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Abstract  Case Report 
 

Introduction: The frequency of gastrointestinal manifestations in patients suffering with mood disorders, particularly 

bipolar disorders, pose specific physiopathological, etiological and therapeutic questions. We propose to address this 

issue through this clinical case. Clinical Case: We report here the case of a female patient 29-year-old, followed in 

psychiatry since 2014 for bipolar disorder type I and presenting an irritable colon syndrome, a biliary cyst, gastric 

diverticula and a chronic constipation. Discussion: Several hypotheses on the links between affectivity and 

gastrointestinal functioning are discussed in the light of the literature, explaining the role of the brain-gut axis as well 

as the involvement of the receptological profile of neuroleptics and also the role of the iatrogenicity of psychotropic 

drugs. Conclusion: There are definite links between affectivity and gastrointestinal manifestations. A better 

understanding of these links could enlighten us on the etiopathogeny of mood disorders, especially bipolar disorders, 

in order to guarantee a better management of psychiatric pathology as well as gastrointestinal manifestations. 
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INTRODUCTION 
Mood disorders such as depression and anxiety 

are common in people with functional gastrointestinal 

disorders [1]. Studies about the relationship between 

anxiety, depression and gastrointestinal symptoms 

might be biased by higher primary care utilization in 

patients with psychiatric comorbidity [2, 3]. It is 

difficult to study the timing between the onset of 

intestinal symptoms and the onset of mood disorders 

due to the insidious onset and fluctuating course of 

mostly functional gastrointestinal disorders [3, 4]. Most 

studies that aim to explore the relationship between 

intestinal disorders and mood disorders are performed 

on patients hospitalized in gastroenterology units. These 

patients often present persistent and disabling intestinal 

symptoms with negative impact on their quality of life.  

 

In a large group of patients with unipolar 

depression, we previously described that 

gastrointestinal symptoms were common and related to 

symptoms of anxiety and depression [6]. Patients with 

unipolar depression have more pain, including 

abdominal pain, which in part correlates with 

depression severity, and these patients show greater 

primary care utilization for symptoms not labeled 

"psychiatric" [5-9]. 

 

Bipolar disorder, including different subtypes 

such as bipolar 1 and 2, is a common condition with a 

reported lifetime prevalence in the population estimated 

at 2.4% [10]. In addition, over the past decade, bipolar 

disorder is being described more as a chronic, 

progressive disorder with significant residual symptoms 

between episodes of depression, mania, and hypomania 

rather than as a classic cyclical illness [11]. It is 

estimated that patients with bipolar disorder suffer from 

affective symptoms 50% of the time, even with 

appropriate treatment and mood-stabilizing 

medications.  

 

The total health care costs for these patients 

are estimated to be two to four times higher than for 

controls [12]. Unlike patients with unipolar depression, 

there is little published data regarding functional 

gastrointestinal symptoms in patients with bipolar 

disorder. 

 

Through a clinical case, we will review the 

gastrointestinal manifestations accompanying bipolar 

disorders and the role of iatrogenic pharmacological 

treatment in these manifestations, while insisting on 

adequate management that must be multidisciplinary, in 

order to prevent a negative impact on the psychiatric 
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pathology as well as on all areas of life of these 

patients. 

 

Clinical Case: Patient and Observation 

It is about Mrs. A.K aged 29 years, single, 

without profession, without particular ATCD, who was 

following a psychiatric treatment since 2014. The onset 

of her disorders seems to date back to the age of 23 

years following an emotional shock (death of the father) 

where the patient became, for more than a month, 

excited, logorrheic, insomniac and refusing to eat, 

adopting potomania behaviors, Drinking more than 5 

liters of water per day, with verbalization of delusions 

of grandeur, and mystico-religious, which required a 

psychiatric consultation with the psychiatric emergency 

service of the ARRAZI hospital, from which her first 

hospitalization. The diagnosis of a bipolar disorder type 

I was retained according to the DSM 5 criteria (5), a 

pre-therapeutic assessment was requested including a 

NFS showed a microcytic hypochromic anemia 

corrected by a sufficient iron intake. A normal 

ionogram, liver, syphilitic and HIV serology came back 

negative. No abdominal radiological exploration was 

requested because the patient did not present any 

intestinal symptomatology. 

 

The evolution was marked by a very good 

clinical improvement, a Young's scale [43] was used for 

the evaluation of the manic symptomatology (figure 1) 

passing from 47 to 5 for a duration of 45 days. 

 

Then the patient presented a stabilization of 

her psychiatric symptomatology with a good therapeutic 

compliance and a regular follow-up of the post 

treatment appointments 

 

After 2 years, she developed a digestive 

symptomatology made of nausea, vomiting, transit 

disorder sometimes diarrhea sometimes constipation, 

which required a consultation with a gastroenterologist. 

A radiological assessment was requested showing a 

multi lithiasic gallbladder, a segment 1 biliary cyst and 

a suspicion of gastric diverticulum. The patient was 

then cholecystectomized and put on a medical treatment 

based on PPI, activated charcoal and a diet rich in fiber. 

The evolution is marked by a stabilization of the 

symptomatology, but the patient still complains of 

dyspepsia, chronic constipation and gastrointestinal 

discomfort, not improved by the usual symptomatic 

treatment. An endoscopic exploration (fibroscopy and 

colonoscopy) was requested but did not show any 

particularity, and thus a diagnosis of functional 

dyspepsia with irritable intestine syndrome was 

retained. This persistent and disabling gastrointestinal 

symptomatology had a negative impact on the patient's 

quality of life. She became irritable, very complaining, 

and reported that the treatment of her psychiatric illness 

and especially carbamazepine were responsible for her 

gastrointestinal symptomatology.  

 

DISCUSSION  
Many studies have demonstrated the 

relationship between affectivity and gastrointestinal 

symptoms.  

 

But they also demonstrate that the group of 

patients with low scores on the affectivity domain do 

not present gastrointestinal symptoms, or present the 

same symptoms as the control subjects, despite the use 

of medications with gastrointestinal side effects 

(thymoregulators, antipsychotics, SSRIs). Therefore, 

unexplained gastrointestinal symptoms in these patients 

should be seriously considered as an atypical 

symptomatology of depression and require adequate 

treatment that may reduce the number of unnecessary 

somatic examinations. 

 

A study made (6) showing that patients with 

recurrent depressive disorder have high scores on 

gastrointestinal symptoms, but when in remission, they 

do not differ from controls [6]. We thus believe that 

affectivity has a definite effect on the functioning of the 

gastrointestinal tract  

 

The brain-gut axis ; It is not known how the 

cerebrointestinal axis is involved in the 

physiopathology of anxiety/depression. But many 

neurobiological studies show that the areas that process 

visceral afferents and the areas involved in fear and 

anxiety are closely linked. For example, functional 

imaging studies on patients with Irritable Colon 

Syndrome have shown that balloon distention of the 

recto-sigmoid colon increases activity in certain brain 

areas involved in the regulation of affective and sensory 

processes such as the amygdala, insula, cingulate and 

prefrontal cortex [23-26]. 

 

There are also studies that explain that 

intestinal symptoms and visceral hypersensitivity 

treated with antidepressants, hypnosis and cognitive-

behavioral therapy [27-29]. A possible mechanism for 

these therapies could be an increase in prefrontal 

inhibition of the amygdala and anterior cingulate cortex 

[30]. 

 

Another factor that links affectivity to the gut 

is corticotropin (CRH); the receptors for this hormone 

are abundant in the amygdala as well as in the intestine 

and the increase in its blood concentration is 

significantly related to anxiety, depression and stress 

[31]. For example, CRH injection leads to increased 

visceral hypersensitivity, exaggerated colonic motility 

and inhibition of upper intestinal motility as well as 

mood changes [34 - 37]. CRH also regulates the 

hypothalamic-pituitary-adrenal axis leading to 

hypercortisolaemia and activates the locus caeruleus 

[31] leading to activation of the autonomic nervous 

system and the sympathetic system with possible 

complex effects on intestinal function (including 
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motility, sensitivity, secretion and the intestinal immune 

system) [30, 38, 39]. 

 

Microbiota plays a very important role in the 

brain-gut axis so any subtle inflammation in the gut 

may play a role in mood regulation [40].  

 

Iatrogenicity ; in order not to forget the side 

effects of thmoregulators and psychotropic drugs 

providing mood regulating activity here is this table 

which summarizes the main side effects all with 

emphasis on the gastrointestinal side effects. 

 

Implication of the recptological profile of 

neuroleptics ; the anticholinergic activity ; acetylcholine 

is a neurotransmitter that can bind to nicotinic receptors 

and more predominantly muscarinic receptors. 

 

Muscarinic receptors are divided into five 

classes (from M1 to M5). These are the M1, M3 and 

M5 receptors known as excitatory, inducing a muscle 

contraction.  

 

Acetylcholine is therefore the excitatory 

neurotransmitter of the intestine on the smooth muscles 

and stimulates the Cajals cells, cells which are at the 

origin of the automatism of the smooth fibers of the 

digestive tract. 

 

All neuroleptics have an anticholinergic 

activity, more or less marked depending on the 

molecule, which can be the cause of an atropinic 

syndrome. 

 

The clinical picture of the atropine syndrome 

associates mydriasis, blurred vision, dry mouth, nausea, 

difficulty in urinating, tachycardia and constipation. In 

the digestive system, this effect is responsible for a 

decrease in digestive secretions and a decrease in 

peristalsis, which may lead to colonic distension due to 

sectoral stasis [24, 25]. The combination of several 

drugs with atropinic properties leads to an addition of 

atropinic effects, which is referred to as an atropinic 

load.  

 

Involvement of antiserotoninergic activity; 

antagonistic activity on 5-HT3 receptors has been 

shown to decrease visceral sensitivities and peristalsis, 

and increase colonic compliance and intestinal 

absorption resulting in decreased transit [31-33]. 

 

Implication of anti-dopaminergic activity ; 

dopamine blockade in addition to being the main cause 

responsible for the activity of neuroleptics also plays a 

role in the decrease of peristalsis. Indeed, dopamine 

improves mesenteric perfusion because at low doses it 

has a vasodilatory effect via DA1 receptors [36]. 

Inhibition of mesenteric vasodilation may thus play an 

additional role in digestive ischemia 

 

Involvement of antihistamine activity ; some 

neuroleptics have antihistaminic activity, which could 

accentuate GI hypomotility by inducing sedation and 

sedentary living with decreased physical activity. 

Clozapine is the neuroleptic with the highest affinity for 

H1 receptors followed by olanzapine and quetiapine 

[37]. 

 

CONCLUSION  
Early somatic excess mortality in patients with 

bipolar disorder compared with the general population 

(odds ratio of 2.1 in women and 1.9 in men) (11). This 

increase is attributable, on the one hand, to an increase 

in the rate of suicide and the occurrence of accidents, 

but also to the major risk of developing serious somatic 

comorbidities. While cardiovascular, metabolic and 

neurological disorders induced by psychotropic drugs 

are well identified, digestive disorders are often 

underestimated and trivialized. 

 

REFERENCE 

1. Palsson, O. S., & Whitehead, W. E. (2002). The 

growing case for hypnosis as adjunctive therapy for 

functional gastrointestinal 

disorders. Gastroenterology, 123(6), 2132-2135.  

2. Koloski, N. A., Jones, M., Kalantar, J., Weltman, 

M., Zaguirre, J., & Talley, N. J. (2012). The brain–

gut pathway in functional gastrointestinal disorders 

is bidirectional: a 12-year prospective population-

based study. Gut, 61(9), 1284-1290. 

3. Mayer, E. A., Craske, M., & Naliboff, B. D. 

(2001). Depression, anxiety, and the 

gastrointestinal system. Journal of Clinical 

Psychiatry, 62, 28-37.  

4. Talley, N. J., Howell, S., & Poulton, R. (2001). The 

irritable bowel syndrome and psychiatric disorders 

in the community: is there a link?. The American 

journal of gastroenterology, 96(4), 1072-1079. 

5. Garakani, A., Win, T., Virk, S., Gupta, S., Kaplan, 

D., & Masand, P. S. (2003). Comorbidity of 

irritable bowel syndrome in psychiatric patients: a 

review. American journal of therapeutics, 10(1), 

61-67.  

6. Karling, P., Danielsson, Å., Adolfsson, R., & 

Norrback, K. F. (2007). No difference in symptoms 

of irritable bowel syndrome between healthy 

subjects and patients with recurrent depression in 

remission. Neurogastroenterology & 

Motility, 19(11), 896-904. 

7. Corruble, E., & Guelfi, J. D. (2000). Pain 

complaints in depressed 

inpatients. Psychopathology, 33(6), 307-309. 

8. Gerber, P. D., Barrett, J. E., Barrett, J. A., Oxman, 

T. E., Manheimer, E., Smith, R., & Whiting, R. D. 

(1992). The relationship of presenting physical 

complaints to depressive symptoms in primary care 

patients. Journal of General Internal 

Medicine, 7(2), 170-173.  



 

 
    

Soukaina Stati et al., Sch J Med Case Rep, Nov, 2021; 9(11): 1096-1100 

© 2021 Scholars Journal of Medical Case Reports | Published by SAS Publishers, India             1099 

 

 

9. Cadoret, R. J., Widmer, R. B., & North, C. (1980). 

Depression in family practice: Long-term prognosis 

and somatic complaints. J Fam Pract, 10(4), 625-

629. 

10. Swanson, S. A., Crow, S. J., Le Grange, D., 

Swendsen, J., & Merikangas, K. R. (2011). 

Prevalence and correlates of eating disorders in 

adolescents: Results from the national comorbidity 

survey replication adolescent supplement. Archives 

of general psychiatry, 68(7), 714-723.  

11. Leboyer, M., & Kupfer, D. J. (2010). Bipolar 

disorder: new perspectives in health care and 

prevention. The Journal of clinical 

psychiatry, 71(12), 1689–1695. 

12. Bryant‐Comstock, L., Stender, M., & Devercelli, 

G. (2002). Health care utilization and costs among 

privately insured patients with bipolar I 

disorder. Bipolar Disorders, 4(6), 398-405.  

13. Karling, P., Maripuu, M., Wikgren, M., Adolfsson, 

R., & Norrback, K. F. (2016). Association between 

gastrointestinal symptoms and affectivity in 

patients with bipolar disorder. World journal of 

gastroenterology, 22(38), 8540-8548. 

14. Naliboff, B. D., Berman, S., Chang, L., Derbyshire, 

S. W., Suyenobu, B., Vogt, B. A., ... & Mayer, E. 

A. (2003). Sex-related differences in IBS patients: 

central processing of visceral 

stimuli. Gastroenterology, 124(7), 1738-1747.  

15. Wilder-Smith, C. H., Schindler, D., Lovblad, K., 

Redmond, S. M., & Nirkko, A. (2004). Brain 

functional magnetic resonance imaging of rectal 

pain and activation of endogenous inhibitory 

mechanisms in irritable bowel syndrome patient 

subgroups and healthy controls. Gut, 53(11), 1595-

1601.  

16. Tillisch, K., Mayer, E. A., & Labus, J. S. (2011). 

Quantitative meta-analysis identifies brain regions 

activated during rectal distension in irritable bowel 

syndrome. Gastroenterology, 140(1), 91-100.  

17. Larsson, M. B., Tillisch, K., Craig, A. D., 

Engström, M., Labus, J., Naliboff, B., ... & Walter, 

S. A. (2012). Brain responses to visceral stimuli 

reflect visceral sensitivity thresholds in patients 

with irritable bowel 

syndrome. Gastroenterology, 142(3), 463-472.  

18. Guthrie, E., Barlow, J., Fernandes, L., Ratcliffe, J., 

Read, N., Thompson, D. G., ... & North of England 

IBS Research Group. (2004). Changes in tolerance 

to rectal distension correlate with changes in 

psychological state in patients with severe irritable 

bowel syndrome. Psychosomatic Medicine, 66(4), 

578-582. 

19. Ford, A. C., Quigley, E. M., Lacy, B. E., Lembo, 

A. J., Saito, Y. A., Schiller, L. R., ... & Moayyedi, 

P. (2014). Effect of antidepressants and 

psychological therapies, including hypnotherapy, in 

irritable bowel syndrome: systematic review and 

meta-analysis. Official journal of the American 

College of Gastroenterology| ACG, 109(9), 1350-

1365.  

20. Boyce, P. M., Talley, N. J., Balaam, B., Koloski, 

N. A., & Truman, G. (2003). A randomized 

controlled trial of cognitive behavior therapy, 

relaxation training, and routine clinical care for the 

irritable bowel syndrome. The American journal of 

gastroenterology, 98(10), 2209-2218.  

21. Keightley, P. C., Koloski, N. A., & Talley, N. J. 

(2015). Pathways in gut-brain communication: 

evidence for distinct gut-to-brain and brain-to-gut 

syndromes. Australian & New Zealand Journal of 

Psychiatry, 49(3), 207-214.  

22. Claes, S. (2004). Corticotropin‐releasing hormone 

(CRH) in psychiatry: from stress to 

psychopathology. Annals of medicine, 36(1), 50-61. 

23. Mayer, E. A. (2000). The neurobiology of stress 

and gastrointestinal disease. Gut, 47(6), 861-869. 

24. Schulkin, J., Morgan, M. A., & Rosen, J. B. (2005). 

A neuroendocrine mechanism for sustaining 

fear. Trends in neurosciences, 28(12), 629-635.  

25. Taché, Y., Martinez, V., Million, M., & Wang, L. 

(2001). III. Stress-related alterations of gut motor 

function: role of brain corticotropin-releasing factor 

receptors. American Journal of Physiology-

Gastrointestinal and Liver Physiology, 280(2), 

G173-G177. 

26. Fukudo, S., Nomura, T., & Hongo, M. (1998). 

Impact of corticotropin-releasing hormone on 

gastrointestinal motility and adrenocorticotropic 

hormone in normal controls and patients with 

irritable bowel syndrome. Gut, 42(6), 845-849.  

27. Fukudo, S., Kanazawa, M., Kano, M., Sagami, Y., 

Endo, Y., Utsumi, A., ... & Hongo, M. (2002). 

Exaggerated motility of the descending colon with 

repetitive distention of the sigmoid colon in 

patients with irritable bowel syndrome. Journal of 

gastroenterology, 37(14), 145-150. 

28. Saito‐Nakaya, K., Hasegawa, R., Nagura, Y., Ito, 

H., & Fukudo, S. (2008). Corticotropin‐releasing 

hormone receptor 1 antagonist blocks colonic 

hypersensitivity induced by a combination of 

inflammation and repetitive colorectal 

distension. Neurogastroenterology & 

Motility, 20(10), 1147-1156.  

29. Aggarwal, A., Cutts, T. F., Abell, T. L., Cardoso, 

S., Familoni, B., Bremer, J., & Karas, J. (1994). 

Predominant symptoms in irritable bowel 

syndrome correlate with specific autonomic 

nervous system 

abnormalities. Gastroenterology, 106(4), 945-950.  

30. Messay, B., Lim, A., & Marsland, A. L. (2012). 

Current understanding of the bi-directional 

relationship of major depression with 

inflammation. Biology of mood & anxiety 

disorders, 2(1), 1-4.  

31. Zhou, L., & Foster, J. A. (2015). Psychobiotics and 

the gut–brain axis: in the pursuit of 

happiness. Neuropsychiatric disease and 

treatment, 11, 715-723.  

32. Batmaz, S. (2015). Gastrointestinal System 

Symptoms in Psychiatry: Comparison of Direct 



 

 
    

Soukaina Stati et al., Sch J Med Case Rep, Nov, 2021; 9(11): 1096-1100 

© 2021 Scholars Journal of Medical Case Reports | Published by SAS Publishers, India             1100 

 

 

Presentations and Referrals. European 

Psychiatry, 30, 1250. 

33. Zaghbib, K., Milhiet, V., Jamain, S., & Bellivier, F. 

(2012, February). Physical health and bipolar 

disorders. In Annales Medico-Psychologiques (Vol. 

170, No. 1, pp. 56-61). 21 STREET CAMILLE 

DESMOULINS, ISSY, 92789 MOULINEAUX 

CEDEX 9, FRANCE: MASSON EDITEUR. 

34. Morin, A. (2017). Les troubles digestifs graves 

induits par les neuroleptiques. Mémoire du diplôme 

d’étude specialisées de pharmacie option 

pharmacie hospitalière-pratique et recherche. 

Université d’Aix-Marseille; Faculté de Pharmacie. 

69 p  

35. Corruble, E. (2008). Troubles bipolaires et 

comorbidités somatiques. L'Encéphale, 34, S143-

S145. 

36. Shirazi, A., Stubbs, B., Gomez, L., Moore, S., 

Gaughran, F., Flanagan, R. J., ... & Lally, J. (2016). 

Prevalence and predictors of clozapine-associated 

constipation: a systematic review and meta-

analysis. International journal of molecular 

sciences, 17(6), 863. 

37. Dome, P., Teleki, Z., & Kotanyi, R. (2007). 

Paralytic ileus associated with combined atypical 

antipsychotic therapy. Progress in Neuro-

Psychopharmacology and Biological 

Psychiatry, 31(2), 557-560. 

38. Peyrière, H., Roux, C., Ferard, C., Deleau, N., 

Kreft‐Jais, C., Hillaire‐Buys, D., ... & Blayac, J. P. 

(2009). Antipsychotics‐induced ischaemic colitis 

and gastrointestinal necrosis: a review of the 

French pharmacovigilance 

database. Pharmacoepidemiology and drug 

safety, 18(10), 948-955. 

39. Kozlowski, C. M., Green, A., Grundy, D., 

Boissonade, F. M., & Bountra, C. (2000). The 5-

HT3 receptor antagonist alosetron inhibits the 

colorectal distention induced depressor response 

and spinalc-fos expression in the anaesthetised 

rat. Gut, 46(4), 474-480. 

40. Von der Ohe, M. R., Hanson, R. B., & Camilleri, 

M. (1994). Serotonergic mediation of postprandial 

colonic tonic and phasic responses in 

humans. Gut, 35(4), 536-541. 

41. Hughes, A. D., & Sever, P. S. (1989). The action of 

dopamine and vascular dopamine (DA1) receptor 

agonists on human isolated subcutaneous and 

omental small arteries. British journal of 

pharmacology, 97(3), 950-956. 

42. Nielsen, J., & Meyer, J. M. (2012). Risk factors for 

ileus in patients with schizophrenia. Schizophrenia 

bulletin, 38(3), 592-598. 

43. Young, R. C., Biggs, J. T., Ziegler, V. E., & Meyer, 

D. A. (1978). A rating scale for mania: reliability, 

validity and sensitivity. The British journal of 

psychiatry, 133(5), 429-435. 

 


