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Diagnosing celiac disease and improving

quality of life

Celiac disease — a life-long systemic autoimmune disease
triggered by gluten ingestion that affects primarily the
small intestine but can impact the whole body' — afflicts
1in 100 individuals in the general population.” Once
diagnosed, celiac disease management builds on regular
laboratory tests for antibody status (IgA tTG), nutritional
anemia profile (hemoglobin, hematocrit, folate, ferritin,
vitamin B12), complete blood count, thyroid stimulating
hormone, and anomalies in vitamin, mineral, lipid,
electrolyte, and renal profiles. Adults are advised to
undergo a bone mineral density scan within the first year
after diagnosis.

One way to identify more celiac disease patients is

to recognize that the disorder is often accompanied

by extra-digestive manifestations® and is a known
comorbidity in a number of autoimmune conditions,
including type 1 diabetes mellitus, Sjégren’s syndrome,*
autoimmune thyroid disease,* and autoimmune hepatitis.’
Given the increased risk of celiac disease in patients
diagnosed with other autoimmune diseases (Figure 1),
expanding lab diagnostics to assess patients whose
symptoms may be attributable to celiac disease is almost
certainly cost-effective and can improve their quality of
life.
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Figure 1: Prevalence of celiac disease in patient populations with common autoimmune conditions compared to the general

population.**”
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Awareness brings improved quality of life

Factors connecting celiac disease and other autoimmune
disorders are diverse. Some comorbidities involve a shared
genetic base,”® while overlapping pathogenic mechanisms®
and compounding metabolic changes or nutrient
insufficiencies are implicated in others. Interestingly, celiac
disease patients observing a gluten-free diet (GFD) can
experience improved clinical course and slower evolution of
associated diseases, from resolved iron-deficiency anemia
to improved disease management.' In most cases (>75%),
however, the autoimmune disease is diagnosed before
celiac disease" and the possibility of celiac disease is often
overlooked, partly because symptoms are misinterpreted in
the context of the associated disease.” *

An opportunity emerges in laboratories

On average, patients wait 10—13 years from onset of celiac
disease symptoms before receiving a correct diagnosis'™ ™ *

Table 1. Baseline blood parameters measured in 78 adult celiac
disease patients (from Lee & Clarke 2017).°

and roughly 75% of cases are likely undiagnosed.* " Clinical Parameter Normal Average in celiac
laboratories are in the unique position to spearhead more range Sl [T
timely and accurate diagnosis of celiac disease. On the one IgA tTG (U/mL) <4 12 (1-100)
hand, requests to test for associated autoimmune diseases
can be expanded to include celiac disease.® On the other o (el Ele=ia0 foEg
hand, untreated celiac disease can lead to deficiencies Ferritin (ng/mL) 10-250 48+66
in iron, vitamins B12, D and E,* and other parameters
measured in standard blood tests. Long-term monitoring Vitamin B12 (pg/dL) dur=eie oy
of autoimmunity cases can reveal chemistry patterns that Vitamin D (ng/mL) 30-100 35414
point to concurrent celiac disease. Labs can then highlight
those results and suggest testing for celiac disease. Vitamin E (mg/L) 4.6-17.8 12.1+4.4
Technical and ordering information
Cut-off
EliA" Celikey IgA 14-5517-01 4x12 < 7 EliA U/mL 7-10 EliA U/mL > 10 EliA U/mL
EliA" Celikey IgG 14-5518-01 2x12 < 7 EliA U/mL 7-10 EliA U/mL > 10 EliA U/mL
EliA" Gliadin®™ IgA 14-5538-01 4x12 < 7 EliA U/mL 7-10 EliA U/mL > 10 EliA U/mL
EliA" Gliadin® IgG 14-5539-01 4x12 < 7 EliA U/mL 7-10 EliA U/mL > 10 EliA U/mL
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