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Abstract

Inflammatory bowel disease (IBD) is a chronic intestinal disease affecting the ileum, colon, and
rectum of unknown etiology, and its overall incidence has increased in all countries. Studies have
confirmed that the circulatory system of patients with inflammatory bowel disease (IBD) is in a
hypercoagulable state, which makes the intestinal microcirculation dysfunction, further aggra-
vates the severity of inflammatory bowel disease, and even leads to the occurrence of venous
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thrombosis. Several studies have shown that patients with IBD are at increased risk of venous
thrombosis compared with healthy people. Therefore, it is important for patients with inflamma-
tory bowel disease to prevent and treat hypercoagulability.
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1. 518

AR FEUESE RAE L7 (I1BD) B EH M RG AL T bR, X Fh Bk 25 (15 18 UG 3 2 BE PRk
HIE SR E AR TE B, RET A R SR L. SR3E, AEdEtBI R, AT 51 S £ 3 o 1 Ak — 2
H[1]o EIEH NAN, RS RGYERE — MRS . 2RI, 7F IBD BEARA, XM-PERET 0.
IBD & VR A Al LB SR BUR D SR IR, B B S 4 ThRE R aL[2]. sk, M/MREDRE R
W N B AN AR SR SRS B LR VI O . IREEHLHISEFEAE A, AT 1BD B AN AL T BER
&, BHHHRULE.

2. 1BD I A= ER S XU

I PRSE B R B IBD 588 A7 A B AR A ZE 0 XURS:, LI A A 28 A 0 A R 30 1%~8%, 58l A A
FAEG, 1BD 2B TR E K I A A0 A 28 1 XU 2 9 Inle 3.6 F%5[3], AR MAE, WSER) R & 45t 1IBD
DK AR (4 5 2R 3RS OR RS 39%~41% [4]. PRIUL, msioxh BE MRS I ML S22 VTE RIBRE AR YT, 72K
¥ 1BD B WG MR AL 207 T BA 2 X[5]. —BiE M E 2 08 IBD &I VTE BT, 24
8000 {3 IBD 3% IR I IBD & & JF VTE ARSI, He T BE B i A0 22 AMIC T #0704 T
NHER) S5 R [6]

3. EARTSHILH

IBD S E I mBeR A K AN A 2 M2 e R &= AL R E A E0w,  FOR AL H R IFAS+ 70 B
HARFERKEHIINN 1BD MRS SRR - FIR RGRAT, /MR 5 R B s, e
RGBS SORER DL ML N B BEAG SR O¢, XU LR 51k T HUAR SECIRES,  dEmigm 1 &
F VTE IR AE R

31 KfE. RERNSERRTS

Jifr 1 9 5E 51 R — RPN R TR, AFEMREIRSER T a (TNFa). F/1Z-1 (IL-1). CDA40 Fitf4(CD4O0L)
&, Hh TNFa A1 IL-1 mlidid NK-KB AHSC I HLHI R 3E A R T 20 2R D8 7 ik, AT (32t P Js 1 4 of
RGP, AR S PR R AT R - Pukti B E; C N (A INH| 42 AT 42 1 4 (tissue
factor pathway inhibitor, TFP1) LA K 20 23 Y 41 i )5 7% 77)( Tissue Plasminogen Activator, tPA), 5|jEEt ML - 47
AT IL-6 BN/ RCECE RN g B AR e, R IR DD REAIEE MBS N ;. TNF-a T~ I LA 77
EA LN R E A C %248 (Endothelial Protein C Receptor, EPCR) 1A, ML VEThAE[4];
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IBD fEN—F B & G B, B S PRSI0 i K AR T A —E/EH . | SRk,
AFEHLOBE IR PR ACL) RIEFLEYI(LAC), AT SBEIGFIIYE g-2 HEE A L TR &R B, T ML B-2
BEER (4 LA A —Phbin [R] DRI, 8 400 1 e AL 8 D5 TR 10 DR X35 0 R s I /N &5 7 T R P AR
TR AR . AT FERIE, IBD 8 ACL HuiRBHPER U] m Tt B4, SR, 7E S ime 7 s o
WA R HIEYE R B X L AR AE 1BD AR T 0 KU e R FEVE T, BRITAT 75 33— 2D ML I 5[ 7] 534k
AWFERM, 1E IBD HEE ik b SE LSRRG ¢, kB BB PAMPs 1] DUBGHE (LM _E 1958
RGJESAR, &R ECIRE[8].

32. EHNHSERRTS

TE 1BD IR A HY, A — T o ) 3 A B 2 o5 2 I P B A (A I 4 (4 ifiL /AR
F it b 40 s R 4 ROS OSP4, 76 IBD MR AR R B, A — T B 5 T A 2 52 ot I A
PR AEPR AN M A ot NER) R g i R Al S 4 ROS A E = A 9]

BRI GRS i) TF o S A J5 S S RIURE P9 B 20 R BSR4 i 52 2 1 ROS (i A Ak S Bl B M 4 S AL )
SECTF F1 RNA FVEE A RIAHI I, gt TF (2 B6E 3. AHOCHE 7R ] ROS 5% 1) TF i& 14 F1 NADPH
FALEEA C[10].

ROC gl Z Fl oy Nl 8 H C %, ROS 55 M K4 I EPCR JBL%, T4 S 4k 77 B B4 4k H 41
M PH 751 & ERCP 74 [11]. th4h, ROC Reiliid &L B IR S E 0 C g7 450 i 28 M B4k
APC.

3.3. I/MESEERE

IBD S H LA MM STEA R . SOREVEM S s MRSV TE R & K, FEE |
TRAER LG KT LA A R A0 M B2 450, L /NBRAE 245493 16 P9 B A PR Jms 0t R B L R 5K, TR T £
F A IR T8 (T AR -6 I/ DN A6 o 3 5 TR SR I /N T R R 1k R T 22 b S TR 2 3t 1 A E 4N
MR IR, 774 T A H R A R 0, I T SR SO, HL A I R R R R RS
B R T i e A, BRI MRAEG R RIS AR R 2 5 B s [ 22, R T AR T L,
FIRS A2 E 9 RE R A REAER o I /N B2 LAt M A P O AR, AN A M 38 A7 1E ) G
RO AR, 7E1E ERE R REREEIER, R RER BRI . G UEHER /R 1BD AR 15 8 A
H, AMAE LR, T BAE SR A s e 2 40 i R #E B EAE . IR CH B0 5 1BD B B R
FERAG. 22 90 N7 0 BE AT AR A A, A Lyt i /N B RS RT R) (i 3 /AR B A [12] - WAL o
IBD SEE TGS RN 2, MNP ARAR I /NKR 23 A B8 B IfiL/INAR e R AT R S B b if )
BTG PE RIS . SRE S35 A0 10 /N S5 P 7 40 2 T £ A A FH 3 B5ORG B 237 B aoRn a1k il 5 20
ISR . IR - ISR EEYI(PLA) R JRE AT PLT 3G PEMIFRE, PLA RITE AT ER 58 1 rp ki 2
L A5 I BT AR g, 1X 5 VTE RSB VIAOG[13]. BEAk, SRR SIS 55 5 1 /MRS A6 5 5
TCRERE TR, R B R, 59 hn PLT-PLT A1 PLA HIJERL. 1BD Hhifil /it %3k CDA0L & H, 314
M R T8 2 W VA E CDAOL (sCDAOL), FEUEH 1 1) sCDA0L &34 Tt & . 7E 1BD B2 Hhoul 88 3] i) vl v
£ CDAOL /K P T+ ml g SRR S A1 1BD o R A= VTE KU N 9<[14]. B2 CDA0L H A 158 4o %%
REMTER, SEUMNEM R MISENENS . IBD B M/ MRITEHERIN 28] P EH R, P EEREEN
BoAk-1. Ifi/MRFEE A 1-b (GP-1b). GPIIb/Ila-£F4E Ji7 - 4 A1 2> F(ICAM-1) 15, X 485F 4
TER, R MRS, FHE2E [ (R0 BT U P9 R 4 R I [15]. LA EALHIZRER, 1BD AR Mk Eos 3
s ThaevEik, 3G s e .
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34. (% - ABRRGESRERT

MR =R A P RE Y IBD B KA MAR AR — AN EHEE R, 2R AR N EEL - a4 T —F-F
BRRAS, {HATE 1BD g AN, XF-FATHITH. 1BD BN o] HBUE B R . Bkt R %
ML - 2RVAThAe 2L, N B MRIVBE S . N RIS, X R SERIEIE R REY], X
LEHLHIIE [FAE AL 1BD B A AL T SBeiRaEs, A5 TRk . & 0%k I £F 78 b5 A /NSO S Fa b
AT 9l PR CAE A AN TR AR TR Bids T — € 4R, WA w7t s IBD & 1BD & A7 7E 7 1 (1) Bk LA
KT, B AEFEE M. BE - prgtnmg | S69. F4EAE. D = RARSHEFr3Em,
FAME R IBD B IR B T Va. Vila. VI, Xa. Xlla. Xla F+&[16] [17], A 1BD
BH WA RSN T, B3 TFPI. ATII. EPCR £i& FiA%[2].

3.5. ARARaHY S SRR

RSB ME I 7 /MRS A BRIOE AR A EEAEH[1]. 1BD I, i %% 250051 F 40
TEJR I R R AL 23084, Wil Jm 38 S 3 vh AN TR) R MR IR 7 O oA, sy 0 R T 10 L A I R A A R 7
(VEGF). 24 NF IL-6. 1L-12. IL-23. INF-y &% TNF 7F IBD " &3&iE, ¥l im ik oih vy i e i ah g
8 o 98 LB 30 3 P T 3 0 A L P B 0 L LA 3 [ 18]

B W AELE 2 M AR B AT B8 A R A0 A %, o ofn 14 i 993 1K1~ (von Willebrand factor, VW)
1A% 1875 8 F (thrombomodulin, TM). L 40 A 5t 72 --1 (vascular cell adhesion molecule 1, VCAM-1).
21 it 5] 5 Bt 73 7-1 (intercellular adhesion molecule 1, ICAM-1) LA & 4 i -1 (endothelin-1, ET-1). #T4E3K,
A% Bk F S 2 2 (asymmetric dimethylarginine, ADMA) W iZ MW\ 7] o N 2 B iibric e —, &
— AP NUETE NO S REHIEIY, HoK-FI8E 5 N R DIRERERS S R &V, AT RN S P B AR &7 5k D e
Rl /B SR A DL PR AZ A M 6 P 3 22 [19]. 17 2 SCiikikiE 1BD 3% VWF. TM. EPCR 1 ADMA
AKFEE T [19], TS A R 20 B A 1 — A S AR ik, A — S A B> S A e e . B
SN, — SRR AT Pk 20 BRI /N ROGT PA R 0 RS B A P R e 4 L 7 WS ke L e g v ) 4
S 7B CRIIIN =540 Y O D Wi a7 NN 1| =5 B e T e (I = D7 o e R U o O i =
(8 B AR oy WA R R R T3 2, SN VE S L&A 030, 5 b A i o] A i /MR SRR T P 4l
BT, DT 8 0 5 L v AT

3.6. ZAMS5EERES

5-Z H KR (5-ASA)XS IBD F8 5 I /N T RE PRS2 9 47 1E 5 130 o A0 VR I bk e (SPSA) 1 i) — TR
RSB R =, AN R R s A B 2P e R IfAE . KA T ROE 7E M SPSA 87 3 B I H A R 28
F, R B AR K P S35 N [20]. (H IBD B ARAT SP-SA 2 75 4 S 8 [ B - Ik 42 R I e
AT Rt — B FE o 75— T 1BD A Ja 235 (1 K Y BA S 2 17F 70 b LA FH 28 [ i 24 9 2 1BD B8 AR 5 e
JB LA TR 8 140 95 7 S B R R [20] o A4 71D P a6 35 R I EA 7 31 5 3 I MEAE O, B4R 28 mT LS 35 /i
SRR P B S PR N, (R AT DU I B A PAI-L (3% 1 T 4 ) 41 4 2 (1 A AR [22] . — TR 7T R I BT
TNF-o FUARAETERIPUEE LN, A VTE FIRGIHRIE, o BT TNF-a SUAIE T 10 83 5 5 ki
(T 5[ 23] -

4. 1BD BEMEATHRITE

7E 2014 FNE K IBD S5k A2 BG 6 R = WP 3 H : IBD {1 B% &3 i R EH & i sh 4 H ek
e K& MR T APIEHGIT[24], BAR—Seiam @ OB . TR s s e VTE ik s 2%
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REIR IR 1BD 8 BEAT MU 3R B 7 AR BB 6T - AT, A 30%31 50%H7 IBD &4 = 4= i
X —J . RIS IBD B LI SRR AT MO, W H R MThRE . RAESRFRAE, WM KR I
BA B T S AR, A R T T AR R RN R B R B IS A, WS 1BD UG Kk 5L

5 RE

PiE S (R - LR RGURMT, /MR R G, BRI AR G . JORE A BL A

BN B BETGAE 2 M AR A AR I 1BD 3 e T sk, VTE RAERWET e, 1BD Kk VTE
BFMTE 2 TR TS, TR FT R A IE 1BD B BEIL R T LATRT A A ZE 1 R AR, X Reds
HRAE, SRt REFATS. (B3 1BD fiad7, By I A PRI T 7 28t — P JT .
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