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Cerebral Local — systemic Coagulation Fibrinolysis System Markers Differences in Patients with Severe Traumatic Brain Injury. Ma Nian-
bin, Lu Yingru, Pan Jingye. The First Affiliated Hospital of Wenzhou Medical University, Zhejiang 325000, China
Abstract Objective

To investigate the cerebral local — systemic coagulation fibrinolysis system markers differences in traumatic

brain Injury patients. Methods Fiftysix patients with traumatic brain injury in ICU were studied at admittance to the hospital and during
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the next 3 days. We collected cerebrovenous blood samples from the internal jugular catheter and arterial blood. We measured concentra-

tions of thrombin — antithrombinIll complex( TAT), D - dimer(D, ), prothrombinfragment, ,, (F,,,), Plasminogen activator inhibitor — 1,

PAI - 1. Results

Levels of D =D, TAT F,,,, and PAI — 1 were significantly increased shortly after the trauma compared to reference

values, with considerable transcranial gradients for TAT, F, ,and PAI - 1. Conclusion We conclude that activation of the coagulation

system takes place during the passage of blood through the damaged brain, and is already evident hours after the trauma.
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Value of CT Guided Percutaneous Lung Biopsy for the Diagnosis of Peripheral Lung Cancer . Jiang Mingjun. Zhejiang Provincial Tumor
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Abstract Objective To study the value of CT guided percutaneous lung biopsy for the diagnosis of peripheral lung cancer. Meth-
ods During January 2009 — June 2014 the clinical data of 630 patients accepting the diagnosis and treatment in department of radiology in
our hospital were retrospectively analyzed. Basic information of the patients, the success rate of puncture, pathological diagnosis, lung bi-
opsy complications and related risk factors were analyzed. Results This study included a total of 625 patients, aged 39 — 86, an average
of 62.71 £10. 18 years old. Among them, 416 cases were male, 109 cases female. All 625 cases were diagnosed by CT guided lung biop-
sy as peripheral lung cancer. The general puncture success rate was 100% . Pathological type was given priority to 625 patients
(78.40% ) with adenocarcinoma. And glands squamous carcinoma and squamous cell carcinomas accounted for 9.28% and 5.28% re-
spectively. The 625 cases of lung biopsy in patients with major complications were pneumothorax and hemoptysis. Focal diameter 2c¢m or
less, the needle depth > 3c¢m, needle puncture needle number 3 or higher, the inexperienced operators (95% CI; 2.217 —19.281),
were closely related with pneumothorax, haemoptysis. Merger of COPD (95% CI.2.516 —12.079) was closely related to the pneumotho-
rax. Conclusion CT guided percutaneous lung biopsy for the diagnosis of peripheral lung cancer has important clinical value, can im-

prove the diagnostic accuracy. Lung puncture in the common complications is hemoptysis and pneumothorax, and were related to lesions in
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