
766          Journal of Hospital Medicine®    Vol 14  |  No 12  |  December 2019 An Official Publication of the Society of Hospital Medicine

REVIEW
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U lcerative colitis (UC) is a chronic inflammatory condi-
tion of the colonic mucosa. Classically, it starts in the 
rectum and can extend continuously from the distal 
to the proximal colon. The defining clinical symptom 

of UC is bloody diarrhea, typically accompanied by rectal ur-
gency and mucus discharge. The natural history of this disease 
includes periods of exacerbations and remissions occurring 
spontaneously or in response to medical treatment.1

Acute severe ulcerative colitis (ASUC) is a potentially 
life-threatening complication of UC that typically requires hospi-
talization and interdisciplinary care between hospitalists, gastro-
enterologists, and colorectal or general surgeons. The risk of a 
patient with UC requiring hospitalization for ASUC ranges from 
15%-25%2,3 and, in total, UC accounts for 30,000 hospital visits 
annually.4 The direct medical costs exceed $4 billion annually, 
with hospital costs of over $960 million.5 Historically, mortality 
from ASUC was as high as 24% but decreased substantially to 
7% after the introduction of systemic corticosteroid therapy.6 
Further advances in care have reduced mortality to approxi-
mately 1% or less.7,8 Nonetheless, up to 20% of patients admit-
ted with ASUC have a colectomy on their first admission, and 
this rate rises to 40% after two admissions.2

DEFINING ACUTE SEVERE ULCERATIVE COLITIS
To categorize UC severity, assess patients using the Truelove 
and Witt’s criteria. The system classifies patients as having mild, 

moderate, severe, or fulminant disease. Severe disease by these 
criteria includes patients with >6 bloody bowel movements 
per day and at least one of the following clinical features: fever 
(>37.8°C), tachycardia (>90 bpm), anemia (hemoglobin <10.5 g/
dl), or elevated inflammatory markers (traditionally, erythrocyte 
sedimentation rate greater than 30 mm/h or, more recently, 
C-reactive protein (CRP) greater than 30 mg/L. (Table 1).6,9 

Fulminant colitis refers to a subgroup of patients with more 
than 10 stools per day, continuous bleeding, abdominal pain, 
colonic dilatation on abdominal X-ray film, and severe toxic 
symptoms including fever and anorexia. Such patients are at risk 
of progressing to toxic megacolon and bowel perforation.10

INDICATIONS FOR HOSPITALIZATION AND 
INPATIENT LEVEL OF CARE
Patients with ASUC almost always require hospitalization for 
their disease management. In many cases, these patients have 
been receiving outpatient oral prednisone 40-60 mg daily but 
continue to have ongoing disease activity.11 Most patients will 
require close clinical monitoring, frequent blood testing, endo-
scopic or radiologic evaluation, as well as administration of intra-
venous corticosteroids. The average length of stay (LOS) ranges 
from 4.6 to 12.5 days, depending on disease severity.12 Not sur-
prisingly, Kelso et al. reported that predictors of hospital LOS 
greater than four days include initiating a biologic drug in the 
hospital, undergoing two or more imaging modalities and treat-
ment with intravenous steroids,13 and so it is rare that patients 
do not meet billing requirements for an inpatient level of care.

INITIAL EVALUATION
The multifaceted initial inpatient evaluation of patients with ASUC 
aims to assess disease severity, identify and prevent potential 
complications, and initiate planning for potential failure of first-
line pharmacologic therapy. Due to the accumulating evidence 
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Acute severe ulcerative colitis (ASUC) is a potentially life-
threatening presentation of ulcerative colitis that in nearly 
all cases requires inpatient management and coordinated 
care from hospitalists, gastroenterologists, and surgeons. 
Even with ideal care, a substantial proportion of patients 
will ultimately require colectomy, but most patients can 
avoid surgery with intravenous corticosteroid treatment 
and if needed, appropriate rescue therapy with infliximab 
or cyclosporine. In-hospital management requires not 
only therapies to reduce the inflammation at the heart 

of the disease process, but also to avoid complications 
of the disease and its treatment. Care for ASUC must be 
anticipatory, with patient education and evaluation starting 
at the time of admission in advance of the possible need 
for urgent medical or surgical rescue therapy. Here we 
outline a general approach to the treatment of patients 
hospitalized with ASUC, highlighting the common pitfalls 
and critical points in management. Journal of Hospital 
Medicine 2019;14:766-773. © 2019 Society of Hospital 
Medicine
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that involving physicians with expertise in managing ASUC im-
proves outcomes, gastroenterologists should be involved in the 
care of patients with ASUC from the time of their admission.14,15 
Additionally, creating standardized care pathways for the man-
agement of ASUC can reduce cost, LOS, and improve quality.16

History and Physical Examination
Patients should be asked about fever, abdominal pain, nau-
sea, emesis, bloating, weight loss, and bowel movements (fre-
quency, consistency, the presence of blood, urgency, nighttime 
awakenings). The number of bowel movements over a 24-hour 
period should be quantified as this helps assess the overall dis-
ease severity (Table 1).

The patient’s initial inflammatory bowel disease (IBD) history 
is also essential. The review of pertinent information regarding 
the patient’s initial diagnosis of UC includes the severity and 
anatomic extent of disease, extraintestinal manifestations, pre-
vious medical therapies, and surgical interventions. Exposure 
to nonsteroidal anti-inflammatory drugs (NSAIDs) or antibiot-
ics should be identified as they may precipitate flares.17 Travel 
history may be pertinent as travel increases the risk of infec-
tions with food-borne or parasitic pathogens.18

Physical examination begins with an assessment of vital signs 
and volume status. Abdominal examination should include eval-
uation of bowel sounds, an assessment of distention, location, 
the extent of abdominal tenderness, and peritoneal signs. The 
abdominal exam should be interpreted in the context of the 
patient’s medications, as the use of steroid or analgesic thera-
pies may affect the sensitivity for detecting complications. An 
external rectal exam evaluating perianal disease should be per-
formed, as perianal disease raises concern for Crohn’s, a disease 
whose surgical management differs from UC.

A careful exam for extraintestinal manifestations is also es-
sential. The skin should be evaluated for any new rashes, espe-
cially on the anterior shin consistent with erythema nodosum 
or ulcerated lesions on the skin suggestive of pyoderma gan-
grenosum. The peripheral joints should also be examined for 
any synovitis. Additional examinations should be performed 
based on any reported symptoms (eg, the ophthalmic exam 
for uveitis or scleritis if visual changes or eye pain are report-
ed). Some extraintestinal manifestations require subspecialty 
consultation and comanagement to guide disease therapy. 

Patients with underlying pyoderma gangrenosum may require 
a dermatology consultation to guide management. Ocular in-
flammation requires ophthalmology involvement, and inflamma-
tory arthritis is best comanaged with rheumatology.19

Laboratory Testing
Initial testing should include a complete blood count with dif-
ferential, basic metabolic panel, and liver chemistries including 
alkaline phosphatase and albumin. When relevant, pregnancy 
testing should be performed. Measure CRP on admission so 
that its trajectory can be followed during therapy. However, a 
normal CRP does not exclude the presence of a UC flare as a 
subset of patients with ASUC will have a normal CRP despite 
severe mucosal inflammation.20

Since one-third of patients do not respond to intravenous 
corticosteroids and will require rescue therapy during the hospi-
talization with infliximab or cyclosporine, anticipatory testing for 
these medications should be performed on admission to avoid 
delays in the administration of rescue therapy.6,21 This should in-
clude an interferon-gamma release assay (eg, quantiferon gold) 
to test for latent tuberculosis and hepatitis B serologies in antici-
pation of possible treatment with infliximab. An interferon-gam-
ma release assay is preferred to a tuberculin skin test because 
patients may be anergic, and a skin test does not provide a con-
trol to determine whether a negative test is due to anergy. In 
contrast, although a quantiferon gold test can be indeterminate 
in ASUC due to disease activity and systemic steroids, the results 
indicate if the patient is anergic so that one will not rely on a 
false-negative result. In the event of an equivocal result, a careful 
clinical assessment for risks of TB exposures should be elicited, 
and a chest radiograph should be obtained.22 In patients with 
prior high risk of tuberculosis exposures or a positive test for tu-
berculosis, an infectious disease specialist should be consulted 
early to advise if therapy should be started in preparation for the 
potential use of infliximab.23 In cases where cyclosporine may be 
considered, magnesium and total cholesterol level should be 
checked. Sending thiopurine methyltranferase (TPMT) enzyme 
activity should be considered as well, in case of a need for future 
thiopurine use for maintenance of disease activity.24

Infectious diarrhea may be indistinguishable from ASUC and 
may also be the trigger of a flare; thus, it is important to rule 
out infection with stool microbiologic studies. Most important-

TABLE 1. Truelove and Witt’s Criteria for Classification of Severity of Ulcerative Colitis6,53

Mild Moderate Severe

Bowel movements per day <4 4-6 >6 

Blood in stool Intermittent Frequent blood Continuous visible blood

Temperature greater than 37.5°C No No Yes

Heart rate >90 No No Yes

Anemia No (Hb>11 g/dl) No (Hb 10.5-11 g/dl) Yes (Hb<10.5 g/dl)

Erythrocyte Sedimentation rate (mm/hour) or C-reactive protein (mg/L) Normal <30 >30
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ly, Clostridium difficile infection must be ruled out in all patients 
with ASUC. Although patients with IBD, especially those with 
UC, have significantly higher rates of asymptomatic C. difficile 
carriage than the general population, a positive polymerase 
chain reaction test for C. difficile in a patient with ASUC should 
prompt treatment with oral vancomycin.25 However, if carriage 
if suspected and a subsequent enzyme-linked immunoassay 
for C. difficile toxin is negative, treatment can be discontinued. 
Active C. difficile infection in patients with IBD is associated 
with increased disease severity, greater length of hospital stay, 
and increased the likelihood of colectomy and mortality.26,27 
Other bacterial infections including Escherichia coli, Campy-
lobacter, Shigella, Salmonella, Yersinia, Entamoeba histolytica, 
as well as other parasitic infestations may mimic UC. Testing 
should be considered in cases of foreign travel, immunosup-
pression or contact with other persons with diarrhea.7,28 Rou-
tine testing of these other enteric infections without a clear 
exposure risk is of little benefit and may raise costs.23,29

Radiologic Evaluation
A plain X-ray film of the abdomen should be obtained in all pa-
tients on admission to evaluate for evolving colonic dilation or 
undiagnosed free air. Small bowel distension >3 cm may predict 
an increased risk of colectomy.30 Clinicians must be mindful that 
steroids can mask peritoneal signs and that retroperitoneal per-
forations may not be apparent on plain X-ray films. Nonetheless, 
a CT of the abdomen is usually not necessary and should be 
reserved for cases with severe abdominal pain out of propor-

tion to clinical signs in which a plain X-ray film is unrevealing. 
Judicious use of CT imaging is especially important in younger 
patients, as there is growing concern that patients with IBD may 
be exposed to potentially harmful cumulative levels of radiation 
in their lifetime from repeated CT imaging.31

Endoscopic Evaluation
Flexible sigmoidoscopy aids in the assessment of disease sever-
ity and extent and biopsies can assist in ruling out a diagnosis 
of cytomegalovirus (CMV) colitis in patients already on immuno-
suppression. For this reason, many clinicians prefer to perform 
a sigmoidoscopy on admission.23 If one is not performed on 
admission, a sigmoidoscopy is advised in all patients who are 
not responding adequately after 72 hours of intravenous steroid 
therapy in order to rule out superimposed CMV colitis.28

Sigmoidoscopy should be avoided in patients with toxic 
megacolon and when there is a concern for peritonitis. A com-
plete colonoscopy is rarely indicated in the acute setting and 
carries a theoretical risk of colonic perforation.7

INITIAL THERAPY
The first therapeutic steps aim to reduce inflammation with the 
use of systemic corticosteroids, avoid colonic and extraintestinal 
complications, and plan for the potential need for rescue therapy.

Intravenous Corticosteroids
The cornerstone of ASUC management is treatment with intra-
venous corticosteroids. Their initiation should not be delayed in 

TABLE 2. Day-by-Day Checklist for Hospital Management

Day 1 Assessment of disease severity including number and character of bowel movements per 24 hours

 Labs

  - Routine: Complete blood count with differential, complete metabolic panel, magnesium, CRP, pregnancy testing if appropriate, C difficile stool assay

  - In preparation for rescue therapy: hepatitis B serologies (core antibody, surface antibody, surface antigen), quantiferon gold, lipid panel, TPMT activity

Consider additional stool studies

Upright abdominal plain X-ray film

Discussion with the patient about the potential need for medical or surgical rescue therapy

Gastroenterology consultation and consideration of sigmoidoscopy

Initiate intravenous steroids

Initiate pharmacologic VTE prophylaxis

Regular diet unless toxic megacolon or imminent surgery

Review medication list for potentially harmful medications (opiates, medications with antimotility effects, empiric antibiotics, NSAIDs)

Days 2-3 Repeat assessment of disease severity including number and character of bowel movements per 24 hours

Labs including electrolytes and complete blood count

Re-review medication list for potentially harmful medications (opiates, medications with antimotility effects, empiric antibiotics, NSAIDs)

Day 4 In addition to electrolytes and complete blood count, obtain repeat CRP

Determine whether steroid responsive (after 72 hours of intravenous steroids)

If not steroid responsive

  - Perform sigmoidoscopy (if not performed earlier)

  - Consult surgeon (if not already seen)

  - Initiate medical rescue therapy or plan for colectomy

If steroid responsive, the transition to oral steroid taper, usually starting at prednisone 40-60 mg daily

Abbreviations: CRP, C-reactive proten; NSAIDS, nonsteroidal anti-inflammatory drugs; TPMT, thiopurine methyltransferase.
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patients with an established diagnosis of UC while waiting for 
results of evaluations for infectious colitis. Even among patients 
who have failed oral steroids, a meta-regression analysis showed 
that two-thirds of patients will still respond to intravenous corti-
costeroids.21,32 Methylprednisolone 20 mg IV three times daily (or 
hydrocortisone 100 mg IV three times daily) is a standard regi-
men; higher doses do not provide additional benefit.21 Patients’ 
response to intravenous steroids should be assessed with repeat 
labs including CRP and an assessment of the total number of 
bowel movements over a 24-hour period, with special attention 
to their overall response after three days of treatment.33-36

Intravenous Fluids
Many patients admitted with ASUC will have significant vol-
ume depletion, and intravenous fluids should be administered 
in a manner like other volume-depleted or oral-intake-restrict-
ed patients.

Venous Thromboembolism Prophylaxis
The risk of VTE in hospitalized patients with IBD exceeds that of 
inpatients without IBD, approximately 2%, a risk similar to pa-
tients with respiratory failure.37 Additionally, VTE in hospitalized 
patients with IBD is associated with a 2.5-fold increase in mor-
tality.38,39 Therefore, all patients hospitalized with ASUC should 
receive subcutaneous unfractionated or low molecular weight 
heparin or fondaparinux for VTE prophylaxis. Rectal bleeding, 
expected in ASUC, is not a contraindication to chemo-prophy-
laxis. Additionally, it is important to check if patients are receiv-
ing the ordered VTE prophylaxis.40,41 Pleet et al. found that only 
7% of patients at a tertiary center had adequate prophylaxis for 
greater than 80% of their hospitalization.41

Unnecessary or Potentially Harmful Medications
Several medications have the potential for misuse in patients 
hospitalized with UC.

Antimotility Agents
Loperamide, diphenoxylate, and opiate antidiarrheals should 
not be used as they may provoke toxic megacolon.42 Similarly, 
drugs with antimotility side effects (eg, anticholinergics) should 
be avoided.

Opiates
In addition to their undesirable antimotility effect, the use of 
opiates has been associated with poor outcomes among inpa-
tients and outpatients with IBD, including increased morbidity 
and mortality.43,44 Pain severe enough to require opiates should 
raise suspicion for toxic megacolon, perforation, or a nonin-
flammatory etiology. If opiates are utilized, they should be or-
dered as one-time doses and the patient should be reassessed 
for each dose.

Nonsteroidal Anti-inflammatory Drugs
These drugs, which include oral NSAIDs, intravenous ketoro-
lac, and topic diclofenac gels, may increase disease activity in 
inflammatory bowel disease and should be avoided.17

5-aminosalicylates (5-ASA)
A small proportion of patients experience a paradoxical wors-
ening of diarrhea due to the use of 5-ASA agents such as me-
salamine. It is reasonable to discontinue or avoid the use of 
5-ASA agents in hospitalized patients, especially as there is 
little to no benefit from combining a 5-ASA with a biologic or 
immunosuppressive drug.45

Antibiotics
There is no role for the routine use of antibiotics in patients 
hospitalized with ASUC. 23,46,47 Inappropriate use of antibiotics 
raises the risk of C. difficile infection and antibiotic resistance. 
However, in cases of suspected toxic megacolon or perfora-
tion, antibiotics should be administered. In situations in which 
a patient is treated with triple immunosuppression (ie, steroids 
plus two other agents, cyclosporine and mercaptopurine) an-
tibiotic prophylaxis for Pneumocystis jiroveci is advisable.48 
Using a large insurance database, Long et al. reported a low 
absolute incidence of Pneumocystis jiroveci in IBD patients but 
noted that the risk in patients with IBD was still significantly 
higher than matched controls. While it can be considered, we 
typically refrain from using prophylaxis in patients on double 
immunosuppression (for example, steroids plus infliximab) due 
to the potential adverse effects of antibiotics in this popula-
tion, though many advocate using prophylaxis for all patients 
on cyclosporine even if this is only double immunosuppressive 
therapy.23

Surgical Consultation
Involving a surgeon early in an ASUC patient’s care —before 
needing urgent colectomy—is critical. As part of the consulta-
tion, a surgeon experienced in IBD should meet with patients 
to discuss multistage colectomy with ileostomy and potential 
future J-pouch (ileal pouch-anal anastomosis) formation. Pa-
tients should be given ample opportunity to ask questions 
before surgery may become urgent. Also, patients should be 
counseled on realistic expectations of ostomy and pouch func-
tion and, ideally, meet with an ostomy nurse.23

At some centers, surgical consultation is requested on the 
first hospital day, but this can result in consultations for patients 
who ultimately respond to intravenous steroids. Therefore, 
some centers advocate for surgical consultation only after a 
patient has failed treatment with intravenous steroids (ie, day 
three to four) when the risk of needing surgical management 
increases.23

Nutrition
Bowel rest with parenteral nutrition does not improve out-
comes in ASUC versus an oral diet, and there is no contra-
indication to allowing patients to continue on a regular diet 
unless they have toxic megacolon or other signs of fulminant 
colitis.49,50 However, patients may feel better eating less, as this 
will reduce their bowel movement frequency. Unfortunately, 
this can give a false sense of reassurance that the patient is im-
proving. Therefore, it remains important to evaluate a patient’s 
symptoms in the context of their food intake.
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Assessing Response to Steroids
Patients who do not respond adequately to the first-line 
intravenous steroid therapy will require medical or surgical 
rescue therapy; therefore, deciding whether a patient has 
responded is essential. Patients should have less than four 
bowel movements per day – ideally just one to two – with no 
blood to indicate a complete response. For more ambiguous 
situations, although there is no strict definition of steroid re-
sponsiveness, multiple prediction indices have attempted to 
identify patients who will require rescue therapy. One of the 
simplest, the Oxford index, illustrates two of the most critical 
parameters to follow, stool frequency and CRP.51 In a prein-
fliximab cohort, Oxford index predicted an 85% likelihood of 
colectomy in patients with eight or more daily bowel move-
ments or with three to eight daily bowel movements and a 
CRP greater than 45 mg/L after three days of intravenous 
steroid treatment.52 To assist with assessing responsiveness 
to therapy, we ask patients to log their bowel movements – 
either on paper or on a whiteboard in the hospital room – so 
that we can review their progress daily. Other predictors of 
colectomy include hypoalbuminemia, scoring of endoscopic 
severity, and colonic dilation.53

Patients who fail to respond to intravenous corticosteroids 
after three days33,35 of treatment should be started on rescue 
therapy with infliximab or cyclosporine or undergo colectomy. 
A common pitfall in the treatment of ASUC is waiting for a re-
sponse to steroids beyond this time frame, after which patients 
are unlikely to benefit.34,36 Furthermore, patients for whom sur-
gical rescue therapy is delayed have higher operative morbidi-
ty and mortality.54,55 Because timely decision making regarding 
rescue therapy is crucial to optimizing outcomes, patient ed-
ucation efforts regarding potential rescue therapy should take 
place on admission or soon after, rather than waiting to ascer-
tain steroid responsiveness.

RESCUE THERAPY FOR STEROID-REFRACTORY  
DISEASE
Medical options for rescue therapy include the antitumor 
necrosis factor (anti-TNF) agent infliximab or the calcineurin 
inhibitor cyclosporine. In general, infliximab and cyclosporine 
have been found to be roughly equivalent in efficacy in clini-
cal trials regarding response, remission, and colectomy at 12 
months.56,57 However, many clinicians prefer infliximab due to 
its relative ease of use, familiarity with the agent from outpa-
tient experience, and ability to continue to use long term for 
maintenance of disease remission.58 In contrast to infliximab, 
intravenous cyclosporine requires closer monitoring and labs 
to assess the therapeutic trough level. The decision regard-
ing which drug to use should be made on a case-by-case 
basis in conjunction with a gastroenterologist experienced 
in their use, and if no such specialist is available, transfer to 
a specialized center should be considered. Generally, suc-
cessive treatment with cyclosporine or infliximab followed 
by third-line salvage therapy with the other drug should be 
avoided due to low rates of response and high rates of ad-
verse events.59

Infliximab
Infliximab is an intravenously-administered anti-TNF mono-
clonal chimeric antibody that is effective both for outpatient 
treatment of moderate to severe UC and inpatient treatment 
of ASUC.1 It is relatively contraindicated in patients with un-
treated latent tuberculosis, demyelinating disease, advanced 
congestive heart failure, or uncontrolled infection.

The optimal dosing strategy for infliximab in ASUC is un-
known. Infliximab clearance in the setting of ASUC is increased, 
partly because it is bound to albumin, which is often low in 
ASUC, and partly because it is excreted in the stool.60,61 As a 
result, accelerated loading doses may be more successful than 
a typical loading schedule,62 and most clinicians use alternative 
dosing strategies.63 Our typical approach for ASUC is an initial 
dose of 10 mg/kg rather than 5 mg/kg, with an additional 10 
mg/kg dose 48-72 hours later if an adequate clinical response 
is lacking. Patients who respond to infliximab can continue to 
use the drug as an outpatient for maintenance of remission.

Cyclosporine
Cyclosporine is a fast-acting immunosuppressive agent that 
acts primarily via T-cell inhibition. Although older literature 
used a dose of 4 mg/kg per day, a randomized trial demon-
strated similar response rates to a dose of 2 mg/kg per day.64 
Patients receiving treatment with cyclosporine, which is given 
as a continuous infusion, must be monitored for toxicities. 
These can include potentially severe infection, seizures (often 
associated with low total cholesterol or hypomagnesemia), 
electrolyte abnormalities, renal impairment, hypertension, hy-
pertrichosis, tremor, and others.65

Before initiation of treatment, serum cholesterol levels 
should be obtained to screen for low total cholesterol that 
may portend risk of seizures on the drug. Additionally, base-
line creatinine and magnesium should be established. While 
on treatment, daily serum cyclosporine levels and electrolytes 
including magnesium should be measured. Patients who re-
spond to intravenous cyclosporine must be transitioned to oral 
cyclosporine and have stable drug levels before discharge. 
Unfortunately, oral cyclosporine has not been shown to be as 
effective as long-term maintenance therapy. Therefore, cyclo-
sporine can only be used as a “bridge” to another therapy. 
Historically, thiopurines like azathioprine or mercaptopurine 
have been used for this purpose because they are effective 
for the treatment of UC but may require months to have a full 
therapeutic effect. There have been promising reports of using 
vedolizumab similarly.66,67 Vedolizumab is a monoclonal anti-
body that selectively blocks lymphocyte trafficking to the gut 
that, like thiopurines, has an onset of action that is significantly 
longer than calcineurin and TNF inhibitors.

COLECTOMY
Colectomy should be considered as a second- or third-line 
therapy for patients who fail to respond to intravenous cortico-
steroids. In an analysis of 10 years of data from the Nationwide 
Inpatient Sample, mortality rates for colectomy in this setting 
varied from 0.7% at high volume centers to 4% at low volume 
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centers.68 Therefore, if a patient is not hospitalized at a center 
with expertise in colectomy for UC, transfer to a specialized 
center should be considered. Colectomy should be performed 
promptly in all the patients who have failed rescue therapy with 
infliximab or cyclosporine or have opted against medical res-
cue therapy. Surgery should be performed emergently in pa-
tients with toxic megacolon, uncontrolled colonic hemorrhage 
or perforation.

QUALITY OF CARE AND THE USE OF CARE 
PATHWAYS
Physician and center-level characteristics are associated with 
the quality of care and outcomes in ASUC. Gastroenterolo-
gists with expertise in IBD are more likely than other gastro-
enterologists to request appropriate surgical consultation 
for steroid-refractory patients,69 and inpatients with ASUC 
primarily cared by gastroenterologists rather than nongastro-
enterologists have lower in-hospital and one-year mortality.14 
Moreover, surgical outcomes differ based on center volume, 
with higher volume centers having lower rates of postopera-
tive mortality.68,70 However, even at referral centers, key met-
rics of care quality such as rates of VTE prophylaxis, testing 
for C. difficile, and timely rescue therapy for steroid-refractory 
UC patients are suboptimal, with only 70%-82% of patients 
with IBD hospitalized at four referral centers in Canada meet-
ing these metrics.71

Inpatient clinical pathways reduce LOS, reduce hospital 
costs, and likely reduce complications.72 For this reason, a con-
sensus group recommended the use of care pathways for the 
management of ASUC and, although there is little data on the 
use of pathways for ASUC specifically, the use of such a path-
way in the United Kingdom was associated with improved met-
rics including LOS, time to VTE prophylaxis, testing of stool 
for infection, CRP measurement, and timely gastroenterologist 
consultation.16,18

DISCHARGE CRITERIA AND FOLLOW UP
In general, patients should enter clinical remission, defined 
as resolution of rectal bleeding and diarrhea or altered bow-
el habits,73 before discharge, and achieving this may require 
a relatively prolonged hospitalization. Most patients should 
have one to two bowel movements a day without blood but, 
at a minimum, all should have less than four nonbloody bow-
el movements per day. Patients are candidates for discharge 
if they remain well after transitioning to oral prednisone at a 
dose of 40-60 mg daily and tolerate a regular diet.

For patients who initiated infliximab during their admission, 
plans for outpatient infusions including insurance approval 
should be made before discharge, and patients who started 
cyclosporine should be transitioned to oral dosing and have 
stable serum concentrations before leaving the hospital. Pa-
tients should leave with a preliminary plan for a steroid taper, 
which may vary depending on their clinical presentation. Usu-
ally, gastroenterology follow-up should be arranged after two 
weeks following discharge, but patients on cyclosporine need 
sooner laboratory monitoring.

CONCLUSION
The care of patients with ASUC requires an interdisciplinary 
team and close collaboration between hospitalists, gastroen-
terologists, and surgeons. Patients should be treated with in-
travenous corticosteroids and monitored carefully for response 
and need for rescue therapy. Establishing algorithms for the 
management of patients with ASUC can further improve the 
care of these complex patients.
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