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CASE 1

Å67 yearsold, male, farmer,

ÅComplaints: Dyspnea, Choughςfor oneyearτ

ÅAnamnesis: No historyof chronicdiseases

Smoking: 50 p/years

ÅTwo monthsago, he had involuntarymovementsin his right armanda 
biopsywastakenwith the preliminarydiagnosisof an intracranialmass. 

ÅMedicationused: Levetiracetam, dexamethasone(takingit for 2 months)



ÅPhysicalExamination:

ÅHis general condition is fair-good, cooperative, oriented.

ÅSPO2: 93 (room air) Pulse: 73 min

ÅNo significant pathology was observed in the respiratory system

and cardiovascular system examination. 

ÅIt was learned that the patient took oral antibiotics as there was

a cavity in the recent chest imaging.



Laboratory:

WBC: 12990 κҡ[
NeutrophilΥ тпул κҡ[
LymphcyteΥ псмл κҡ[
PlateletΥ нлсΦллл κҡ[

Hgb: 13.6 g/dL
BUN / Kreatinin: 21 / 0.96 mg/dL

GFR: 82
Na / K: 141 / 4.34 mmol/L
Ca / P: 9.95 / 2.56 mg/ dL

AST / ALT: 15 / 25 u/L
T. Protein / albumin: 6.5/3.6 g/dL

CRP: 19.27 mg/L
Procalcitonin: 0.04 ng /mL
Sedimentation: 53 mm/s







Å He was admitted to the Pulmonology Clinic with a 

preliminary diagnosis of Necrotizing Pneumonia? Lung 

Abscess? Malignancy?

ÅBronchoscopy was planned for the patient who could not 

expectorate sputum.



ÅD-dimer: ууфл ҡƎκ[

ÅTroponin: 19.6 ng/ L

ÅPro BNP: 270 pg/ mL

ÅPulmonary CT angiography was performed with suspicion of PTE.





Pulmonary Infarction in PTE
ÅOcclusion of the distal pulmonary arteries causes 

ischemia, hemorrhage and eventually necrosis in the lung 

parenchyma. 

ÅIt is most commonly caused by acute pulmonary 

embolism and its incidence has been reported to be 

approximately 30%.

Å Following pulmonary artery occlusion, the bronchial 

arteries become the primary source of perfusion of the 

pulmonary capillaries. 

ÅRelatively higher blood pressure in the bronchial 

circulation causes an increase in capillary blood flow, 

leading to extravasation of erythrocytes (alveolar 

hemorrhage). If this bleeding is not resorbed, it will 

result in tissue infarction and necrosis.



D dimer
Age X10 = Upper limit



According to YEARS criteria 

1- Presence of DVT findings 

2- Hemoptysis 

3- Pulmonary embolism is the most likely diagnosis

None of the YEARS criteria + D DIMER <1000, or

If there is one or more of YEARS + D DIMER<500, embolism is excluded





sPESI = 1





ÅBilateral lower  extremity  venous  Doppler USG : The right popliteal vein, 

the left main and superficial femoral vein, and the left popliteal vein appear 

to be completely thrombosed.

ÅThe patient was started on Enoxaparin 2x 0.6 IU.

We planned rebiopsy





ESC/ERS 2019

J Blood Med. 2024; 15: 171ς189.



In the treatment of cancer-related VTE;

ÅIndividualized treatment (drug interaction, risk of bleeding)

ÅMonotherapy (rather than combined antithrombotics)

ÅTreatment for 3-6 months, but continuing treatment as long as 

there is active cancer



In the treatment of cancer-related VTE;

ÅConditions  with  a high  risk of bleeding ;

ÅGI or GU cancers

ÅBrain cancer

ÅRecent surgery or life-threatening bleeding

ÅConcomitant cancer therapy associated with increased risk of bleeding (e.g., 
bevacizumab, agents that induce GI mucosal toxicity)

ÅSevere thrombocytopenia (<50,000)

ÅKidney or liver failure

ÅConcomitant antiplatelet therapy



After 3 months of anticoagulant (LMWH) treatment 



Should imaging methods (such as CT angiography or V/P 
scintigraphy) be performed to show that thromboembolism 
has disappeared after PTE treatment?







Case 2

Å18 yo, male, student

ÅThe patient, who had an ENT examination due to snoring, had a sore 

in the nose and high CRP, and was started on cefuroxime axetil. 

ÅWhile taking antibiotics, the patient applied to Emergency 

Department of Local Hospital with the complaint of coughing and 

hemoptysis at home. The patient had 5-6 fresh red hemoptysis, 

approximately 1 cup in total.



ÅSince the patient also had hypoxemia, he was admitted to the 
Anesthesia ICU and empiric antibiotic therapy and 
methylprednisolone 100 mg were administered. The patient was 
admitted to our ICU on the same day due to increased respiratory 
distress and the need for high flow.

ÅComplaint: Hemoptysis, shortness of breath and palpitations

ÅBackground: VSD closure in childhood

ÅNo chronic diseases, no smoking or any other habit



ÅPhysical Examination:

ÅGeneral condition is moderate-poor, GCS: 15, dyspneic

ÅSS: ral+ in places in the right middle-lower zone, 

ÅCVS: rhythmic, tachycardic Pulse: 110 / min

ÅNo significant pathology was observed in other system 

examinations.



Laboratory:
WBC: 17090 κҡ[

Neutrophil: 15660 - Lymphocyte: 1020 
κҡ[

tƭŀǘŜƭŜǘΥ рлΦллл κҡ[
Hgb: 15.1 g/dL

BUN / Kreatinin: 13.9 / 0.84 mg/dL
GFR: 127

Na / K: 142 / 4.36 mmol/L
Ca / P: 9.23 / 2.7 mg/ dL

AST / ALT: 22 / 62 u/L
t. Bil / d. Bil : 0.57 / 0.23 mg/dL

T. Protein / albumin: 7.4 / 4.5 g/dL
CRP: 73.8 mg/L

Procalcitonin: 0.07 ng /mL
Sedimentation: 53 mm/s

Pro-BNP: 411 pg/mL, 
troponin: 30 ng/L

D-dimer: 2860 ҡƎκ[
Urinalysis: Blood:25 leukocyte: 100 

pH: 6.5. eritrosit: 10, nitrit:-
Urine microprotein/creatinine

: 47 / 265 mg/dL



Pulse: 122/min
Sinus tachycardia





ÅThe patient was consulted to Hematology due to thrombocytopenia.

ÅƷ Peripheral smear compatible with рлΣллл κҡ[Σ no atypical cells

ÅƷ Abdominal USG: The liver is of normal size, with smooth contours 
(Grade 2 steatosis), the spleen is normal, and no pathological findings were 
found in other organs.

ÅƷ Serological blood samples were sent. 

ÅCardiology was consulted. EF: 65, normal echo findings, no additional 
recommendations.



ÅVasculitis was considered the primary diagnosis because the patient 

was young, had hemoptysis, alveolar hemorrhage (high flow 

requirement), and microscopic hematuria upon arrival.

ÅPulse steroids (1 g/day) and empiric antibiotics were given for 3 days.

ÅThe patient's hemoptysis regressed, his need for oxygen decreased, 

and the clinic recovered.

ÅCRP became negative.



4th day control x-ray



Serological findings

ÅLupus anticoagulant: positive

ÅBETA-2 MICROGLOBULIN: N

ÅACA- Ig M: negative, ACA- Ig G: positive

ÅAnti-phosphatidylserine IgG > 120 (+), Ig A and Ig M negative

ÅANA IFAT: 1/1000 GRANULAR PATTERN positive

ÅAnti-ds DNA: 261.46 (positive)

ÅANCA: negative

The patient was consulted to Rheumatology: 
Systemic Lupus Erythematosis (SLE)



ÅThe platelet level of the patient was around 40-80.000. During this 
period, no prophylactic anticoagulant treatment was given except 
compression stockings. 

ÅOn the 6th day of hospitalization, severe chest pain and tachycardia 
developed. 





What do we do now?

ÅWould it help to look for a D-dimer?

ÅPatient's baseline D-dimer wasнусл ҡƎκ[

ÅWould you give a prophylactic dose of anticoagulant on arrival?



җ п Σ high risk




