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[ Abstract ) Objective
inflammatory bowel disease (IBD)-related thrombotic diseases, and to provide a reference with regard to
further studies of IBD-related thrombotic disease. Methods The related literatures in the PubMeb,
Medline, EMbase, CNKI and CBM databases were systematically reviewed from January 1993 to December

To investigate the correlation between homocysteine ( Hey ) and

2013 in order to elucidate any potential association between Hcy and IBD-related thrombotic diseases.
Results Patients with IBD have an increasing risk of thrombosis because of repeated inflammatory activity
and the hypercoagulable state. Hyperhomocysteinemia (HHey) is involved in the pathophysiological process
of IBD-related thrombotic diseases. Oxidative damage to endothelium and imbalance in the body of
anticoagulant system can be the major contributing factors to IBD-related thrombotic diseases. HHcy is an
independent risk factor of thrombosis. Conclusions The present data indicate that Hey plays a role in the
complex pathogenesis in patients with IBD, affected by multiple factors. Similarly, Hcy plays an important
role in IBD-related thrombotic diseases, which needs further study to clarify the definite mechanism of

patients with IBD.
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Hey J2H i 2 R ( methionine, Met) i ¥R ) v [a] £ 4 7
W, FEMRE D Met JIE LS IE i, A Met 53 i,
B R R Hoy AT A 0P DE R , 2R A3 PR
BRI 4E A= 2 B, O BEBREE B & UM, RN Met 6 F-fi
i PAE T Hey SR 22978 Hey YGRS B Y A0 AR AL
Met; HeE 140 Hey B B ER & FHiE L4 Met, i B,
e, B 3L PO S 1 R ( methylenetetrahydrofolate, MTHF) J&
JEH . TE MTHE FRBARMIZELE R B, 137 HH S DU SR id
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Hey 7K, HHey 43 M3 (15 ~ 30 wmol/L) | Fp BE (31 ~
100 pmol/L) FIEE £ ( > 100 wmol/L) . fiif5 HHey &,
IR & 2/3, EEALHE Hey FOH T T 94 A= R B A
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IFHMEHAYT I E T ; R BT, 40% F2 76 AR TR A /Y IBD MR35
i HHey i 82% (14/17) ", UC H35 ke 3 % 9 A 35 AR 1
AT AR SEM R — T ™ EH I & AE, Bk UC &
B =HIEH

5 R PR I3 Hey (956802 . Morgenstern %57
Frill] IBD fR M 25 1 Je AR EE ALK Hey & &, 85 R s iR
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TR SRR R  Hey M EC JR B EC 2 7 B IS0
Pl 4-1 ( plasminogen activator inhibitor-1, PAI-1) 7% 4 4
15, [A) I PAL-T mRNA 7K B Hey ¥ B2 52 550 d AR P 384
VLR AS SR 327K HHey B8 IR HILAACEE 1 A0 41 V74 , (4L
R4 T I AR RS

25 B TIR, IBD FR I AR T B — > S Ak 1 s B
ZZHFEEM, Hey £ TBD AH 5P i 4 552 055 1 45 DL il o L
A EBEVER, YIS A 5S4 MW, HHey /5y 1BD AH2¢
P IR PR 14 A 6 PR 3R A 1 i — 2D Y

[1] Mouelhi L, Mekki H, Debbeche R, et al. Thrombosis in
inflammatory bowel disease: mechanisms and risk factors [ J].
Tunis Med, 2009, 87(5) : 307-310.

[2] Canero A, Parmeggiani D, Avenia N, et al. Thromboembolic
tendency (TE) in IBD ( Inflammatory bowel disease) patients
[J]. Ann hal Chir, 2012, 83(4): 313-317.

[3] Jiang Y, Xia X, Wang W, et al. Hyperhomocysteinemia and
related genetic polymorphisms correlate with ulcerative colitis in
Chinese Han population in Central China [ J]. Cell Biochem
Biophys, 2012, 62(1) : 203-210.

[4] Landman C, Nahon S, Cosnes J, et al. Portomesenteric vein
thrombosis in patients with inflammatory bowel disease [ J ].
Inflamm Bowel Dis, 2013, 19(3) : 582-589.

[5] Chen M, Mei Q, Xu J, et al. Detection of melatonin and
homocysteine simultaneously in ulcerative colitis[ J]. Clin Chim
Acta, 2012, 413(1 -2): 30-33.

[6] Givvimani S, Munjal C, Narayanan N, et al. Hyperhomocysteinemia
decreases intestinal motility leading to constipation [ J]. Am ]

Physiol Gastrointest Liver Physiol, 2012, 303(3) . G281-G290.



- 436 - HAERRF] S I R 2%k 2014 4E 10 A58 19 #4555 4] Chin J Anat Clin, October 2014, Vol. 19, No.5

[7] Morgenstern I, Raijmakers MT, Peters WH, et al. Homocysteine, -2):49-54.
cysteine, and glutathione in human colonic mucosa; elevated [13] Dudman NP, Temple SE, Guo XW, et al. Homocysleine enhances
levels of homocysteine in patients with inflammatory bowel disease neutrophil-endothelial interactions in both cultured human cells
[J]. Dig Dis Sci, 2003, 48(10) ; 2083-2090. and rats in vivo[ J]. Circ Res, 1999, 84(4) . 4409-4016.

[8] Danese S, Sgambato A, Papa A, et al. Homocysteine triggers [14] Durand P, Lussier-Cacan S, Blache D. Acute methionine load-
mucosal microvascular activation in inflammatory bowel disease induced hyperhomocysteinemia enhances platelet aggregation,
[J]. Am J Gastroenterol, 2005, 100(4) : 886-895. thromboxane biosynthesis, and macrophage-derived tissue factor

[9] Tawakol A, Omland T, Gerhard M, et al. Hyperhomocyst (e) activity in rats[ J]. FASEB J, 1997, 11(13): 1157-1168.
inemia is associated with impaired endothelium-dependent [15] Werstuck GH, Lentz SR, Dayal S, et al. Homocysteine-induced
vasodilation in humans[ J]. Circulation, 1997, 95(5); 1119- endoplasmic reticulum stress causes dysregulation of the cholesterol
1121. and triglyceride biosynthetic pathways[ J]. J Clin Invest, 2001,

[10] Upchurch GR Jr, Welch GN, Fabian AJ, et al. Homocysteine 107(10) ; 1263-1273.
decreases bioavailable nitric oxide by a mechanism involving [16] Lazzerini PE, Capecchi PL, Selvi E, et al. Hyperhomocysteinemia,
glutathione peroxidase [ J]. J Biol Chem, 1997, 272 (27): inflammation and autoimmunity [ J ]. Autoimmun Rev, 2007, 6
17012-17017. (7):503-509.

[11] Berman RS, Martin W. Arterial endothelial barrier dysfunction; [17] Yap S, Boers GH, Wilcken B, et al. Vascular outcome in patients
actions of homocysteine and the hypoxanthine-xanthine oxidase free with homocystinuria due to cystathionine beta-synthase deficiency
radical generating system[ J]. Br J Pharmacol, 1993, 108 (4) . treated chronically; a multicenter observational study [ J ].
920-926. Arterioscler Thromb Vasc Biol, 2001, 21(12) : 2080-2085.

[12] Lee ME, Wang H. Homocysteine and hypomethylation. A novel (Weka B #:2014-02-11)
link to vascular disease[ J]. Trends Cardiovasc Med, 1999, 9(1 (AT X 2241

CBEE - AEE - e
KT RBPEITFET ERBRIER

(1) GEit22 0 7 vk B X 18 B ORE, REARYE BT R R BT SR B B4 9 25 - A2 B HL 09, e A 38 i 43t
ST RN E BB ¢ KSR SR 38 0 22 400 s % T e MR R AR TR AR 2R | R A Y BRI BT L
W AE B AT H Y A S MG M i AR HE Y K. X T RUE 4, 8 45 A Ll R i |, s
TE W A28 8 DR H 2 R B A 5387 s % ELAT 25 52 S S0 0 K 560 [ 01 0 B Bk, S O fRj B AL b 3 s X F 2 R 29845
PORL BEAE— U TS SERE b R RE S FHZ 0TS T ik, DAE ST IR 28 22 (8] 38 AR F A 22 $8 bR 22 18] /Y D9 7R B AR AR 4
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JBEEFP >0.05 P <0.05 F1 P <0.01 3 FpeikJy X B Al e 75 2, LR F4043 0 P <0.001 5% P <0.0001, M4¥5 K a kS5
CAn SRR B AR5 ) B R 45 Hh 2 A I 25 R 0 [RIET, -5 th 95% RT{F X [H]

) 4 4735





