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Medical history : Chief complaints: Persistent or recurrent bloody
and/or mucous stool.

Medical history : Recent foreign travel, medications, smoking,
family history, history of radictherapy

Physical examination : fever, anemia, weight loss, abdominal
tenderness, digital examination

c y+t )

Clinical characteristics and different diagnosis
Laboratory tests including CBC, CRF, aloumin, etc.
Bacteriological and parasitological examination of stool, fecal
calprotectin

Other Images: X-ray, US, E}T, and EGD

T ) Disease extent i
: i 1 proctitis| ,  [right and segmental | . [left-sided
- “ " - colitis| , [ pancolitis|

( °"l‘z"rd"."’““'" 1 Inflammatory bowsl disease ue /'/

Especially. unclassified T

infectious A J Severity
\entemcoliis 4 mild) . [moderate| , [severs| ,

[fulminant

2
3

UT A5 ) shsl) gl i) 4 jaal +(4) Jei)

Medical history: chronic abdominal pain, diarrhea, hematochezia, fever,
weight loss, perianal lesion {especially in young), recent foreign travel,
medications,

Physical examination:

Abdominal tenderness, palpation of masses, digital examination

Conventional ileacolonescopy (including observation of the terminal ileum) + histological
examination

Clinical findings and differential diagnosis :

@ Laboratory data: CBC, CRP, albumin, Bacteriological and parasilological examination of

slool
@ Imagings: X-ray, US, CT, MRI, CT/MR enterography, EGD, enteroscopy, capsule
endoscopy
‘ Extent of disease
1 l l [ileal| [colonic] lileacolonic|
Other disease : UC, 1 co i Disease behavior
Acute appendicits, diverticulosis, | 0% ronsctring, nonpsntatig |
Intestinal tuberculosis, Intestinal unclassified B R Rt e P

Behcet disease \ ) Severity
i Tmild] Tmoderate| [severe]|
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Mild Moderate Severe

Mayo clinical and endoscopic scoring36.2 (higher combined score indicates more severe disease)

Stool frequency  1-2 stools/day 3-4 stools/day >5 stools/day
above baseline (1 pt) above baseline (2 pts) above baseline (3 pts)
Rectal bleeding Streaks of blood with Obvious blood with stool Blood alone passed
stool < half the time (1 pt) most of the time (2 pts) (3 pts)
Physician global ~ Mild disease (1 pt) Moderate disease (2 pts) Severe disease (3 pts)
assessment
Endoscopy Erythema, decreased Marked erythema, Spontaneous bleeding,
appearance vascular pattern (1 pt) absent vasculature pattern, ulceration (3 pts)

friability, erosions (2 pts)
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Abstract 1

(Abstract)

Background: While the armamentarium for inflammatory bowel disease (IBD)
treatment is constantly expanding—with new drugs targeting different
pathogenetic pathways—there is still a significant proportion of patients who
do not respond to therapy.

Aim: This study aimed to evaluate whether serum interlukin-6 (IL-6) and
interlukin-8 (IL-8) could predict the clinical response to biologic treatment
after 12 months of therapy in patients with IBD.

Materials and methods: This was a prospective cohort study, conducted at Al-
Mouwasat University Hospital, Damascus, Syria during the period between
January 2023 and July 2025. We prospectively enrolled 41 consecutive patients
with IBD, 23 with ulcerative colitis (UC) and 18 with Crohn's disease (CD),
who were eligible to treatment with biologics. The serum levels of IL-6 and IL-
8 were determined before starting biologics (TO) and after 10 weeks of therapy
(T1). Clinical response treatment after 12 months of therapy was defined as a
decrease in the Harvey-Bradshaw index score greater than or equal to 3 or in
the partial Mayo score greater than or equal to 2, in absence of corticosteroid
therapy. Receiver operating characteristic (ROC) curve analysis for used to test
the ability of IL-6 and IL-8 to discriminate between patients who achieved the
outcomes from those who did not. Diagnostic accuracy has been reported as
area under the curve (AUC) value

Results: In the overall cohort, baseline IL-6 > 0.629 pg/ml and IL-6 decrease >
0.086 pg/mL in the first 10 weeks of therapy were able to predict clinical
response (AUC = 0.745, sensitivity = 66.7%, specificity = 81.8%, p =0.011),
(AUC = 0.821, sensitivity = 76.7%, specificity = 81.8%, p =0.002),
respectively.

Although interleukin-8 showed a significant reduction from baseline to week
10 of treatment, but no association with therapy response was observed.

In patients with ulcerative colitis, baseline IL-6 > 0.629 pg/ml and IL-6
decrease > 0.115 pg/mL in the first 10 weeks of therapy were able to predict
clinical response (AUC = 0.816, sensitivity = 73.3%, specificity = 87.5%, p
=0.015), (AUC = 0.758, sensitivity = 73.3%, specificity = 75%, p =0.035),
respectively.

In patients with Crohn’s disease, IL-6 decrease > 0.086 pg/mL in the first 10
weeks of therapy was able to predict clinical response (AUC =0.933, sensitivity
= 80%, specificity = 100%, p =0.045).

Conclusion: Our study highlights a potential clinical role of serum cytokine
levels (especially interlukin-6) for the prediction of clinical response in IBD
patients treated with biologics.
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