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New drugs in Inflammatory bowel disease
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This has led to the analysis of pathway mechanisms 
involved and thus the development of new drugs. The 
following medications offer hope both for the physi-
cian and even more for the patient. These drugs are 
summarised in Table 1.

Table 1.

Drug Mechanism of Action

Upadacitinib JAK-1 inhibitor

Filgotinib JAK-1 inhibitor

Risankizumab Monoclonal antibody directed against 
the p19 subunit of IL-23

Mirikizumab Monoclonal antibody directed against 
the p19 subunit of IL-23

Brazikumab Monoclonal antibody directed against 
the p19 subunit of IL-23

Guselkumab Monoclonal antibody directed against 
the p19 subunit of IL-23

Etrasimod. Sphingosine 1 phosphate receptor 
modulators

Ozanimod Sphingosine 1 phosphate receptor 
modulators

Ontamalimab Anti- mucosal addressin cell adhesion 
molecule-1 Monoclonal Antibody 

 JAK: Janus kinase; IL: interleukin

JAK Inhibitors
Tofacitinib, which is a JAK1 and JAK 3 inhibitor, is li-

censed for patients with UC. Upadacitinib (UPA) is a JAK1 
selective inhibitor which is being studied for use in IBD. 

UPAs action is associated with the down regulation 
of various proinflammatory cytokines which include 
the following interleukins: IL-2, 4, 6, 7, 9, 15, 21, and 

Inflammatory bowel disease (IBD) is an immune 
mediated condition with a progressive or relapsing 
and remitting disease course. IBD can be categorized 
broadly into Crohn`s Disease (CD) and Ulcerative Coli-
tis (UC). Though these conditions primarily affect the 
gastrointestinal tract, extra-intestinal manifestation 
have been reported to occur in up to 55% of CD and 
35% UC patients [1,2]. Furthermore, CD can also lead to 
intestinal strictures, abscesses and fistulas. Uncontrolled 
inflammation can also lead to an increased risk of ma-
lignancy. The pathogenesis of IBD is multifactorial with 
various factors postulated to affect the disease course. 
The better understanding of these pathologies has led 
to new therapeutic modalities. 

Nowadays, our routine daily therapeutic arsenal, 
apart from aminosalicylates includes a variety of bio-
logicals and small molecules: thiopurines, methotrexate 
(CD only), monoclonal antibody against tumor necrosis 
factor α [TNF-α]), an IgG1 antibody which blocks the 
α4β7 integrin which is gut selective (vedoluzimab), an 
IgG monoclonal antibody which binds to the p40 subunit 
of interleukins 12 and 23 (ustekinumab) and a Janus 
kinase (JAK) inhibitor (tofacitinib) for patients with UC. 

Over time, some of these drugs also obtain new 
indications. Recent studies have shown that vedoluz-
imab has showed promising results in the treatment of 
resistant pouchitis [3].

However, though we have these drugs available, we 
still have a subset of patients who either fail to enter 
remission or develop loss of response to the available 
drugs. These cases are known as primary or secondary 
non-responders. Up to a third of patients may have 
primary non-response to biologicals and up to 50% of 
patients develop either a secondary loss of response or 
a serious adverse event necessitating the discontinua-
tion of medications [4].
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