 45 4, #011il p20/p10 4H
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HAER, > IL-18/18 BT, /b RAE 4 AE T, E K
JH B 7 /)N BR AT 0 B ]R8, SHARPIN 5 caspase-1 1)
AR B RE VR T R A2 —

22 BRI o FEER S g% R B R DL SR AL
PRI S 2 D RE, 42 R I KB Im K B . B RTVR T
UG TR (14 3 38 i 771 A Il PR e 25 WDk 4 - B
105 241 fitd £ 7% 1) 4% X T (granulocyte macrophage-colony
stimulating factor, GM-CSF) 1 flij i & a1 (thymosin
alpha 1, Tal), LA K AL Tl PR AT RSt 58 B B 4048 i
F M T W E 4 BT R 4 (cytotoxic T-lymphocyte associ-
ated antigen-4, CTLA-4) k%5 . GM-CSF 2 H K
bk T 2 PR 5 B A i T B A SR, B O
PEAN TS PR o 75X 38 451 B A% i i\ 11 41 i DR 1t
J&& (monocytic human leukocyte antigen-DR, mHLA-
DR) & AR I AT G 2 100 ] A JHC FRE R85 R AT W i PR
R EoR, LAEYR EY mHLA-DR N § 4 Ti% 2%
B SR AE GM-CSF AT {54 40 i 4o 752 T g ik R 90
Xif 2 380 11 Al r M L 4 A I 2 B R FE 8 EOT RE Im R
I A DL, GM-CSF X ik B AE VA 7 RCR AN 8. 2510, Hojf
I7 96 B BT RAT 7 K B A E P 2 Hh O I R IR B8 36 IE
Tod /& —Ffr G 8 1 755 750, W34 00 N\ 28 3 48 il DR $t )5
(human leukocyte antigen-DR, HLA-DR) 7£ ¥4 41 ifg I
MR, H9 0 A U0 EEL 0 i 2, PRI A R Ak R G 1)
A7, X 2008~2010 4[] ) 361 {71 fik 75 iE 8 T
I PR G, 45 3 B Tl V697 MeBEIE 2 4 A, i
AT — TG 3%F 240 451] 7= 28 Jik B RE S8 AR I DR 3K 5 i IR,
A PRy bR U5 24 i A1 ) B B AE B8 A T Y897 S
AR, CTLA-4 /2 835 ¥ T 40 i (regulatory cells,
Tregs) 2 (1) — P4 ) 5. 30 T 200 Jf v A4 R 084 3 1) 252
T, H A B RS PU R $2 2 40 )2 (antigen-presenting
cells, APC) #i i ik £ 5/ LA MU B T-/EH, A &
PEFNHI DI . CTLA-4 Hudk BA 0 % S e 3| i 4 H,
B 7 2 BT CTLA-4 B 44 vT BEL 1E 94k B2 440 Ji o T, 36 %% ik
BRAE PR BE I A e 4, AT R = E W A 4L R S R
BRIE AL S DA TG RS, DA 3ok e G 28 U AT R R
NIRTT MEERIE I 8250 o 45T B 3 4 2 T R ) (1)

2.3 GEINHEIEFHIEIF e T HOk EE R
& I3 Y % 30 KT IL-41L-10 1L-17 . INF-y F11 TGF-
B BT i o 1 g2 0 ) R - R 0 ) A [ A
PR SR 55 5 S M S e Th B, 512 ML G s T g R s
L T G 22 40 1) K] 490 ) 700 s PR T 0F 9 24 ) = S R
i (AS101) A4k F 11 PR 56 B B 1 25 7 4t fth iy C 55
AS101 Jy IL-10 Y5 B i) 751, w7 40041 1L-10 75 5 K %
SRAKF K20, 1658 E 41 i f 2 T e, JF 1835 4w ik

BEAE /N RAETE R, SR, BTG 4Efthdr C AT
U081 Joe B 9 /N SR A P TGF- AT IL-10 25 G 2 40 1] A 1
FR) 73 s, AR PR T A IS A, D S I RDIR A,
PNITE: S, QS PnN RN E A =il 2 I (ER 7551
I R TITEA 50 S 7, 8 fka: O 4 Ath Ay C A g o 38 ik 23
Ui B A8 B D REREAG VE4), A R BRI I P 4 b
W, (H HLR A 0 i B A S B R R R A
i it 1t — A SRR
3 WERMAZRE

eI RIEA B AT KR, g 40
A A&k R RESOE B I R S8 9T T R BRI 51
I o FERE A P WS AL, A7 P IE S PUBEIR S
W, WA B EEIRAS o FEA R B L N & 1l (DIC)
JHR BERE B A, 2 AN S B A R S i e R (F T
¢ 1M R 7 5 /ARG BE VR RE S| RS, T S R TR,
3.1 ¥HURMES (antithrombin, AT)  4b T Il JR 556 By
B ) R AR 9 R L e I B 11T (antithrombin I11, AT I11) @
1) aF X 0k I G 55 (2 Bk . AE IR B 0E AR R N AT
& &R, SBULE NREEMIEE 25 2 8E
ThieREls . XF 1997~2000 4E 1) 2 314 fil ik #3528 3% JF
Ji& I R T 58 2 1, v 5 s 77 & AT TIL9F: [ I 945 Jon
FFRVRIT IR AN REPRAK BB 38 28 RAE T2, (H & 5 H /& 77
AT A (A R) &5 28 RILT: H 835 [F
iK1, B J5 7F 2005 4F X} 3 933 filfik #5001 — W
TR RS, K BB 28R 4E SR AT LA Y7 [H)
B AN FH I 25 7T BRI A DIC Jie 250 26 25 3 SE 2 191,
AT TG I kB 0E BOR AN, 5 77 22 R E W B AL
X FEAR S (RCT) 56 UE Foy7 23450
3.2 EX AEHERA (recombinant human activated
protein C, rhAPC) 5 EHA A AMMRIFEFTER
(recombinant human soluble thrombomodulin,
rhsTM) iR B E 5835 4 N A R 44t B w9 {2k of A 1 5
¥ 9 (soluble thrombomodulin, STM) 2 ik & ™ 5 i />,
FEOE A E B C AR PR PR K. rhAPC (XXFK
DrotAA) H A #i il g i Heidk — 2D T B, 38 m4F 4 55
BRI PTEAEH o G PRITTHALE 27, DrotAA G T ik
BRAE R I T R L BN N 1 6.6%, & AA
M2 Y, 20014 11 H ALK 2 B K ¥ DrotAA
B 2hy (7 ah 44 04 Xigris) #¢36 [F FDAfIbAE B s, FTA
TR BRTEARE . 2012 4F (11 PRI 046 (PROWESS-
SHOCK i) % W], DrotAA VAT KT B F LT R
5z B e T B v 72 R R Al ok A 7 B A
MAER T 225 ImKIRER 259 rhsTM J& — Fhit
HE, AE H ARG IR CAE Vo] TR 97 s 5| A2 1
FREE I A BRI . X 2011 4F & 2013 4E ] (1) 3 195 )
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JHR - RE B8 2 TT R Wi R T 575 I, # A7 DIC IR 1) Jik 25
i B VESS thsTM VR IT ] FEAIC IR 350 58 & i SE %2, JF
ASEE T H o XGRS, 1T EL rhs TM 5 AT 55 FH 7 290 £ 991,
{H B HT rhTM RE 75 H Tk #5E v5 I 7 75 s i PR 304 =2
P, 7 R0 F7 AR IR R 50 1 — AR SE
33 HLARETFEEIFIF HLUHTF (tissue factor,
TF) {E 1E & N AR I8 P 52 48 i S &0 J if 48 i v A 36
ik, AR Ay R - VIDSZ A 5 2 AN R PR Bk L& 42 . T
M ERE B E AR, BT LPS iR F 5 H GRS R &
I, R AH B ROk JE R TR TR, TF 5 3% Ak Bt i ]
(activated coagulation factor Vlla, FVIla) £ TF/FVIla
B AW, ¥E KL R X (clotting factor X, FX), 5 #
HEIMANAFYESR TR . I PRI 24 40 26 23 DR 13 B 4100
#1771 (tissue factor pathway inhibitor, TFPI), J& T /& J&
I (Kunitz) %Y 22 5018 55 1 BG40 1) 550 28, 2 — b s
A A DR A O g I R K e AR ) . TP AT 2 3% %
I IR FAE S ML T2, IF H 1 IR RIS 27, 72
210 15 ™ H R TR AE B P, 152 TRPLIR YT 0 8% 28 K
2 RIZE T AT FHAE T 3404, Chiron 2\ K 1) #
4 (Tifacogin) A E 4 A TFPI, 7E1bL3E LRI L L {751
217 A [H K 245 SR e I R Il R TTUT iCEe:, 45 2R 2
AR HARTT P R ERAE R o R0
3.4  HIHIEF A B R E NS E F 1 (plasminogen
activator inhibitor 1, PAI-1) &1 PAI-1 & HLAA P 5%
B £V R TR, o8 0 £ e R O )
(plasminogen activator, PA) if 14 IfiL & Py A 1ML % 41 21 7%
ARG, MEIESE RN PAILT ERIEG RA4EEA
T O /> T 5 AR T o I PR 158 25 4 Tiplax-
tinin 21. Diaplasinin 22 1 PAZ-417 23 /& PAI-1 {1 F #
ANGE AR, EATER S C R RIR T A%, (2%
A T — 20 W FU R O, I PR T L 2 P R 41 A
# (crocin) 2 —F RARPUAAT, 76 N 5 2= K 70K B
AR e B8 ) il /N Rk 2L, AL AR K i PAL-
IR EE, ) B NER TR 2 4k iR A DTAR, 2 N R 2=
BRI, G LPS 5 T &8 B 4403 BT Il R AT AT 52
24 MA-33B8 & 471 PAI-1 ) 5. 5 FE Bl 4, A LUA 2440
1l P9 75 31 15 T 70 22 K 4 DIC K2 v ' JIE PA-1 )
Fis, BH LB LT 4 R A DR, 22 DICHEIRE,
4 PRIER K FBEA

U B3R B A N R R 1 SO SR (LA AE A
55 RRE DR 1 7E N 2H R B2 I 2 R 4t) B R kA 4 5
BN B AR FE R AT RS AL, AT IS B B2 B
RRdi gy, FEER I A R 40 M (8] I A RS R R
(vascular endothelial cadherin, VE-cadherin) & &= i /),

PN R 5 o 2 B B AL, P B A L 5 1 A B

IR0, RiE e BH L R 5 05 VA 9 TR B RE 1 11 R R
FE 2 KR R 75 T 2 (radicicol) . Slit. B 45 2% 5% 12 i
H1 4~ 2 (intermedin, IMD) A1 $i B #1 1& ABTAA & .
Radicicol >4 Hsp90 111 il 7], T LA i Jfk 8 5E /> B A Y
VE-cadherin 1 g-i% ¥ 8 [ 314 5 (1 FEAK, $11] pp60 7%
165 BE 8 A (paxillin i 82 4k, AT B AR A B2 B Bt v
iE M. Radicicol BH 1k P R 7 B4 4 1 3 P45 T Bl
PN B Th RE R RS 1A I B RE LA — VR IT/E R, Py 4
L 4 Sk AT A R G 44 Slit, 38 d 5 5% K Robo £ 1 4
454, BH 1k p120-3% 31 85 1 5 VE-cadherin fi# &5, fH 1E
VE-cadherin N 1k, 3 5% 4 Bz 4H fifd 2 [8] VE-cadherin [
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Figure 1  Drugs for treating sepsis based on pathophysiological

processes
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