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摘  要 

溃疡性结肠炎(UC)是一种病因不明的慢性肠道内炎症，随着生活水平的进步和环境污染的加重，UC的发

病率较前大幅提高，大多患者腹痛、便血症状明显，严重影响了正常生活，已演变成一种全球性的负担。

尽管目前内镜及组织学检查已经普及，诊断方式简单，治疗指南明确，但仍有相当一部分患者对药物治

疗的反应不明显，极大地影响了患者的生活质量。所以在临床工作中对患者进行全面检查，多方面分析，

减少误诊、实施个体化治疗显得尤为重要。最近我们接诊了一名溃疡性结肠炎伴血小板增多的患者，院

外进行传统的溃结治疗效果不明显，在我院进行降血小板治疗后临床症状改善明显，血小板除了有止血

作用，还作为传统的抗炎细胞在炎症性肠病中发挥作用，因此控制血小板数量也可有效控制肠道炎症的

发展。此篇通过对我科收治的1例溃疡性结肠炎合并血小板增多症患者的诊治过程进行回顾性分析并文

献复习，讨论异常血小板活化对肠道炎症的影响，考虑调节血小板治疗溃疡性结肠炎的潜在益处，为今

后的治疗提供新的思路。 
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Abstract 
Ulcerative colitis (UC) is a chronic intestinal inflammation with unknown etiology. With the im-
provement of living standards and the aggravation of environmental pollution, the incidence of UC 
has increased significantly. Most patients have obvious symptoms of abdominal pain and blood in 
the stool, which seriously affects their normal life and has become a global burden. Although en-
doscopy and histology have been widely used, with simple diagnostic methods and clear treatment 
guidelines, quite a few patients still do not respond significantly to drug therapy, which greatly af-
fects the quality of life of patients. Therefore, in clinical work, it is particularly important to con-
duct comprehensive examination of patients, analyze in many aspects, reduce misdiagnosis and 
implement individualized treatment. Recently, we received a patient with ulcerative colitis accom-
panied by thrombocytosis. The effect of traditional ulcerative colitis treatment outside the hos-
pital was not obvious, but the clinical symptoms improved significantly after the treatment of plate-
let lowering in our hospital. In addition to their role in hemostasis, platelets also play a role as 
traditional anti-inflammatory cells in inflammatory bowel disease, so controlling platelet count 
can also effectively control the development of intestinal inflammation. Controlling platelet count 
can also effectively control the development of intestinal inflammation. This paper retrospectively 
analyzed the diagnosis and treatment process of a patient with ulcerative colitis complicated with 
thrombocytosis admitted to our department and reviewed the literature, discussed the influence 
of abnormal platelet activation on intestinal inflammation, considered the potential benefits of 
platelet regulation in the treatment of ulcerative colitis, and provided new ideas for future treat-
ment. 
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1. 病例资料 

患者男，31 岁，近 1 月来反复出现粘液脓血便，每日排便 4~5 次，偶有便血，伴有轻微下腹部不适，

排便后可缓解，1 周前出现腹泻加重，每日大便 10 余次，伴有发热，于外院行结肠镜检查诊断溃疡性结

肠炎，给予美沙拉嗪颗粒及抗生素治疗，症状无明显缓解。既往无特殊病史。入院查体：T：36.2℃ P：
140 次/分 R：20 次/分 BP：108/74 mmHg。贫血貌，慢性病容，皮肤、黏膜及巩膜苍白，心率增快，心

律规整，左下腹有轻压痛，无反跳痛，余未见明显阳性体征。入院后完善相关辅助检查：白细胞：24.99 
× 109/L，红细胞：2.78 × 109/L，血红蛋白：68 g/L，血小板：1013 × 109/L，大便潜血实验阳性，大便细

菌培养：大肠埃希氏菌 80%，变形杆菌 5%；大便难辨梭状芽孢杆菌毒素阴性；CMV、EBV、C. diff 均阴

性；结核抗体、T-SPOT 均阴性。腹部 CT：结直肠壁增厚伴异常强化(图 1)。肠镜检查考虑溃疡性结肠炎

活动期(图 2)。病理：粘膜充血、水肿，重度急慢性发炎，较多淋巴细胞、浆细胞及少量嗜酸性粒细胞浸

润(图 3)。初步诊断为溃疡性结肠炎；白血病？考虑患者白细胞及血小板异常增高，请血液科会诊，行骨
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髓穿刺活检，骨髓细胞图片提示感染样骨髓象，血小板增多，小细胞低色素性贫血(图 4)。活检结果提示

骨髓增生程度大致正常，基因突变及染色体检查：骨髓 JAK-2、MPL、CALR 基因未检测到明确突变，

BCR-ABL 融合基因为阴性。排除原发性血小板增多症，考虑为溃疡性结肠炎伴继发血小板增多症，肠道感

染，重度贫血。给予甲泼尼龙静滴、美沙拉嗪颗粒口服、美沙拉嗪栓肛门给药、羟基脲口服、干扰素皮下

注射、补蛋白、补液等对症支持治疗，2 周后患者症状明显好转，大便控制在 2~3 次/日，无明显粘液脓血，

复查血常规：血红蛋白 75.0↓g/L，血小板计数 521↑109/L。再次行肠镜提示溃疡性结肠炎缓解期。  
 

 
Figure 1. Abdominal CT scan shows intestinal wall thickening with abnormal enhancement 
图 1. 腹部 CT 可见肠壁增厚并伴有异常强化 

 

 
Figure 2. There are many superficial needle-like ulcers in the intestinal mucosa, covered 
with white moss. The mucosa looks like granules, the vascular texture is missing, the mu-
cosa has a few deep ulcers, and there is active bleeding 
图 2. 肠道粘膜广泛密布针尖样浅溃疡，有白苔覆盖，粘膜呈颗粒样改变，血管纹理

消失，部分见深溃疡，有活动性出血 
 

 
Figure 3. Lymphocytes, plasma cells and eosinophils 
图 3. 淋巴细胞、浆细胞及嗜酸性粒细胞 
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Figure 4. Bone marrow smear: leukocytosis, left shift of granulocyte nuclei, and thrombo-
cyto 
图 4. 骨髓涂片：白细胞增多，粒系核左移，血小板增多 

2. 讨论 

溃疡性结肠炎近些年来在总体人群发病率和患病率呈逐渐上升的趋势[1]。其发病机制受遗传易感性、

肠道微生物改变、上皮屏障受损、免疫失调等多种因素的影响[2]。该病最常见的症状是腹泻和便血，根

据疾病的严重程度和发病部位的不同，患者还会出现腹痛、粘液脓血便和里急后重感[3]，约三分之一的

患者会出现皮肤、关节、眼睛和肝脏等一系列肠外组织病变[4]。结肠镜检查是诊断与鉴别诊断的重要手

段之一，镜下可见粘膜病变呈持续性、弥漫性分布，黏膜血管纹理模糊、紊乱、消失或有脓性分泌物附

着，若病情较重还可见糜烂和多发性浅溃疡[5]。早期溃疡性结肠炎组织反应是表面血流量增加，内镜下

可见弥漫性颗粒状红斑和血管充血的征象。触碰黏膜容易出血，这种易碎性或接触性出血是 UC 典型的

早期特征。随着炎症的进展，粘膜表面开始出现微小溃疡，导致自发出血。与克罗恩病不同的是，这些

溃疡大多是局限于粘膜层和粘膜下层的浅表溃疡[6]。最近的研究表明，UC 的粘膜炎症还与免疫-非免疫

细胞间复杂的相互作用有关[7] [8] [9]，患者常会伴随血小板形态、数量及功能的异常，如血小板数量增

加、平均体积减小、宽度增加、分泌颗粒增多等。有研究表明，炎症性肠病患者中血小板增多的发生率

高达 33% [10]，提示血小板可能在该病病程中起重要作用[11]。 
血小板是由成熟的骨髓巨核细胞分泌的具有生物活性的小块胞质，是人体血液中除红细胞外数量最

多的细胞成分，主要起止血作用[12]。血小板增多症在临床上分为原发性和继发性两种。原发性血小板增

多症是一种慢性骨髓增殖性疾病，其特征为血小板数量显著增多(>1000 × 109/L)，骨髓象以原始和幼稚巨

核细胞增多为主，JAK-2 基因检测呈阳性，患者出血、血栓等事件发生率较高[13]。继发性血小板增多症

常继发于一些急慢性炎症、恶性肿瘤、慢性失血、脾切除术等，其中以感染最多见。主要特征是一过性

的血小板增多，患者通常无症状，去除病因后血小板数量可于短期内恢复，患者出血、血栓事件发生较

少[13]。 
血小板生成的调控主要依赖血小板生成素(TPO)介导的负反馈机制[10]。在静息状态下，内皮细胞释

放 CoX (前列环素)和 NO (一氧化氮)，它们能抑制血小板活化并且阻止血小板聚集[14]。当内皮受损后，

血小板会迅速粘附于损伤部位暴露出的胶原蛋白和基底膜蛋白上，并通过其糖蛋白与胶原和胶原沉积的

vWF (血管性血友病因子)相互作用，诱导血小板活化[14]。活化的血小板释放 ADP、5-羟色胺、血栓素

(TXA2)、肾上腺素等一些活性介质，并激活特定的信号通路，产生凝血级联反应，从而导致更多血小板

被激活[15]。当血小板活化后胞内的一些致密颗粒、溶酶体和 α颗粒可释放细胞因子，如组胺、前列腺素

E2 和 D2、血小板衍生生长因子、血栓素 A2 等，导致粘膜炎症[16]。P-选择素(CD62P)是 α 颗粒中一种

膜糖蛋白，主要作用是促进中性粒细胞的渗出和粘附，是经典的促炎因子[17]。此外，活化血小板还分泌

可溶性CD40L，这是一种与肿瘤坏死因子(TNF)家族成员同源的蛋白质，可与大多数免疫细胞表面的CD40
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结合，诱导免疫活化和炎症的发生[18] [19]。活化的血小板表面还可与多种凝血因子结合，并释放纤维蛋

白原，最终形成网状纤维蛋白沉积和坚实的血凝块，从而堵住血管的破口，形成血栓[20]。 

3. 治疗 

溃疡性结肠炎治疗目标是诱导并维持症状缓解及黏膜愈合，防治并发症，改善患者生活质量。治疗

药物主要包括氨基水杨酸类、糖皮质激素、免疫抑制剂和 TNF-α的单克隆抗体治疗。根据病情的严重程

度选择合适的治疗方式是治疗是否成功的关键环节[21]。溃疡性结肠炎根据其严重程度通常分为缓解、轻

度、中度或重度。轻中度疾病的一线治疗是氨基水杨酸类药物，对此类药物无反应或未达到缓解的患者

可使用糖皮质激素治疗；中度至重度结肠炎患者和激素依赖型患者则需加用硫嘌呤或生物药物；急性重

度溃疡性结肠炎患者应静脉注射糖皮质激素，对于应用激素无效的患者，可以尝试环孢素或英夫利昔单

抗治疗。对于一些不可控制的出血、穿孔、结直肠癌等复杂性疾病则需手术[3] [22]。 
继发性血小板增多症以治疗原发病和祛除病因为主，一般不需要针对性治疗，在血小板数量大于 1000 

× 109/L 时，可使用羟基脲、干扰素等降低血小板数量。羟基脲是一种骨髓增生抑制剂，其可选择性阻碍

DNA 合成，抑制巨核细胞增生分化，减少血小板数量[23]，是目前治疗血小板增多症最常用的一线药物。

Cortelazzo 等人在一项前瞻性研究中发现，接受羟基脲治疗的高危疾病患者的血栓事件明显少于未接受骨

髓抑制治疗的患者[24]。α 干扰素(IFN)是一种蛋白质因子生物制剂，具有抑制细胞增殖、抗病毒、调节

免疫及抗肿瘤等作用，目前已广泛应用于治疗血小板增多症。有大量研究表明，羟基脲联合干扰素治疗

血小板增多症可提高疗效，延长药效持续时间，减少不良反应的发生，具有更高的安全性。本例患者于

外院常规美沙拉嗪抗炎等治疗效果不明显，于我院行骨髓穿刺活检后明确诊断为溃疡性结肠炎合并继发

性血小板增多症，给予美沙拉嗪抗炎治疗的同时联合羟基脲及干扰素降血小板数量，并辅以益生菌调节

胃肠功能、抗生素抗感染、补蛋白及充营养素后症状明显好转，1 月后复查肠镜提示溃疡性结肠炎处于

缓解期，血小板数量明显减少，随访 6 个月病情稳定。 

4. 总结 

越来越多的证据表明，血小板在肠道炎症过程中发挥重要作用，即使在炎症的非活动期，血小板的

这种过度活动也可能对炎症反应产生强化和加重的影响[25]。所以在临床诊治过程中，我们一定要重视溃

疡性结肠炎引起血小板增多这一情况，正确区分原发性血小板增多症和继发性血小板增多症，避免误诊，

而且在治疗原发病的同时注意控制血小板的数量，以达到更好的治疗效果。 

参考文献 
[1] Gajendran, M., Loganathan, P., Jimenez, G.,et al. (2019) A Comprehensive Review and Update on Ulcerative Colitis. 

Disease-a-Month, 65, Article ID: 100851. https://doi.org/10.1016/j.disamonth.2019.02.004 
[2] Ungaro, R., Mehandru, S., Allen, P.B., Peyrin-Biroulet, L. and Colombel, J.-F. (2017) Ulcerative Colitis. Lancet, 389, 

1756-1770. https://doi.org/10.1016/S0140-6736(16)32126-2 
[3] Ko, C.W., Singh, S., Feuerstein, J.D., Falck-Ytter, C., et al. (2019) AGA Clinical Practice Guidelines on the Manage-

ment of Mild-to-Moderate Ulcerative Colitis. Gastroenterology, 156, 748-764.  
https://doi.org/10.1053/j.gastro.2018.12.009 

[4] Kaenkumchorn, T. and Wahbeh, G. (2020) Ulcerative Colitis: Making the Diagnosis. Gastroenterology Clinics of North 
America, 49, 655-669. https://doi.org/10.1016/j.gtc.2020.07.001 

[5] Kobayashi, T., Siegmund, B., Le Berre, C., et al. (2020) Ulcerative Colitis. Nature Reviews Disease Primers, 6, Article 
No. 74. https://doi.org/10.1038/s41572-020-0205-x 

[6] Chutkan, R.K., Scherl, E. and Waye, J.D. (2002) Colonoscopy in Inflammatory Bowel Disease. Gastrointestinal En-
doscopy Clinics of North America, 12, 463-483. https://doi.org/10.1016/S1052-5157(02)00007-7 

[7] Schuppan, D. (2000) Current Concepts of Celiac Disease Pathogenesis. Gastroenterology, 119, 234-242. 

https://doi.org/10.12677/acm.2023.132288
https://doi.org/10.1016/j.disamonth.2019.02.004
https://doi.org/10.1016/S0140-6736(16)32126-2
https://doi.org/10.1053/j.gastro.2018.12.009
https://doi.org/10.1016/j.gtc.2020.07.001
https://doi.org/10.1038/s41572-020-0205-x
https://doi.org/10.1016/S1052-5157(02)00007-7


蔡潇潇，杨宏丽 

 

 

DOI: 10.12677/acm.2023.132288 2070 临床医学进展 
 

https://doi.org/10.1053/gast.2000.8521 
[8] Eisenstein, M. (2018) Ulcerative Colitis: Towards Remission. Nature, 563, S33. 

https://doi.org/10.1038/d41586-018-07276-2 
[9] Andoh, A., Yoshida, T., Yagi, Y., et al. (2006) Increased Aggregation Response of Platelets in Patients with Inflam-

matory Bowel Disease. Journal of Gastroenterology, 41, 47-54. https://doi.org/10.1007/s00535-005-1721-x 
[10] Canero, A., Parmeggiani, D., Avenia, N., et al. (2012) Thromboembolic Tendency (TE) in IBD (Inflammatory Bowel 

Disease) Patients. Annali Italiani di Chirurgia, 83, 313-317.  
[11] Danese, S., de la Motte, C. and Fiocchi, C. (2004) Platelets in Inflammatory Bowel Disease: Clinical, Pathogenic, and 

therapeutic Implications. American Journal of Gastroenterology, 99, 938-945.  
https://doi.org/10.1111/j.1572-0241.2004.04129.x 

[12] Schafer, A.I. (2001) Thrombocytosis and Thrombocythemia. Blood Reviews, 15, 159-166. 
https://doi.org/10.1054/blre.2001.0162 

[13] Deutsch, V.R. and Tomer, A. (2013) Advances in Megakaryocytopoiesis and Thrombopoiesis: From Bench to Bedside. 
British Journal of Haematology, 161, 778-793. https://doi.org/10.1111/bjh.12328 

[14] Koupenova, M., Kehrel, B.E., Corkrey, H.A. and Freedman, J.E. (2017) Thrombosis and Platelets: An Update. Euro-
pean Heart Journal, 38, 785-791. https://doi.org/10.1093/eurheartj/ehw550 

[15] Koupenova, M., Clancy, L., Corkrey, H.A. and Freedman, J.E. (2018) Circulating Platelets as Mediators of Immunity, 
Inflammation, and Thrombosis. Circulation Research, 122, 337-351.  
https://doi.org/10.1161/CIRCRESAHA.117.310795 

[16] Thomas, M.R. and Storey, R.F. (2015) The Role of Platelets in Inflammation. Thrombosis and Haemostasis, 114, 449-458.  
https://doi.org/10.1160/TH14-12-1067 

[17] Tekelioglu, Y., Uzun, H. and Sisman, G. (2014) Activated Platelets in Patients Suffering from Inflammatory Bowel 
Disease. Bratislava Medical Journal, 115, 83-85. https://doi.org/10.4149/BLL_2014_018 

[18] Grewal, I.S. and Flavell, R.A. (1998) CD40 and CD154 in Cell-Mediated Immunity. Annual Review of Immunology, 16, 
111-135. https://doi.org/10.1146/annurev.immunol.16.1.111 

[19] Danese, S., Katz, J.A., Saibeni, S., et al. (2003) Activated Platelets Are the Source of Elevated Levels of Soluble CD40 
Ligand in the Circulation of Inflammatory Bowel Disease Patients. Gut, 52, 1435-1441. 
https://doi.org/10.1136/gut.52.10.1435 

[20] Matsumoto, T. (2006) Platelets in Inflammatory Bowel Disease. Journal of Gastroenterology, 41, 91-92. 
https://doi.org/10.1007/s00535-006-1745-x 

[21] Ordás, I., Eckmann, L., Talamini, M., Baumgart, D.C. and Sandborn, W.J. (2012) Ulcerative Colitis. Lancet, 380, 
1606-1619. https://doi.org/10.1016/S0140-6736(12)60150-0 

[22] Bressler, B., Marshall, J.K., Bernstein, C.N., et al. (2015) Clinical Practice Guidelines for the Medical Management of 
Nonhospitalized Ulcerative Colitis: The Toronto Consensus. Gastroenterology, 148, 1035-1058. 
https://doi.org/10.1053/j.gastro.2015.03.001 

[23] 常明霞. α-干扰素联合羟基脲治疗原发性血小板增多症的效果[J]. 临床医学, 2022, 42(2): 113-114. 
[24] Cortelazzo, S., Finazzi, G., Ruggeri, M., et al. (1995) Hydroxyurea for Patients with Essential Thrombocythemia and a 

High Risk of Thrombosis. The New England Journal of Medicine, 332, 1132-1136.  
https://doi.org/10.1056/NEJM199504273321704 

[25] Weyrich, A.S. and Zimmerman, G.A. (2004) Platelets: Signaling Cells in the Immune Continuum. Trends in Immunology, 
25, 489-495. https://doi.org/10.1016/j.it.2004.07.003 

https://doi.org/10.12677/acm.2023.132288
https://doi.org/10.1053/gast.2000.8521
https://doi.org/10.1038/d41586-018-07276-2
https://doi.org/10.1007/s00535-005-1721-x
https://doi.org/10.1111/j.1572-0241.2004.04129.x
https://doi.org/10.1054/blre.2001.0162
https://doi.org/10.1111/bjh.12328
https://doi.org/10.1093/eurheartj/ehw550
https://doi.org/10.1161/CIRCRESAHA.117.310795
https://doi.org/10.1160/TH14-12-1067
https://doi.org/10.4149/BLL_2014_018
https://doi.org/10.1146/annurev.immunol.16.1.111
https://doi.org/10.1136/gut.52.10.1435
https://doi.org/10.1007/s00535-006-1745-x
https://doi.org/10.1016/S0140-6736(12)60150-0
https://doi.org/10.1053/j.gastro.2015.03.001
https://doi.org/10.1016/j.it.2004.07.003

	溃疡性结肠炎伴继发性血小板增多症一例并文献复习
	摘  要
	关键词
	One Case of Ulcerative Colitis with Secondary Thrombocytosis and Literature Review
	Abstract
	Keywords
	1. 病例资料
	2. 讨论
	3. 治疗
	4. 总结
	参考文献

