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Certolizumab and Anti-Certolizumab Antibody, 
DoseASSURE™ CTZ . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . .  504627

CPT  80299; 82397
Synonyms  Anti-TNF; Anti-TNF drug; biologic drug level and anti-drug an-

tibody; biologic monitoring; Cimzia; Immunogenicity testing; therapeutic 
drug monitoring (TDM); TNF inhibitor

Use  Provides certolizumab drug concentration and anti-certolizumab 
antibodies in order to optimize treatment and facilitate clinical decision-
making. This assay may be helpful in any patient on certolizumab therapy 
for Crohn’s disease, psoriasis, or other autoimmune condition.

Limitations  As with other biologics, the optimal certolizumab concen-
tration depends upon patient-specific factors including co-morbidities, 
disease, and desired therapeutic endpoint. 

     Trough blood collection (just before the next dose) is suitable because 
target ranges and therapeutic cut-offs are established by clinical studies 
that typically evaluate trough concentrations.

     Therefore, the timing of specimen collection should be considered 
when interpreting drug concentrations. Drug half-life should be factored 
in when evaluating non-trough concentrations.

     Adequate drug trough levels do not guarantee clinical efficacy since 
primary non-response can be due to mechanistic failure.

     Lack of clinical response may be due to inadequate drug exposure, 
immunogenicity or mechanistic mismatch. Positive anti-certolizumab 
antibodies should be interpreted in the context of the concomitant free 
certolizumab drug level.

Methodology  Electrochemiluminescence Immunoassay (ECLIA); Surface 
Plasmon Resonance

Specimen  Serum
Volume  2 mL
Minimum Volume  600 µL
Container  Red-top tube, serum from red-top tube, serum from a gel tube, 

or serum transfer tube
Collection  Allow a minimum clotting time of 30 to 60 minutes with serum 

separation within 2 hours of collection. Send serumin a plastic transport 
tube. To avoid delays in turnaround time when requesting multiple tests 
on frozen samples, please submit separate frozen specimens for each 
test requested.

Storage Instructions  Freeze.
Stability  

Causes for Rejection  Gross hemolysis; gross lipemia; incorrect specimen 
type

Special Instructions  Testing is performed at Esoterix Endocrinology 
Laboratory (ES#804627).
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Fabry Enzyme Analysis . . . . . . . . . . . . . . . . . . . . . . . . . . .  452400
CPT  82657; 84155
Synonyms  Fabry Disease Enzyme Analysis (alpha-galactosidase-A)
Methodology  Determination of enzymatic activity with 4-methylumbel-

liferyl-alpha-D-galactoside
Specimen  Whole blood
Container  Adult: Two 10 ml lavender-top (EDTA) tubes; Pediatric: One 

lavender-top (EDTA) tube
Storage Instructions  Refrigerate after collection. Transport to the testing 

laboratory using cool packs. Do not allow the sample to freeze. Time-
sensitive; specimens must be received within 4 days of collection; please 
collect/ship Monday-Thursday only.

Special Instructions  Collect Monday through Thursday only. Speci-
mens must arrive in lab within 4 days of collection.

Factor VIII Chromogenic Bethesda Profile, for Patients on 
Emicizumab . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . . .  504722

CPT  Call client services.
Use  This assay is used to quantitate the titer of specific factor VIII antibod-

ies in patients receiving emicizumab / Hemlibra®. Use of a standard, clot-
based factor VIII test system will not accurately determine inhibitor titer 
due to interference from the therapeutic.

Limitations  Hemolysis, lipemia and icterus may interfere with this assay. 
Certain anticoagulant drugs (direct Xa inhibitors) may lead to an errone-
ously low factor activity and erroneously positive specific factor inhibitor 
results. Residual factor VIII activity could falsely lower the Bethesda titer 
although this is limited by heat-inactivation of the patient sample. Auto-

LABHORIZONS
A NEWSLETTER FOR CLIENTS

New Procedures

These new/revised publications are now available:
 • Inheritest Society-guided Panel flyer  (L18985)
 • DoseASSURE™: Optimizing Inflammatory Bowel Disease Treatment Through 

Biologics  flyer  (L15565)
 • Digestive Disorders for the OBGYN Practitioner flyer  (L19630)

 Please ask your LabCorp service representative for these titles.
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Temperature Period

Room temperature 4 hours

Refrigerated 14 days

Frozen 14 days

Freeze/thaw cycles Stable x6
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immune inhibitors that demonstrate second order kinetics cannot always 
be accurately measured in the Bethesda titer system.

Methodology  The Nijmegen modification of the classic Bethesda inhibi-
tor titration assay is used in a chromogenic factor VIII activity setting. 
Patient sample is heat-inactivated and clarified, then a serial dilution 
series is prepared in buffered normal plasma containing bovine serum 
albumin. A chromogenic factor activity is measured to determine residual 
activity and the inhibitor concentration is determined using an equation 
that relates the log % residual activity to inhibitor titer.

Specimen  Citrated plasma, frozen
Volume  2 mL
Minimum Volume  1 mL
Container  Blue-top (sodium citrate) tube
Patient Preparation  The patient should not be anticoagulated. Do not 

draw from an arm with a heparin lock or heparinized catheter.
Collection  Citrated plasma samples should be collected by double 

centrifugation. Blood should be collected in a blue-top tube contain-
ing 3.2% buffered sodium citrate.1 Evacuated collection tubes must be 
filled to completion to ensure a proper blood to anticoagulant ratio.2,3 
The sample should be mixed immediately by gentle inversion at least six 
times to ensure adequate mixing of the anticoagulant with the blood. A 
discard tube is not required prior to collection of coagulation samples, 
except when using a winged blood collection device (ie, “butterfly”), 
in which case a discard tube should be used.4,5 When noncitrate tubes 
are collected for other tests, collect sterile and nonadditive (red-top) 
tubes prior to citrate (blue-top) tubes. Any tube containing an alternate 
anticoagulant should be collected after the blue-top tube. Gel-barrier 
tubes and serum tubes with clot initiators should also be collected after 
the citrate tubes. Centrifuge for 10 minutes. Use a second plastic pipette 
to remove the plasma, staying clear of the platelets at the bottom of the 
tube. Transfer the plasma into a LabCorp PP transpak frozen purple tube 
with screw cap (LabCorp No. 49482). Freeze immediately and maintain 
frozen until tested.

     Please print and use the Volume Guide for Coagulation Testing to 
ensure proper draw volume.

Storage Instructions  Freeze.
Stability  

Causes for Rejection  Patients on any therapy other than emicizumab 
therapy. Any sample other than citrated plasma (3.2% sodium citrate). 
Samples showing signs of activation, including the presence of fibrin 
clots, or received thawed.

Special Instructions  Testing is performed at Esoterix Coagulation Labora-
tory (UY#301676).

     For use in the confirmation and characterization of factor VIII inhibitors 
for patients on emicizumab therapy. Not intended for use with any other 
therapeutic.

Footnotes  
     1. Adcock DM, Kressin DC, Marlar RA. Effect of 3.2% vs 3.8% sodium citrate concentra-

tion on routine coagulation testing. Am J Clin Pathol. 1997 Jan;107(1):105-110. PubMed 
8980376

     2. Reneke J, Etzell J, Leslie S, Ng VL, Gottfried EL. Prolonged prothrombin time and acti-
vated partial thromboplastin time due to underfilled specimen tubes with 109 mmol/L 
(3.2%) citrate anticoagulant. Am J Clin Pathol. 1998 Jun;109(6):754-757. PubMed 9620035

     3. National Committee for Clinical Laboratory Standardization. Collection, Transport, 
and Processing of Blood Specimens for Coagulation Testing and General Performance of 
Coagulation Assays; Approved Guideline. 5th ed. Villanova, PA: NCCLS; 2008. Document 
H21-A5:28(5).

     4. Gottfried EL, Adachi MM. Prothrombin time and activated partial thromboplastin time 
can be performed on the first tube. Am J Clin Pathol. 1997 Jun;107(6):681-683. PubMed 
9169665

     5. McGlasson DL, More L, Best HA, Norris WL, Doe RH, Ray H. Drawing specimens for 
coagulation testing: Is a second tube necessary? Clin Lab Sci. 1999 May-Jun;12(3):137-139. 
PubMed 10539100

     6. Adcock DM, Bethel MA, Macy PA. Coagulation Handbook. Aurora, CO: Esoterix-Colora-

do Coagulation; 2006. 
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Temperature Period

Frozen 12 months

Freeze/thaw cycles Stable x5

Updates to the Directory of Services and Interpretive Guide (DoS)
Test Name Test No. Field/Change  (Only fields that change are included here.)

Adalimumab and Anti-Adalimumab Antibody, 
DoseASSURE™ ADL

504575 Name  Changed from “Adalimumab Concentration and Anti-Adalimumab Antibody”

Adalimumab and Anti-Adalimumab Antibody 
(Serial Monitor), DoseASSURE™ ADL

503890 Name  Changed from “Adalimumab Concentration and Anti-Adalimumab Antibody (Serial Monitor)”

Aerobic Identification and Susceptibility 182261 Methodology  Identification by matrix-assisted laser desorption/ionization time-of-flight (MALDI-TOF) mass 
spectrometry and/or conventional biochemical testing

Bartonella, DNA PCR 138350 Specimen  Whole blood
Volume  0.5 mL
Minimum Volume  0.2 mL
Container  Lavender-top (EDTA) tube or yellow-top (ACD) tube
Storage Instructions  Stable at room temperature or refrigerated for 14 days.
Causes for Rejection  Quantity not sufficient for analysis; gross specimen contamination; specimen too old; 

leaking or broken tube; tissue

Note:   Please consult the online Directory of Services and Interpretive Guide at https://www.labcorp.com/tests for the most current test information.
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Test Name Test No. Field/Change  (Only fields that change are included here.)
Creatinine 001370 Limitations  With reduced renal blood flow, creatinine rises less quickly than urea nitrogen. Concentration of 

creatinine only becomes abnormal when about half or more of the nephrons have stopped functioning in 
chronic progressive renal disease. Antibiotics containing cephalosporin lead to significant false-positive values 
if samples are drawn within four hours of a dose.4 With severe renal disease, creatinine is not reliable in the 
presence of cefoxitin therapy. There is less interference reported from the cephalosporins cephalothin, cepha-
loridine, cephadrine sodium, and cephaloglycin dihydrate. Lipemia, hemolysis, and bilirubin may interfere.5,6

Footnotes  (added)
     7. Roche Reagent Bulletin. TP-00523 Creatinine Jaffe Assays-Updated Endogenous Interference Claims. Dec 

26, 2018.

Cystatin C 121251 Reference Interval  0.62−1.16 mg/L

Cyclosporine, Whole Blood, Immunoassay 706557 Storage Instructions  Refrigerate.
Stability  

Cystic Fibrosis (CF) Profile, 32 Mutations, DNA 
Analysis

480533 Volume  4mL whole blood or LabCorp buccal swab kit

Cystic Fibrosis (CF) Profile, 97 Mutations, CFplus® 450020 Volume  4mL whole blood or LabCorp buccal swab kit
Container  Lavender-top (EDTA) tube. Yellow-top (ACD) tube or LabCorp buccal swab kit also acceptable.

Etanercept and Anti-Etanercept Antibody (Serial 
Monitor), DoseASSURE™ ETN

504245 Name  Changed from “Etanercept Concentration and Anti-Etanercept Antibody Levels (Serial Monitor)”

Golimumab and Anti-Golimumab Antibody, 
DoseASSURE™ GOL

504563 Name  Changed from “Golimumab and Anti-Golimumab Antibody”

Heparin Anti-Xa 117101 Reference Interval  Reference intervals indicate therapeutic levels.10

     • Unfractionated heparin (UFH): 0.3−0.7 IU/mL
     • Low molecular weight heparin (LMWH): 0.4−1.1 IU/mL bd
     • Low molecular weight heparin (LMWH): 1.0−2.0 IU/mL peak
        − Twice daily dosing: 0.6−1.1 IU/mL
        − Once daily dosing: 1.0−2.0 IU/mL
Special Instructions  If the patient’s hematocrit exceeds 55%, the volume of citrate in the collection tube must 

be adjusted. Refer to Coagulation Collection Procedures for directions. Heparin anti-Xa levels should be drawn 
six hours after initiation of unfractionated heparin therapy or change in dose, whereas, with low molecular 
weight heparin, levels should be drawn six hours after administration when given once daily and three to four 
hours when administered twice daily. Fondaparinux levels should be measured three hours postadministration. 
Therapeutic monitoring of fondaparinux should be performed using Fondaparinux Anti-Xa (500465).

Hepatitis B Virus (HBV) Genotype 551710 Use  The HBV genotype assay classifies the virus present in the sample into one of nine recognized genotypes 
(A-I) via sequence analysis of the DNA polymerase gene. Disease progression and response to therapy may be 
influenced by genotype. In addition, the HBV genotype assay identifies and reports sequence polymorphisms 
in the basal core promotor (BCP) and coding regions of the HBV precore gene that result in either decreased 
levels, or complete absence, of HBeAg expression in chronically infected patients.

HER-2/CEP17, FISH 483248 References  (added)
     Wolff AC, Hammond MEH, Allison KH, et al. Human Epidermal Growth Factor Receptor 2 Testing in Breast 

Cancer: American Society of Clinical Oncology/College of American Pathologists Clinical Practice Guideline 
Focused Update. J Clin Oncol. 2018 Jul 10;36(20):2105-2122. PubMed 29846122

HER-2/CEP17, FISH With Reflex to HERmark® 483410

HER-2 Immunohistochemistry (IHC), Breast With 
Reflex to FISH if 0, 1+, or 2+ by IHC

483320

HER-2 Immunohistochemistry (IHC), Breast With 
Reflex to FISH if 2+ by IHC

483289

HER-2 Immunohistochemistry (IHC) With Reflex to 
FISH if 2+ by IHC With Reflex to HERmark®

483200

HER-2 Immunohistochemistry (IHC) With Reflex to 
HERmark® if 2+ by IHC

480845

HER-2/neu IHC, Breast Paraffin 480376

IA2 Autoantibodies (Endocrine Sciences) 141531 Methodology  Enzyme-linked Immunosorbent Assay (ELISA)

Note:   Please consult the online Directory of Services and Interpretive Guide at https://www.labcorp.com/tests for the most current test information.

Interfering Endogenous Substances7 Deviations Degree of Interference

Pyruvate (serum/plasma) >2.6 mg/dL +12.8%

Glucose (serum/plasma) >450 mg/dL +16%

Ascorbic acid (serum/plasma) >88 mg/dL -10.1%

Urea (urine) >12612 mg/dL -11.0%

Temperature Period

Refrigerated 7 days

Frozen 1 month
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Test Name Test No. Field/Change  (Only fields that change are included here.)
IDH1/IDH2 Mutation Analysis 481484 References  (added)

     US Food & Drug Administration. FDA granted regular approval to enasidenib for the treatment of relapsed or 
refractory AML. Approved Drugs Web site: https://www.fda.gov/Drugs/InformationonDrugs/ApprovedDrugs/
ucm569482.htm. Accessed February 2019.

     US Food & Drug Administration. FDA approves ivosidenib for relapsed or refractory acute myeloid leukemia. 
Approved Drugs Web site: https://www.fda.gov/Drugs/InformationonDrugs/ApprovedDrugs/ucm614128.htm. 
Accessed February 2019.

Infliximab and Anti-Infliximab Antibody, 
DoseASSURE™ IFX

503770 Name  Changed from “Infliximab Concentration and Anti-Infliximab Antibody”

Infliximab and Anti-Infliximab Antibody (Serial 
Monitor), DoseASSURE™ IFX

503870 Name  Changed from “Infliximab Concentration and Anti-Infliximab Antibody (Serial Monitor)”

Inheritest® Carrier Screen, Ashkenazi Jewish Panel 
(48 Genes)

451920 Name  Changed from “Inheritest® Ashkenazi Jewish Carrier Screening Panel, NGS”
Synonyms  Extended Carrier Screening; Pan-ethnic Carrier Screening
Test Includes  Screening for 48 genes, including fragile X carrier screening and spinal muscular atrophy (SMA) 

carrier screening. This test includes: ABCC8, ADAMTS2, AGL, ARSA, ASPA, ATM, ATP7B, BBS2, BCKDHA, BCKDHB, 
BLM, CFTR, CLRN1, COL4A3, CPT2, CTNS, DHCR7, DHDDS, DLD, FAH, FANCC, FKTN, FMR1, G6PC, GALT, GBA, HBA1, 
HBA2, HBB, HEXA, IKBKAP, MCOLN1, MEFV, MPL, MTTP, NEB, PAH, PCDH15, PEX2, PHGDH, PKHD1, PEX6, PMM2, 
SMPD1, TMEM216, SLC35A3, SMN1 and SUMF1.

Use  Carrier screening by analyzing 48 genes for more than 2,300 pathogenic variants associated with more than 
47 autosomal recessive or X-linked disorders including genes for fragile X syndrome, spinal muscular atrophy, 
and diseases specific to individuals of Ashkenazi Jewish descent.

Limitations  Technologies used do not detect germline mosaicism and do not rule out the presence of large 
chromosomal aberrations, including rearrangements, or variants in regions or genes not included in this test, 
or possible inter/intragenic interactions between variants. Variant classification and/or interpretation may 
change over time if more information becomes available. False positive or false negative results may occur for 
reasons that include: rare genetic variants, sex chromosome abnormalities, pseudogene interference, blood 
transfusions, bone marrow transplantation, somatic or tissue-specific mosaicism, mislabeled samples, or er-
roneous representation of family relationships.

     This test was developed and its performance characteristics determined by Esoterix Genetic Laboratories LLC. 
It has not been cleared or approved by the Food and Drug Administration.

Methodology  
     Next generation sequencing (NGS): Genomic regions of interest are selected using the 

Agilent®SureSelectXT® hybridization capture method for target enrichment and sequenced via the Illumina® 
next generation sequencing platform. Sequencing reads are aligned with the human genome reference 
GRCh37/hg19 build. Targeted regions are sequenced to at least 200X mean base coverage with a minimum of 
99% of bases at ≥20X coverage. Analytical sensitivity is estimated to be >99% for single nucleotide variants and 
small insertions/deletions (<5 bp).

     Alpha‐thalassemia: Analysis of the alpha‐globin (HBA) gene cluster is performed by multiplex ligationdepen-
dent amplification (MLPA). Variants included in the analysis are the Constant Spring non‐deletion variant and 
the following deletions: ‐alpha3.7, ‐alpha4.2, ‐alpha20.5, ‐‐SEA, ‐‐FIL, ‐‐THAI, ‐‐MED, and the HS‐40 regulatory re-
gion. This MLPA analysis does not detect other variants in the alpha‐globin genes or variants in the beta‐globin 
gene and may not detect the co‐occurrence of a deletion and a duplication. Analytical sensitivity is estimated 
to be >99% for the targeted variants.

     Spinal muscular atrophy: DNA is amplified by real‐time polymerase chain reaction (PCR). The number of 
copies of exon 7 of SMN1 is assessed relative to internal standard reference genes. A mathematical algorithm 
calculates 0, 1, 2 and 3 copies with statistical confidence. If one copy of SMN1 is detected, primer and probe 
binding sites are sequenced to rule out variants that could interfere with copy number analysis. If no copies of 
SMN1 are detected, SMN2 copy number is assessed by digital PCR analysis relative to an internal standard refer-
ence gene. Copy number analysis cannot detect carriers with either 2 or, very rarely, 3 copies of SMN1 on one 
chromosome and no copies of SMN1 on the other chromosome.

     Fragile X syndrome: DNA is amplified by the polymerase chain reaction (PCR) to determine the size of the 
CGG repeat within the FMR1 gene. PCR products are generated using a fluorescence labeled primer and sized 
by capillary gel electrophoresis. If indicated, Southern blot analysis is performed by hybridizing the probe 
StB12.3 to EcoRI‐ and EagI‐digested DNA. The analytical sensitivity of both Southern blot and PCR analyses is 
99% for expansion mutations in the FMR1 gene. Reported CGG repeat sizes may vary as follows: +/‐ one for 
repeats less than 60, and +/‐ two to four for repeats in the 60 ‐ 120 range. For repeats greater than 120, the 
accuracy is +/‐ 10%.

     Pathogenic and likely pathogenic variants are reported after confirmation by Sanger sequencing or an appro-
priate technology. Non‐deletion variants are specified using the numbering and nomenclature recommended 
by the Human Genome Variation Society (HGVS, http://www.hgvs.org). Variants of uncertain significance and 
benign variants are not reported. Variant classification is consistent with ACMG standards and guidelines.1 
Detailed variant classification information is available upon request.

Footnotes  
      1. Richards S, Aziz N, Bale S, et al. Standards and guidelines for the interpretation of sequence variants: a joint 

consensus recommendation of the American College of Medical Genetics and Genomics and the Association 
for Molecular Pathology. Genet Med. 2015 May;17(5):405-424. PubMed 25741868

Note:   Please consult the online Directory of Services and Interpretive Guide at https://www.labcorp.com/tests for the most current test information.
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Test Name Test No. Field/Change  (Only fields that change are included here.)
Inheritest® Carrier Screen, Comprehensive Panel 

(144 Genes)
451950 Name  Changed from “Inheritest® Comprehensive Panel, NGS”

Test Includes  Screening for 144 genes, including fragile X carrier screening and spinal muscular atrophy (SMA) 
carrier screening. This test includes: ABCC8, ACADM, ADA, AGA, AGL, AGXT, ALDH3A2, ALDOB, ARSA, ASL, ASPA, 
ASS1, ATM, ATP7B, BBS1, BBS10, BCKDHA, BCKDHB, BCS1L, BLM, CBS, CFTR, CLN3, CLN5, CLN8, CLRN1, CTNS, DHCR7, 
DLD, DMD, DPYD, ETHE1, FAH, FANCC, FKTN, G6PC, GAA, GALC, GALT, GBA, GCDH, GLDC, GRHPR, GSS, HADHA, HBA1, 
HBA2, HBB, HEXA, HEXB, HLCS, HMGCL, HSD17B4, IDUA, IKBKAP, LAMA3, LAMB3, LAMC2, LRPPRC, MAN2B1, MCOLN1, 
MEFV, MMAA, MMAB, MMACHC, MUT, NBN, NEB, NPC1, NPC2, NPHS1, NPHS2, PAH, PCCA, PCCB, PCDH15, PEX1, PEX7, 
PKHD1, PMM2, PPT1, RMRP, SACS, SLC12A6, SLC17A5, SLC26A2, SLC37A4, SMPD1, TMEM216, TPP1, ACADVL, ACAT1, 
ADAMTS2, ALPL, AMT, ARSB, BBS2, COL4A3, COX15, CPS1, CPT2, CTSA, DHDDS, ERCC5, FMR1, FOXRED1, FUCA1, 
GALNS, GAMT, GLB1, GNPTAB, GNS, GUSB, HGSNAT, IDS, IL2RG, MANBA, MPL, MTTP, NAGLU, NDUFAF2, NDUFS4, 
NDUFS7, NDUFV1, NEU1, OTC, PDHA1, PEX10, PEX12, PEX2, PEX26, PEX6, PHGDH, SGSH, SLC22A5, SLC25A20, 
SLC35A3, SMN1, SUMF1, SURF1, TTPA, VPS13B, XPA and XPC.

Use  Carrier testing by analyzing 144 genes for more than 9,400 pathogenic variants associated with more than 
116 autosomal recessive or X-linked disorders, including fragile X syndrome and spinal muscular atrophy.

Limitations  Technologies used do not detect germline mosaicism and do not rule out the presence of large 
chromosomal aberrations, including rearrangements, or variants in regions or genes not included in this test, or 
possible inter/intragenic interactions between variants. In-frame and out-of-frame deletions in the DMD gene 
cannot be distinguished by this analysis, which does not determine precise breakpoints. A deletion or duplica-
tion of exons in the DMD gene is identified when more than >60% of an exon has an aberrant copy number. 
Variant classification and/or interpretation may change over time if more information becomes available. False 
positive or false negative results may occur for reasons that include: rare genetic variants, sex chromosome 
abnormalities, pseudogene interference, blood transfusions, bone marrow transplantation, somatic or tissue-
specific mosaicism, mislabeled samples, or erroneous representation of family relationships.

     This test was developed and its performance characteristics determined by Esoterix Genetic Laboratories LLC. 
It has not been cleared or approved by the Food and Drug Administration.

Methodology  
     Next generation sequencing (NGS): Genomic regions of interest are selected using the 

Agilent®SureSelectXT® hybridization capture method for target enrichment and sequenced via the Illumina® 
next generation sequencing platform. Sequencing reads are aligned with the human genome reference 
GRCh37/hg19 build. Targeted regions are sequenced to at least 200X mean base coverage with a minimum of 
99% of bases at ≥20X coverage. Analytical sensitivity is estimated to be >99% for single nucleotide variants and 
small insertions/deletions (<5 bp).

     Alpha‐thalassemia: Analysis of the alpha‐globin (HBA) gene cluster is performed by multiplex ligationdepen-
dent amplification (MLPA). Variants included in the analysis are the Constant Spring non‐deletion variant and 
the following deletions: ‐alpha3.7, ‐alpha4.2, ‐alpha20.5, ‐‐SEA, ‐‐FIL, ‐‐THAI, ‐‐MED, and the HS‐40 regulatory re-
gion. This MLPA analysis does not detect other variants in the alpha‐globin genes or variants in the beta‐globin 
gene and may not detect the co‐occurrence of a deletion and a duplication. Analytical sensitivity is estimated 
to be >99% for the targeted variants.

     Spinal muscular atrophy: DNA is amplified by real‐time polymerase chain reaction (PCR). The number of 
copies of exon 7 of SMN1 is assessed relative to internal standard reference genes. A mathematical algorithm 
calculates 0, 1, 2 and 3 copies with statistical confidence. If one copy of SMN1 is detected, primer and probe 
binding sites are sequenced to rule out variants that could interfere with copy number analysis. If no copies of 
SMN1 are detected, SMN2 copy number is assessed by digital PCR analysis relative to an internal standard refer-
ence gene. Copy number analysis cannot detect carriers with either 2 or, very rarely, 3 copies of SMN1 on one 
chromosome and no copies of SMN1 on the other chromosome.

     Fragile X syndrome: DNA is amplified by the polymerase chain reaction (PCR) to determine the size of the 
CGG repeat within the FMR1 gene. PCR products are generated using a fluorescence labeled primer and sized 
by capillary gel electrophoresis. If indicated, Southern blot analysis is performed by hybridizing the probe 
StB12.3 to EcoRI‐ and EagI‐digested DNA. The analytical sensitivity of both Southern blot and PCR analyses is 
99% for expansion mutations in the FMR1 gene. Reported CGG repeat sizes may vary as follows: +/‐ one for 
repeats less than 60, and +/‐ two to four for repeats in the 60 ‐ 120 range. For repeats greater than 120, the 
accuracy is +/‐ 10%.

     Pathogenic and likely pathogenic variants are reported after confirmation by Sanger sequencing or an appro-
priate technology. Non‐deletion variants are specified using the numbering and nomenclature recommended 
by the Human Genome Variation Society (HGVS, http://www.hgvs.org). Variants of uncertain significance and 
benign variants are not reported. Variant classification is consistent with ACMG standards and guidelines.1 
Detailed variant classification information is available upon request.

Footnotes  
      1. Richards S, Aziz N, Bale S, et al. Standards and guidelines for the interpretation of sequence variants: a joint 

consensus recommendation of the American College of Medical Genetics and Genomics and the Association 
for Molecular Pathology. Genet Med. 2015 May;17(5):405-424. PubMed 25741868

Note:   Please consult the online Directory of Services and Interpretive Guide at https://www.labcorp.com/tests for the most current test information.
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Test Name Test No. Field/Change  (Only fields that change are included here.)
Inheritest® Carrier Screen, Society-guided Panel 

(14 Genes)
451960 Name  Changed from “Inheritest® Society-guided Screening Panel, NGS”

Test Includes  Screening for 14 genes, including fragile X carrier screening and spinal muscular atrophy (SMA) 
carrier screening. This test includes: ASPA, BLM, CFTR, FANCC, FMR1, GBA, HBA1, HBA2, HBB, HEXA, IKBKAP, 
MCOLN1, SMN1 and SMPD1.

Use  Carrier testing by analyzing 14 genes for more than 1,200 pathogenic variants associated with more than 13 
autosomal recessive or X-linked disorders including fragile X syndrome and spinal muscular atrophy.

Limitations  Technologies used do not detect germline mosaicism and do not rule out the presence of large 
chromosomal aberrations, including rearrangements, or variants in regions or genes not included in this test, 
or possible inter/intragenic interactions between variants. Variant classification and/or interpretation may 
change over time if more information becomes available. False positive or false negative results may occur for 
reasons that include: rare genetic variants, sex chromosome abnormalities, pseudogene interference, blood 
transfusions, bone marrow transplantation, somatic or tissue-specific mosaicism, mislabeled samples, or er-
roneous representation of family relationships.

     This test was developed and its performance characteristics determined by Esoterix Genetic Laboratories LLC. 
It has not been cleared or approved by the Food and Drug Administration.

Methodology  
     Next generation sequencing (NGS): Genomic regions of interest are selected using the 

Agilent®SureSelectXT® hybridization capture method for target enrichment and sequenced via the Illumina® 
next generation sequencing platform. Sequencing reads are aligned with the human genome reference 
GRCh37/hg19 build. Targeted regions are sequenced to at least 200X mean base coverage with a minimum of 
99% of bases at ≥20X coverage. Analytical sensitivity is estimated to be >99% for single nucleotide variants and 
small insertions/deletions (<5 bp).

     Alpha‐thalassemia: Analysis of the alpha‐globin (HBA) gene cluster is performed by multiplex ligationdepen-
dent amplification (MLPA). Variants included in the analysis are the Constant Spring non‐deletion variant and 
the following deletions: ‐alpha3.7, ‐alpha4.2, ‐alpha20.5, ‐‐SEA, ‐‐FIL, ‐‐THAI, ‐‐MED, and the HS‐40 regulatory re-
gion. This MLPA analysis does not detect other variants in the alpha‐globin genes or variants in the beta‐globin 
gene and may not detect the co‐occurrence of a deletion and a duplication. Analytical sensitivity is estimated 
to be >99% for the targeted variants.

     Spinal muscular atrophy: DNA is amplified by real‐time polymerase chain reaction (PCR). The number of 
copies of exon 7 of SMN1 is assessed relative to internal standard reference genes. A mathematical algorithm 
calculates 0, 1, 2 and 3 copies with statistical confidence. If one copy of SMN1 is detected, primer and probe 
binding sites are sequenced to rule out variants that could interfere with copy number analysis. If no copies of 
SMN1 are detected, SMN2 copy number is assessed by digital PCR analysis relative to an internal standard refer-
ence gene. Copy number analysis cannot detect carriers with either 2 or, very rarely, 3 copies of SMN1 on one 
chromosome and no copies of SMN1 on the other chromosome.

     Fragile X syndrome: DNA is amplified by the polymerase chain reaction (PCR) to determine the size of the 
CGG repeat within the FMR1 gene. PCR products are generated using a fluorescence labeled primer and sized 
by capillary gel electrophoresis. If indicated, Southern blot analysis is performed by hybridizing the probe 
StB12.3 to EcoRI‐ and EagI‐digested DNA. The analytical sensitivity of both Southern blot and PCR analyses is 
99% for expansion mutations in the FMR1 gene. Reported CGG repeat sizes may vary as follows: +/‐ one for 
repeats less than 60, and +/‐ two to four for repeats in the 60 ‐ 120 range. For repeats greater than 120, the 
accuracy is +/‐ 10%.

     Pathogenic and likely pathogenic variants are reported after confirmation by Sanger sequencing or an appro-
priate technology. Non‐deletion variants are specified using the numbering and nomenclature recommended 
by the Human Genome Variation Society (HGVS, http://www.hgvs.org). Variants of uncertain significance and 
benign variants are not reported. Variant classification is consistent with ACMG standards and guidelines.1 
Detailed variant classification information is available upon request.

Footnotes  
      1. Richards S, Aziz N, Bale S, et al. Standards and guidelines for the interpretation of sequence variants: a joint 

consensus recommendation of the American College of Medical Genetics and Genomics and the Association 
for Molecular Pathology. Genet Med. 2015 May;17(5):405-424. PubMed 25741868

Note:   Please consult the online Directory of Services and Interpretive Guide at https://www.labcorp.com/tests for the most current test information.
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Test Name Test No. Field/Change  (Only fields that change are included here.)
Inheritest® Gene-specific Sequencing, NGS 451910 Test Includes  Full gene sequencing for any one of the following genes: ABCC8, ACADM, ACADVL, ACAT1, ADA, 

ADAMTS2, AGA, AGL, AGXT, ALDH3A2, ALDOB, ALPL, AMT, ARSA, ARSB, ASL, ASPA, ASS1, ATM, ATP7B, BBS1, BBS2, 
BBS10, BCKDHA, BCKDHB, BCS1L, BLM, CBS, CFTR, CLN3, CLN5,CLN8, CLRN1, COL4A3, COX15, CPS1, CPT2, CTNS, 
CTSA, DHCR7, DHDDS, DLD, DMD, DPYD,ERCC5, ETHE1, FAH, FANCC, FKTN, FOXRED1, FUCA1, G6PC, GAA, GALC, 
GALNS, GAMT, GALT, GBA, GCDH, GLB1, GLDC, GNPTAB, GNS, GRHPR, GSS, GUSB, HADHA, HBB, HEXA, HEXB, HGSNAT, 
HLCS, HMGCL, HSD17B4, IDS, IDUA, IL2RG, IKBKAP, LAMA3, LAMB3, LAMC2, LRPPRC, MAN2B1, MANBA, MCOLN1, 
MEFV, MMAA, MMAB, MMACHC, MPL, MTTP, MUT, NAGLU, NBN, NDUFAF2, NDUFS4, NDUFS7, NDUFV1, NEB, NEU1, 
NPC1, NPC2, NPHS1, NPHS2, OTC, PAH, PCCA, PCCB, PDHA1, PCDH15, PEX1, PEX2, PEX6, PEX7, PEX10, PEX12, PEX26, 
PKHD1, PHGDH, PMM2, PPT1, RMRP, SACS, SLC12A6, SLC17A5, SLC26A2, SLC37A4, SMPD1, TMEM216, TPP1, SGSH, 
SLC22A5, SLC25A20, SLC35A3, SUMF1, SURF1, TTPA, VPS13B, XPA and XPC.

     Deletion/ Duplication analysis for HBA1 and HBA2 can be ordered using this test code. Full gene sequencing 
cannot be performed.

     Associated diseases include: Abetalipoproteinemia; Adenosine deaminase deficiency; Alpha-thalassemia; 
Alphamannosidosis; Alport syndrome; Andermann syndrome; Argininosuccinic aciduria; Arthrogryposis, 
mental retardation, and seizures (AMRS); Aspartylglucosaminuria; Ataxia with vitamin E deficiency; Ataxia-
telangiectasia; Autosomal recessive spastic ataxia of Charlevoix-Saguenay (ARSACS); Bardet-Biedl syndrome; 
Beta hemoglobinopathies, includes sickle cell disease and beta thalassemias; Beta-mannosidosis; Bloom 
syndrome; Canavan disease; Carbamoyl phosphate synthetase I deficiency; Carnitine palmitoyltransferase 
II deficiency; Carnitine-acylcarnitine translocase deficiency; Cartilage-hair hypoplasia; Citrullinemia type I; 
Cobalamin C disease; Cohen syndrome; Congenital amegakaryocytic thrombocytopenia; Congenital disorder 
of glycosylation type 1a; Cystic fibrosis; Cystinosis; D-bifunctional protein deficiency; Dihydrolipoamide 
dehydrogenase deficiency; Dihydropyrimidine dehydrogenase deficiency; Ehlers-Danlos syndrome type VIIC; 
Ethylmalonic encephalopathy; Familial dysautonomia; Familial hyperinsulinism; Familial Mediterranean fever; 
Fanconi anemia group C; Fucosidosis; Galactosemia; Galactosialidosis; Gaucher disease; Glutaric acidemia type 
1; Glutathione synthetase deficiency; Glycine encephalopathy; Glycogen storage disease type Ia; Glycogen 
storage disease type Ib; Glycogen storage disease type III; GM1 gangliosidosis and mucopolysaccharidosis type 
IVB; GRACILE syndrome; Guanidinoacetate methyltransferase deficiency; Hereditary fructose Intolerance; HMG-
CoA lyase deficiency; Holocarboxylase synthetase deficiency; Homocystinuria; Hypophosphatasia, autosomal 
recessive; Joubert syndrome 2; Junctional epidermolysis bullosa; Krabbe disease; Leigh syndrome, autosomal 
recessive; Leigh syndrome, French Canadian type; Long-chain 3-hydroxyacyl-CoA dehydrogenase deficiency; 
Maple syrup urine disease type 1A; Maple syrup urine disease type 1B; Medium-chain acyl-CoA dehydroge-
nase deficiency; Metachromatic leukodystrophy; Methylmalonic acidemia; Mucopolysaccharidosis type IIIA; 
Mucopolysaccharidosis type IIIB; Mucopolysaccharidosis type IIIC; Mucopolysaccharidosis type IIID; Mucopoly-
saccharidosis type IV A; Mucopolysaccharidosis type VI; Mucopolysaccharidosis type VII; Multiple sulphatase 
deficiency; Nemaline myopathy; Nephrotic syndrome; Nephrotic syndrome, Finnish type; Neuronal ceroid-lipo-
fuscinosis; Niemann-Pick disease type C; Niemann-Pick disease types A and B; Nijmegen breakage syndrome; 
Ornithine transcarbamylase deficiency; Phenylalanine hydroxylase deficiency, includes phenylketonuria (PKU); 
Phosphoglycerate dehydrogenase deficiency; Polycystic kidney disease, autosomal recessive; Pompe disease; 
Primary hyperoxaluria type 1; Primary hyperoxaluria type 2; Propionic acidemia; Pyruvate dehydrogenase 
deficiency; Retinitis pigmentosa 59; Rhizomelic chondrodysplasia punctata type 1; Salla disease; Sandhoff 
disease; Sialidosis; Sjogren-Larsson syndrome; Smith-Lemli-Opitz syndrome; Sulfate transporter-related 
osteochondrodysplasias, includes achondrogenesis type 1B, atelosteogenesis type 2, diastrophic dysplasia, and 
recessive multiple epiphyseal dysplasia; Systemic primary carnitine deficiency; Tay-Sachs disease; Tyrosinemia 
type 1; Usher syndrome type IF; Usher syndrome type IIIA; Very long-chain acyl-CoA dehydrogenase deficiency 
(VLCAD); Walker-Warburg syndrome; Wilson disease; Xeroderma pigmentosum; X-linked severe combined Im-
munodeficiency (SCID); Zellweger spectrum disorder.

Use  Full gene sequencing is available for all the genes included in the Inheritest® NGS panels. See related 
Inheritest® test codes: Inheritest® Carrier Screen, Comprehensive Panel (144 Genes) (451950); or Inheritest® 
Carrier Screen, Ashkenazi Jewish Panel (48 Genes) (451920); or Inheritest® Carrier Screen, Society-guided Panel 
(14 Genes) (451960).

     For HBA1 and HBA2 (alpha-thalassemia) see α-Thalassemia, DNA Analysis (511172); for SMN1 see Spinal 
Muscular Atrophy (SMA) Carrier Testing (450010); and for FRM1 see Fragile X Syndrome, PCR With Reflex to 
Southern Blot (511919).

Limitations  NGS does not detect germline mosaicism and does not rule out the presence of large chromosomal 
aberrations, including rearrangements, or variants in regions or genes not included in this test, or possible 
inter/intragenic interactions between variants. In-frame and out-of-frame deletions in the DMD gene cannot 
be distinguished by this analysis, which does not determine precise breakpoints. A deletion or duplication of 
exons in the DMD gene is identified when more than >60% of an exon has an aberrant copy number. Variant 
classification and/or interpretation may change over time if more information becomes available. False positive 
or false negative results may occur for reasons that include: rare genetic variants, sex chromosome abnormali-
ties, pseudogene interference, blood transfusions, bone marrow transplantation, somatic or tissue-specific 
mosaicism, mislabeled samples, or erroneous representation of family relationships.

     This test was developed and its performance characteristics determined by LabCorp. It has not been cleared 
or approved by the Food and Drug Administration.

Methodology 
     Next generation sequencing (NGS): Genomic regions of interest are selected using the Agilent(R)SureSe-

lectXT® hybridization capture method for target enrichment and sequenced via the Illumina® next generation 
sequencing platform. Sequencing reads are aligned with the human genome referenceGRCh37/hg19 build. 
Targeted regions are sequenced to at least 200X mean base coverage with a minimum of 99%of bases at ≥20X 
coverage. Analytical sensitivity is estimated to be >99% for single nucleotide variants and small insertions/
deletions (<5 bp). 

Note:   Please consult the online Directory of Services and Interpretive Guide at https://www.labcorp.com/tests for the most current test information.
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Test Name Test No. Field/Change  (Only fields that change are included here.)
Magnesium, RBC 080283 Collection  Centrifuge tube as soon as possible and separate plasma from cells. Discard the plasma. Using the 

original collection tube, submit only the RBCs to the laboratory.

Procalcitonin 164750 Use  Used in conjunction with other laboratory findings and clinical assessments, Elecsys BRAHMS PCT is 
intended for use as follows11:

     • to aid in the risk assessment of critically ill patients on their first day of ICU admission for progression to 
severe sepsis and septic shock;

     • to determine the change in PCT level over time as an aid in assessing the cumulative 28-day risk of all-cause 
mortality for patients diagnosed with severe sepsis or septic shock in the ICU or when obtained in the emer-
gency department or other medical wards prior to ICU admission;

     • to aid in decision making on antibiotic therapy, for inpatients or patients in the emergency department with 
suspected or confirmed lower respiratory tract infections (LRTI) — defined as community-acquired pneumonia 
(CAP), acute bronchitis, and acute exacerbation of chronic obstructive pulmonary disease (AECOPD);

     • to aid in decision making on antibiotic discontinuation for patients with suspected or confirmed sepsis.
Limitations  The Elecsys BRAHMS PCT is not indicated to be used as a stand-alone diagnostic assay and should 

be used in conjunction with clinical signs and symptoms of infection and other diagnostic evidence. In cases 
where the laboratory results do not agree with the clinical picture or history, additional tests should be 
performed. Changes in PCT should always be interpreted in the context of the clinical status of the patient and 
other laboratory results. Decisions regarding antibiotic therapy should not be based solely on procalcitonin 
concentrations.

     There is no uniformly recognized interpretation of the change in PCT concentration levels for the prediction 
of mortality, and overall mortality is strongly dependent on many factors, including pre-existing patient risk 
factors and clinical course. The need to continue ICU care at Day 4 and other covariates (e.g., age, SOFA score) 
are also significant predictors of 28-day cumulative mortality risk. Validation of the Elecsys BRAHMS PCT test as 
an aid in predicting mortality was performed in a study population with an overall 28-day mortality of 22%.

     Certain patient characteristics, such as severity of renal failure or insufficiency, may influence procalcitonin 
values and should be considered as potentially confounding clinical factors when interpreting PCT values. 
Increased PCT levels may be observed in severe illness such as polytrauma, burns, major surgery, prolonged 
or cardiogenic shock. PCT levels may not be elevated in patients infected by certain atypical pathogens, such 
as Chlamydia pneumoniae and Mycoplasma pneumoniae. The safety and performance of PCT-guided therapy 
for individuals younger than age 17 years, pregnant women, immunocompromised individuals or those on 
immunomodulatory agents, was not formally analyzed in the supportive clinical trials.

     For diagnostic purposes, the results should always be assessed in conjunction with the patient’s medical his-
tory, clinical examination and other findings.

     Increased PCT levels may not always be related to systemic infection.4,15-17 These include, but are not limited 
to:

     • Patients experiencing major trauma and/or recent surgical procedure including extracorporeal circulation or 
burns;

     • Patients undergoing treatment with OKT3 antibodies, OK-432, interleukins, TNF-alpha and other drugs that 
stimulate the release of pro-inflammatory cytokines or result in anaphylaxis;

     • Patients diagnosed with active medullary C-cell carcinoma, small cell lung carcinoma, or bronchial carcinoid;
     • Patients with acute or chronic viral hepatitis and/or decompensated severe liver cirrhosis (Child-Pugh Class 

C);
     • Patients with prolonged or severe cardiogenic shock, prolonged severe organ perfusion anomalies, or after 

resuscitation from cardiac arrest;
     • Patients receiving peritoneal dialysis or hemodialysis treatment;
     • Patients with biliary pancreatitis, chemical pneumonitis or heat stroke;
     • Patients with invasive fungal infections (e.g., candidias aspergillosis) or acute attacks of plasmodium falci-

parum malaria;
     • Neonates during the first 2 days of life.

Note:   Please consult the online Directory of Services and Interpretive Guide at https://www.labcorp.com/tests for the most current test information.
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Test Name Test No. Field/Change  (Only fields that change are included here.)
Procalcitonin (continued) 164750 Additional Information  PCT is the prohormone of the hormone calcitonin, but PCT and calcitonin are distinct 

proteins. Calcitonin is exclusively produced by C-cells of the thyroid gland in response to hormonal stimuli, 
whereas PCT can be produced by several cell types and many organs in response to proinflammatory stimuli, in 
particular by bacterial products.1

     In healthy people, plasma PCT concentrations are found to be below 0.1 μg/L.2 Depending on the clinical 
background, a PCT concentration above 0.1 μg/L can indicate clinically relevant bacterial infection, requir-
ing antibiotic treatment.3 PCT levels rise rapidly (within 6 to 12 hours) after a bacterial infectious insult with 
systemic consequences. The magnitude of the increase in PCT concentration correlates with the severity of the 
bacterial infection.4 At a PCT concentration >0.5 μg/L, a patient should be considered at risk of developing se-
vere sepsis or septic shock.5,6 On the other hand, the relief of the septic infection is accompanied by a decrease 
in the PCT concentration which returns to normal with a half-life of 24 hours,7,8 (ie, the continuous decline 
of PCT is indicative of effective source control measures and has been implicated in the safe deëscalation of 
antibiotic therapy).9,10

     Data support the following interpretative risk assessment criteria11,12,13:
        PCT > 2 ng/mL: A PCT level above 2.0 ng/mL on the first day of ICU admission is associated with a high risk 

for progression to severe sepsis and/or septic shock.
        PCT < 0.5 ng/mL: A PCT level below 0.5 ng/mL on the first day of ICU admission is associated with a low risk 

for progression to severe sepsis and/or septic shock.
        Note: Concentrations < 0.5 ng/mL do not exclude an infection, on account of localized infections (without 

systemic signs) which can be associated with such low concentrations, or a systemic infection in its initial 
stages (< 6 hours).

     Furthermore, increased procalcitonin can occur without infection. PCT concentrations between 0.5 and 2.0 
ng/mL should be interpreted taking into account the patient’s history. It is recommended to retest PCT within 
6-24 hours if any concentrations < 2 ng/mL are obtained.

     The change of PCT concentration over time (Delta PCT) provides prognostic information about the risk of 
mortality14 within 28 days for patients diagnosed with severe sepsis or septic shock coming from the emer-
gency department, ICU, other medical wards, or directly from outside the hospital. Data support the use of 
PCT determinations from the day severe sepsis or septic shock is first diagnosed (Day 0) or the day thereafter 
(Day 1) and the fourth day after diagnosis (Day 4) for the classification of patients into higher and lower risk 
for mortality within 28 days. The Delta PCT is calculated in the manufacturer’s package insert for the Elecsys 
BRAHMS PCT11 as:

     The change in PCT (Day 0 value minus Day 4 value) divided by the Day 0 value, all multiplied by 100%.
     This calculated result is interpreted as follows:
        Delta PCT ≤ 80 %: A decrease of PCT levels below or equal to 80 % defines a positive ΔPCT test result repre-

senting a higher risk for 28-day all-cause mortality of patients diagnosed with severe sepsis or septic shock.
        Delta PCT > 80 %: A decrease of PCT levels of more than 80 % defines a negative ΔPCT result representing a 

lower risk for 28-day, all-cause mortality of patients diagnosed with severe sepsis or septic shock.
     Notes:
        • If Day 0 result is not available, Day 1 result may be used.
        • If more than one PCT value is available on Day 0 (or Day 1), enter the highest value.
        • If more than one PCT value is available on Day 4, enter the most recent value.
Footnotes  (added)
     12. Muller B, Becker KL, Schachinger H, et al. Calcitonin precursors are reliable markers of sepsis in a medical 

intensive care unit. Crit Care Med. 2000 Apr;28(4):977-983. PubMed 10809269
     13. Harbarth S, Holeckova K, Froidevaux C, et al. Diagnostic value of procalcitonin, interleukin-6, and interleu-

kin-8 in critically ill patients admitted with suspected sepsis. Am J Respir Crit Care Med. 2001 Aug 1;164(3):396-
402. PubMed 11500339

     14. Schuetz P, Maurer P, Punjabi V, Desai A, Amin DN. Gluck E. Procalcitonin decrease over 72 hours in US criti-
cal care units predicts fatal outcome in sepsis patients. Crit Care. 2013 Jun 20;17(3):R115. PubMed 23787145

     15. Meisner M, Tschaikowsky K, Hutzler A, Schick C, Schuttler J. Postoperative plasma concentrations of procal-
citonin after different types of surgery. Intensive Care Med. 1998 Jul;24(7):680-684. PubMed 9722037

     16. Chiesa C, Panero A, Rossi N, et al. Reliability of procalcitonin concentrations for the diagnosis of sepsis in 
critically ill neonates. Clin Infect Dis. 1998 Mar;26(3):664-672. PubMed 9524841

     17. Reith HB, Mittelkotter U, Debus ES, Kussner C, Thiede A. Procalcitonin in early detection of postoperative 
complications. Dig Surg. 1998;15(3):260-265. PubMed 9845596

QuantiFERON®-TB Gold Plus 182879 Synonyms  (added) QFT-Plus

QuantiFERON®-TB Gold Plus (Client Incubated) 182893

Rituximab and Anti-Rituximab Antibody, 
DoseASSURE™ RTX

504355 Name  Changed from “Rituximab and Anti-Rituximab Antibody”

Serotonin, Whole Blood 120089 Collection  Sample collection practices that prevent blood clotting and oxidation of serotonin are imperative. 
Collect three tubes (4 mL each) whole blood. Invert tubes at least ten times to ensure thorough distribution of 
EDTA. Immediately transfer 10 mL whole blood to transport tube containing 75 mg ascorbic acid. Thoroughly 
mix by inverting whole blood/ascorbic acid mixture another ten times. Freeze transport tube and send entire 
collection to the laboratory. To avoid delays in turnaround time when requesting multiple tests on frozen 
samples, please submit separate frozen specimens for each test requested.

Ustekinumab and Anti-Ustekinumab Antibody, 
DoseASSURE™ UST 

504594 Name  Changed from “Ustekinumab and Anti-Ustekinumab Antibody”

Vanillylmandelic Acid (VMA), 24-Hour Urine 004143 Container  Plastic urine container, no preservative (preferred), or acidic preservative

Vedolizumab and Anti-Vedolizumab Antibody, 
DoseASSURE™ VDZ 

504567 Name  Changed from “Vedolizumab and Anti-Vedolizumab Antibody”

Note:   Please consult the online Directory of Services and Interpretive Guide at https://www.labcorp.com/tests for the most current test information.
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LOINC® Map.  The Logical Observation Identifiers Names and Codes (LOINC®) corresponding to the individual LabCorp published assays is updated on a regular basis at www.labcorp.com.  

The CPT codes listed are in accordance with the current edition of Current Procedural Terminology, a publication of the American Medical Association.  CPT codes are provided for the 
convenience of our clients; however, correct coding often varies from one carrier to another.  Consequently, the codes presented here are intended as general guidelines and should not 
be used without confirming with the applicable payer that their use is appropriate in each case.

Test Name Test No. CPT(s)

Inheritest® Carrier Screen, Ashkenazi Jewish Panel (48 Genes) 451920 81243; 81257; 81329; 81412

Inheritest® Carrier Screen, Society-guided Panel (14 Genes) 451960
81200; 81209; 81220; 81242; 81243; 81251; 81255; 81257; 81260; 81290; 81329; 

81330; 81361

Methotrexate (MTX), Serum or Plasma 007658 80299

CPT Code Updates

Deleted Procedures
Deleted Tests Test No. LabCorp Offers Test No.

α-Galactosidase A Deficiency, Leukocytes 402388 Fabry Enzyme Analysis 452400


