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Abstract

Gastrointestinal bleedings are relevant side effects in patients during anticoagulant therapy for atrial
fibrillation. Direct oral anticoagulants (DOACS) are less correlated with major bleeding events than
vitamin K antagonists (VKAs), but concerns are present about the relative risk of gastrointestinal
bleeding. Here we report the case of a patient with atrial fibrillation and dementia on DOAC
treatment who developed a SSRI-associated thrombocytopenia with subsequent life-threatening
bleeding. Physicians should be aware of the possible correlation between SSRI-induced
thrombocytopenia and concomitant use of anticoagulant and/or antiplatelet drugs, thus preventing

life-threatening bleedings.

Highlights

e Selective serotonin reuptake inhibitors (SSRIs) can interfere with platelet adhesion by
approximately 50% or more at the highest concentration.

e SSRIs, in particular escitalopram, can induce and/or worsen thrombocytopenia as a major
side effect, thus leading to an increased bleeding risk.

e SSRI prescription during hospitalization for an acute coronary syndrome is related to lower
incidence of recurrent ischemia, heart failure or cardiac enzyme elevation.

e Physicians should be aware of the possible correlation between SSRI-linked
thrombocytopenia and use of anticoagulant and/or antiplatelet drugs, thus preventing life-

threatening bleedings.

Introduction

Some data in literature reported that the use of selective serotonin reuptake inhibitors (SSRIs) can

be related to an increase risk of bleeding.!? Bleedings correlated with SSRI use have been showed
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to occur mostly in the upper gastrointestinal tract and then intracranially.® Patients taking those
drugs suffering from depression often display comorbidities needing the use of antithrombotic
drugs. Indeed, patients affected by atrial fibrillation (AF) display a higher incidence of affective
disorders, and antidepressant use are correlated with a 34% and 36% higher risk of AF.*> Here we
report the case of a life-threatening gastrointestinal bleeding linked to escitalopram therapy in the

setting of direct oral anticoagulant (DOAC) ongoing treatment.

Case Report

A 84-year-old Caucasian man was referred to our ward for melena, loss of fluids and worsening of
general conditions. His past medical history was characterized by severe cognitive impairment due
to Alzheimer’s disease, permanent atrial fibrillation on DOAC therapy and benign prostatic
hypertrophy. The patient was taking home therapy with escitalopram, apixaban 5 mg 1 tablet twice
a day and alfuzosin. Peripheral heart rate was 82 beats per minute (bpm), while central heart rate
was 76 bpm and blood pressure 110/70 mmHg. His electrocardiogram showed atrial fibrillation, left

axis deviation, intraventricular block and abnormalities of QRS profile.

On physical examination, patient was stuporous with no neurologic deficits. Skin and mucous were
dry and dehydrated. Vesicular murmur was diffusely reduced. Heart rate was arrhythmic. No
peripheral edema was present. Abdomen examination was normal, apparently painless. At digital

rectal examination there were soft stool black in color.

Abdomen x-ray did not show intestinal perforation signs. No inflammatory parenchymal and
pleural alterations were present on chest x-ray. Brain computed tomography demonstrated no

bleeding lesions or edema, and no indirect signs of intra-cranial expansive lesions.

Anemia and thrombocytopenia (haemoglobin: 8,7 g/dL; platelet count: 66 x 103/mmc, Table 1)
were evident on blood exams. Reticulocyte absolute count (reticulocytes %: 2.62) and reticulocyte
index (2.56) were required to ascertain the cause of anemia and thrombocytopenia; the results did
not support a possible hyporegenerative medullar disease. During hospitalization no platelet
aggregation tests were performed due to their unavailability. All the remaining causes of
thrombocytopenia, including those related to drugs, were considered. By reconsidering patient
medical history, escitalopram treatment had been introduced for about a month, due to a form of
depression linked to dementia. Some previous reports demonstrated SSRIs to be correlated with

thrombocytopenia, as a side effect. Subsequently, escitalopram was withdrawn with a progressive
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increase of platelet count, and the concurrent resolution of the gastrointestinal (GI) bleeding. Once
the blood pressure was restored to normal level, a gastroscopy was performed showing a diffuse

inflammation of the gastric mucosa and hemorrhagic suffusions.

The patient was discharged on the sixth day in good clinical conditions. The same home therapy
was reintroduced, but with a halved dosage of apixaban and a standard dose of proton-pump

inhibitor.

No antidepressant drugs were prescribed at discharge. Therefore, a clinical and laboratory follow-up

was set up for the prescription of DOAC for atrial fibrillation.

Informed consent was obtained from the patient regarding the reporting and publication of this case

report.

Discussion and Review of literature
SSRIs effects on platelet aggregation and platelet count

SSRIs (e.g. citalopram and sertraline) do not significantly change plasma coagulation but can
interfere with platelet adhesion by approximately 50% or more at the highest concentration.® SSRIs,
in particular escitalopram, can induce and/or worsen thrombocytopenia as a major side effect’ and

are associated with bleeding risk.>®

In the work of Ataoglu ef al., patients with depression on escitalopram treatment exhibited
significant reduction in mean platelet volume (MPV) and a significant decline in platelet count.’
Moreover, a subsequent study enrolling 131 patients with depression showed a decrease in platelet
count on escitalopram, while other antidepressants such as venlafaxine and bupropion did not exert
the same effect.!® A work by Lopez-Vilchez demonstrated that escitalopram can inhibit platelet
response to thrombin, measured as platelet aggregation and expression of activation markers CD62-
P and CD63 from platelet granules, and interfer with signalling pathways mediated by thrombin
(RhoA, PKC, Erk1/2 and PI3K/AKT). Escitalopram can dysregulate the polymerization of the actin
cytoskeleton and association of contractile proteins during activation with thrombin. Resting

platelets incubated with escitalopram became most spherical.!!

Moreover, an in vitro study showed how medium or high amount of escitalopram can significantly

inhibit platelet aggregation induced by ADP and by collagen, together with a reduced expression of



glycoprotein (GP)mw, lysosome-associated membrane glycoprotein 3 (LAMP-3) and GP37 on

platelet surface.!?!

Some SSRIs (e.g., fluoxetine, paroxetine or citalopram) may decrease the secondary phase of
aggregation in response to ADP, and significantly lower adenosine triphosphate!® and serotonin
release in normal platelet rich plasma.!*!* SSRIs can block serotonin release from dense granule

during platelet aggregation.!”

Tseng et al. demonstrated that SSRIs can decrease the amplification of platelet aggregation
secondary to the activation of purinergic receptor P2Y 12, thus reducing the activation of the

downstream molecules of the ADP signaling pathways.!3

Differences between citalopram and other SSRI

Citalopram displays a greater effect to inhibit platelet adhesion to both collagen and fibrinogen
surfaces than sertraline.® Moreover, citalopram, but not paroxetine, may significantly decrease P-
selectin expression on platelets after ADP activation, thrombin receptor-activating peptides (TRAP)
and cross-linked collagen-related peptide (CRP-XL).!® A recent in vitro study demonstrated two
distinct inhibitory mechanisms on platelet for citalopram: i) inhibition of CalDAG-GEFI/Rapl
signalling, and ii) competitive antagonism of glycoprotein VI (GPVI) in platelets.!” Citalopram-
related inhibition of GPVI-mediated platelet aggregation was instantaneous, reversible and
displayed competitive characteristics, thus showing that those effects were not induced by GPVI

decrease in surface expression, but by competitive binding.!

SSRIs-induced bleeding risk in patients undergoing anticoagulant therapy

As mentioned earlier in the background, SSRI treatment is related to a higher risk of upper GI
bleeding, probably due to SSRI-induced increase in gastric acid secretion.?*2! SSRI-associated
gastrointestinal bleeding incidence can be also increased by the concurrent use of nonsteroidal anti-
inflammatory drug (NSAID)s, anticoagulants and antiplatelet agents.?>?? In our case, patient was on
treatment with DOAC for a permanent AF, and the association between escitalopram-induced

thrombocytopenia and anticoagulation may have exacerbated the gastrointestinal bleeding.

Moreover, DOACs are known to increase the potential risk for upper GI tract bleeding.??



In the work of Wallerstedt et al, the addition of SSRI to warfarin-treated patients was correlated
with an increased risk of clinically relevant bleeding.?* These findings have been reinforced by a
recent work by Quinn et al analyzing a cohort of 9,186 patients adults with atrial fibrillation.?> SSRI
utilization was related to higher incidence of bleedings in comparison with no antidepressants, and

bleeding was more detected during periods of SSRI exposure than no antidepressants ones.?’

A recent work by Bakker et al reinforced the concept that SSRIs are related to an increased risk of
high INR and major bleeding in patients taking vitamin K antagonist therapy.>?® Indeed, SSRI
therapy versus non-use was related to a 2.41-fold (95% CI: 2.01-2.89) increased risk for a high INR,
which was 3.14-fold (95% CI: 1.33-7.43) among CYP2C9-inhibiting SSRI users.? The adjusted HR
of major bleeding was 1.22 (95% CI: 0.99-1.50) in all SSRI users and 1.31 (95% CI: 0.62-2.72) in
CYP2C9-inhibiting SSRI users compared with non-users.? Therefore, SSRIs can increase the risk of
major bleeding in patients on VKA therapy not only by decreasing platelet function but decreasing

VKA metabolism through cytochrome CYP2C9 inhibition.

Some guidelines recommended to avoid SSRIs in DOAC users.?’-? However, a work by Bezabhe et
al. analyzing data during 2018 demonstrated that SSRIs were co-prescribed with DOACs in 14.8%
of users.?” High rate of concomitant SSRIs and DOAC prescribing (22.9%) was also reported in an
Australian study of elderly hospitalized patients.’* A recent study by Zhang et al., involving almost
24,000 new users of DOACs in the UK Clinical Practice Research Datalink, found a significant
increase in the risk of major bleeding in patients co-prescribed an SSRI/SNRI (OR 1.68 95% CI,
1.10-2.59).3!

A sub-analysis of the ROCKET AF trial was performed on 737 patients taking SSRIs.3? Authors
found no significant increase in bleeding risk when SSRI s were combined with anticoagulant

therapy, although there was a suggestion of increased bleeding risk with SSRI s added to warfarin
than rivaroxaban (HR 1.58 vs 1.13).%

Furthermore, SSRIs are more related to non-ulcer gastrointestinal bleeding after adjusting for age,
gender and co-morbidity in comparison with aspirin.>* The prescription of concurrent proton pump
inhibitors therapy can be beneficial. Bleedings have been less commonly reported at other sites,
especially those associated with surgical procedures.?’ A more recent work performed on 98863
patients with AF, demonstrated an increased risk of intracerebral hemorrhage (ICH) was associated
with the combinations of DOACs with SSRIs (RR: 1.38, 95% CI: 1.08-1.76). In subgroup analyses
stratified by individual DOACs, SSRIs increased the risk of ICH in the dabigatran-treated patients
(RR: 1.55, 95% CI: 1.04-2.33).



In our clinical case, time latency from SSRIs starting and bleeding event could confirm the possible

association with SSRI and the involved mechanism related to impairment of platelet adhesion.

The 'beneficial’ effect of SSRIs on cardiovascular disease

An increasing body of evidence is available about SSRIs and their possible protective effects
against cardiovascular and ischemic heart disease events. SSRI effects on platelet reactivity,
endothelial reactivity, and inflammatory molecules can be responsible for the beneficial effect on

ischemic heart disease.*>7

A recent systematic review performed onl148 patients showed that SSRIs were related to a
significantly lower risk of myocardial infarction in patients with CAD and depression (RR 0.54,
95% CI10.34-0.86), and in post-ACS patients with depression (RR 0.56, 95% CI 0.35-0.90).
Authors found no statistically significant difference in all-cause mortality, cardiovascular mortality,

hospitalizations, angina, congestive heart failure, or stroke incidence.®

lasella et al performed a retrospective study with co-primary endpoints of bleeding and MACE in
patients treated with clopidogrel-based DAPT within 1 year of percutaneous coronary intervention
(PCI). SSRI patients had lower MACE risk than mirtazapine patients (HR 0.61, 95% CI 0.38-0.97,
p = 0.036) but higher MACE risk than patients on neither agent (HR 1.21, 95% CI 1.02-1.43, p =
0.030) in adjusted analyses. No significant differences were associated with bleeding risk (SSRI vs.

neither adjusted HR 1.07, 95% CI 0.93-1.24, p = 0.36).%°

Moreover, previous data demonstrated that sertraline can decrease inflammatory molecules, such as
C-reactive protein and interleukin-6 (IL-6), after a 20-week administration, thus improving

endothelium-mediated dilation.*°

Otherwise, other published works found no clear data in favor of the use of SSRIs in terms of
cardiovascular risk reduction.**> A work by Almuwaqqat et al on 2027 participants treated with
antidepressants at some time between 1987 and 2013. CVD risk was similar for SSRI s and non-
SSRI antidepressant users (hazard ratio, 1.10; 95% CI, 0.86-1.41 for AF; hazard ratio, 0.98; 95%
CI, 0.77-1.25 for heart failure; hazard ratio, 0.91; 95% CI, 0.64-1.29 for myocardial infarction; and
hazard ratio, 1.07; 95% CI , 0.70-1.63 for ischemic stroke).*!

Conclusions



Since the absolute risk of GI bleedings due to SSRIs is low, precautions are needed in high-risk
subjects only, like those referring peptic acid disease and previous events of bleeding.?’ Further
studies are needed to ascertain the possible antiplatelet effect of escitalopram in people affected by
ischemic cardiac diseases. Risk assessment by platelet function/aggregation tests in patients taking
SSRIs could direct a tailored therapy. Proton-pump inhibitor should be recommended in patients

taking SSRIs and concomitant anticoagulant therapy.

SSRI prescription during hospitalization for an acute coronary syndrome is related to lower
incidence of recurrent ischemia, heart failure or cardiac enzyme elevation at the expense of higher
bleeding rates in patients taking high dose antiplatelet therapy and heparin. Physicians should be
aware of the possible correlation between SSRI-linked thrombocytopenia and use of anticoagulant

and/or antiplatelet drugs, thus preventing life-threatening bleedings.

References

1. Alam SM, Qasswal M, Ahsan MJ, et al. Selective serotonin reuptake inhibitors increase
risk of upper gastrointestinal bleeding when used with NSAIDs: a systemic review and

meta-analysis. Sci Rep 2022;12:14452.

2. Bakker S, Burggraaf JLI, Kruip M, et al. Selective Serotonin Reuptake Inhibitor Use and
Risk of Major Bleeding during Treatment with Vitamin K Antagonists: Results of A
Cohort Study. Thromb Haemost 2023;123:245-254.

3. Edinoff AN, Raveendran K, Colon MA, et al. Selective Serotonin Reuptake Inhibitors
and Associated Bleeding Risks: A Narrative and Clinical Review. Health Psychol Res
2022;10:39580.

4. Garg PK, O'Neal WT, Diez-Roux AV, et al. Negative Affect and Risk of Atrial
Fibrillation: MESA. J Am Heart Assoc 2019;8:¢010603.

5. FuY, Feng S, Xu Y, et al. Association of Depression, Antidepressants With Atrial
Fibrillation Risk: A Systemic Review and Meta-Analysis. Front Cardiovasc Med
2022;9:897622.



10.

11.

12.

13.

14.

15.

Hallbick I, Hagg S, Eriksson AC, Whiss PA. In vitro effects of serotonin and
noradrenaline reuptake inhibitors on human platelet adhesion and coagulation.

Pharmacol Rep 2012;64:979-83.

Andersohn F, Konzen C, Bronder E, et al. Citalopram-induced bleeding due to severe

thrombocytopenia. Psychosomatics 2009;50:297-298.

McFarland D, Merchant D, Khandai A, et al. Selective Serotonin Reuptake Inhibitor
(SSRI) Bleeding Risk: Considerations for the Consult-Liaison Psychiatrist. Curr
Psychiatry Rep 2023;25:113-124.

Ataoglu A, Canan F. Mean platelet volume in patients with major depression: effect of

escitalopram treatment. J Clin Psychopharmacol 2009;29:368-71.

Song HR, Jung YE, Wang HR, et al. Platelet count alterations associated with
escitalopram, venlafaxine and bupropion in depressive patients. Psychiatry Clin Neurosci

2012;66:457-59.

Lopez-Vilchez 1, Jerez-Dolz D, Diaz-Ricart M, et al. Escitalopram Impairs Thrombin-
Induced Platelet Response, Cytoskeletal Assembly and Activation of Associated
Signalling Pathways. Thromb Haemost 2017;117:2312-2321.

Atar D, Malinin A, Pokov A, et al. Antiplatelet properties of escitalopram in patients
with the metabolic syndrome: a dose-ranging in vitro study. Neuropsychopharmacology

2007;32:2369-2374.

Tseng YL, Chiang ML, Lane HY, et al. Selective serotonin reuptake inhibitors reduce
P2Y12 receptor-mediated amplification of platelet aggregation. Thrombosis Res
2013;131:325-332.

Canan F, Ataoglu A. The effect of escitalopram on platelet activity. Thrombosis Res
2011;127:57.

Hirsh-Rokach B, Spectre G, Shai E, et al. Differential impact of selective serotonin
reuptake inhibitors on platelet response to clopidogrel: a randomized, double-blind,

crossover trial. Pharmacotherapy 2015;35:140-147.

10



16.

17.

18.

19.

20.

21.

22.

23.

24.

25.

26.

Narayana PV, Satpathy PK, Gowda SB, Addepalli S. Budd-Chiari Syndrome as an
Initial Presentation of Antiphospholipid Syndrome in a Male. J Clin Diagnostic Res
2022;16:0D10-OD12.

Maurer-Spurej E, Pittendreigh C, Solomons K. The influence of selective serotonin

reuptake inhibitors on human platelet serotonin. Thrombosis Haemost 2004;91:119-128.

Van Holten TC, Roest M, Riphagen J, et al. Citalopram is a more potent platelet function
inhibitor than paroxetine in a case-control study. J Thromb Haemostasis 2012;10:1177-

1179.

Roweth HG, Cook AA, Moroi M, et al. Two novel, putative mechanisms of action for

citalopram-induced platelet inhibition. Sci Rep 2018;8:16677.

Andrade C, Sandarsh S, Chethan KB, Nagesh KS. Serotonin reuptake inhibitor
antidepressants and abnormal bleeding: a review for clinicians and a reconsideration of

mechanisms. J Clin Psychiat 2010;71:1565-1575.

Opatrny L, Delaney JA, Suissa S. Gastro-intestinal haemorrhage risks of selective

serotonin receptor antagonist therapy: a new look. Br J Clin Pharmacol 2008;66:76-81.

Haghbin H, Zakirkhodjaev N, Husain FF, et al. Risk of Gastrointestinal Bleeding with
Concurrent Use of NSAID and SSRI: A Systematic Review and Network Meta-
Analysis. Dig Dis Sci 2023;68:1975-1982.

Lee MT, Park KY, Kim MS, et al. Concomitant Use of NSAIDs or SSRIs with NOACs
Requires Monitoring for Bleeding. Yonsei Med J 2020;61:741-749.

Wallerstedt SM, Gleerup H, Sundstrom A, et al. Risk of clinically relevant bleeding in
warfarin-treated patients--influence of SSRI treatment. Pharmacoepidemiol Drug Safety

2009;18:412-416.

Quinn GR, Singer DE, Chang Y, et al. Effect of selective serotonin reuptake inhibitors
on bleeding risk in patients with atrial fibrillation taking warfarin. Am J Cardiol

2014;114:583-586.

Hrstic I, Kalauz M, Cukovic-Cavka S, et al. Treatment of extensive subacute portal,
mesenteric and ileocolic vein thrombosis with recombinant tissue plasminogen activator.

Blood Coagul Fibrinolysis 2007;18:581-583.

11



27.

28.

29.

30.

31.

32.

33.

34.

35.

36.

Steffel J, Verhamme P, Potpara TS, Albaladejo P, Antz M, Desteghe L, Haeusler KG,
Oldgren J, Reinecke H, Roldan-Schilling V et al: [The 2018 European Heart Rhythm
Association Practical Guide on the use of non-vitamin K antagonist oral anticoagulants

in patients with atrial fibrillation: executive summary]. Kardiol Pol 2018;76:1283-1298.

Brieger D, Amerena J, Attia J, et al. National Heart Foundation of Australia and the
Cardiac Society of Australia and New Zealand: Australian Clinical Guidelines for the
Diagnosis and Management of Atrial Fibrillation 2018. Heart Lung Circ 2018;27:1209-
1266.

Bezabhe WM, Bereznicki LR, Radford J, et al. Five-Year Trends in Potential Drug
Interactions with Direct-Acting Oral Anticoagulants in Patients with Atrial Fibrillation:

An Australian-Wide Study. J Clin Med 2020;9.

Forbes HL, Polasek TM. Potential drug-drug interactions with direct oral anticoagulants

in elderly hospitalized patients. Ther Adv Drug Saf 2017;8:319-328.

Zhang Y, Souverein PC, Gardarsdottir H, et al. Risk of major bleeding among users of
direct oral anticoagulants combined with interacting drugs: A population-based nested

case-control study. Br J Clin Pharmacol 2020;86:1150-1164.

Quinn GR, Hellkamp AS, Hankey GJ, et al. Selective Serotonin Reuptake Inhibitors and
Bleeding Risk in Anticoagulated Patients With Atrial Fibrillation: An Analysis From the
ROCKET AF Trial. ] Am Heart Assoc 2018;7:¢008755.

Ahsberg K, Hoglund P, Kim WH, von Holstein CS. Impact of aspirin, NSAIDs,
warfarin, corticosteroids and SSRIs on the site and outcome of non-variceal upper and

lower gastrointestinal bleeding. Scand J Gastroenterol 2010;45:1404-1415.

Wang Y, Zhang H, Chai F, et al. The effects of escitalopram on myocardial apoptosis
and the expression of Bax and Bcl-2 during myocardial ischemia/reperfusion in a model

of rats with depression. BMC Psychiatry 2014;14:349.

Jiang W, Velazquez EJ, Kuchibhatla M, et al. Effect of escitalopram on mental stress-
induced myocardial ischemia: results of the REMIT trial. JAMA 2013;309:2139-2149.

Ziegelstein RC, Meuchel J, Kim TJ, et al. Selective serotonin reuptake inhibitor use by

patients with acute coronary syndromes. Am J Med 2007;120:525-530.

12



37.

38.

39.

40.

41.

42.

43.

Mathews MJ, Mathews EH, Liebenberg L. The mechanisms by which antidepressants
may reduce coronary heart disease risk. BMC Cardiovasc Dis 2015;15:82.

Fernandes N, Prada L, Rosa MM, et al. The impact of SSRIs on mortality and
cardiovascular events in patients with coronary artery disease and depression: systematic

review and meta-analysis. Clin Res Cardiol 2021;110:183-193.

lasella CJ, Kreider MS, Huang L, et al. Effect of Selective Serotonin Reuptake Inhibitors
on Cardiovascular Outcomes After Percutaneous Coronary Intervention: A Retrospective

Cohort Study. Clin Drug Investig 2019;39:543-551.

Pizzi C, Mancini S, Angeloni L, et al. Effects of selective serotonin reuptake inhibitor
therapy on endothelial function and inflammatory markers in patients with coronary

heart disease. Clin Pharmacol Ther 2009;86:527-532.

Almuwaqqat Z, Jokhadar M, Norby FL, et al. Association of Antidepressant Medication
Type With the Incidence of Cardiovascular Disease in the ARIC Study. J] Am Heart
Assoc 2019;8:¢012503.

Kim JH, Song YK, Jang HY, et al. Major Adverse Cardiovascular Events in
Antidepressant Users Within Patients With Ischemic Heart Diseases: A Nationwide
Cohort Study. J Clin Psychopharmacol 2020;40:475-481.

Park K, Kim S, Ko Y]J, Park BJ. Comparison of risk of cardiovascular disease related
adverse events between selective serotonin reuptake inhibitor users and serotonin
norepinephrine reuptake inhibitor users in Korean adult patients with depression:

retrospective cohort study. Psychiatry Res 2021;298:113744.

13



Table 1. Blood tests of the patient on admission and discharge.

Laboratory test | MU Normal Admission Discharge
reference
values
Folic acid ng/mL 3-17 2.8
B12 Vitamin pg/mL 200 - 950 1886.0
Ferritin ng/mL 15 -300 486.8
ESR mm/h 0-19 40 38
Bilirubin total mg/dL 0-1.2 0.9 0.8
INR - 09-1.2 1.8 1.29
aPTT sec 28 -40 111 108
CRP mg/dL 0,5-1 2.98 1.03
RBC X 10%/mmc 47-6.1 (M) |3.03 2.99
4.2 -54(F)
HGB g/dL 14.0-17.5 8.7 8.8
M) 123 -
15.3 (F)
HCT % 40 - 54 43.9 39.8
MCV fL 78 —98 85.5 87.6
MCH pg 26.0 -34.0 28.7 29.4
MCHC g/dL 30.0-36.0 33.6 33.6
WBC X 10°/uL 4.5-10.0 5.50 5.43
PLT X 103/mmc 150 —400 66 144
Basophils X103/uL 0.00-0.27 0.01 0.03
Neutrophils X103/uL 1.35-8.10 4.06 4.10
Lymphocytes X103/uL 1.57-7.43 0.88 0.99
Monocytes X103/uL 0.05—1.62 0.43 0.67
Eosinophils X103/uL 0.05-1.21 0.11 0.02
Reticulocytes % 0.5-25 2.62 2.59
Fibrinogen mg/dL 150 — 400 310 410
Creatinin mg/dL 0.50—-1.40 0.8 0.8
Aptoglobin mg/dL 30-200 47
LDH U/L 80— 300 711
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TSH Ul/mL 0.35-4.50 242

Abbreviations: ESR, erythrocyte sedimentation rate; INR, International Normalized Ratio; aPTT,
activated partial thromboplastin time; CRP, C reactive protein; RBC, red blood cells; HGB,
haemoglobin; HCT, hematocrit; MCV, mean corpuscular volume; MCH, mean corpuscolar
hemoglobin; MCHC, mean corpuscular hemoglobin concentration; WBC, white blood cells; PLT,
platelets; LDH, lactate dehydrogenase; TSH, thyroid-stimulating hormone.
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