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The elevated level of HMGBI1 in serum and its clinical role in patients

with COPD pneumonia and lung cancer
Cui Zhengsen Li Han Jiang Baozhen et al
( Dept of Geriatric Respiratory Diseases The First Affiliated Hospital of Anhui Medical University
The Institute of Pulmonology Anhui Medical University Hefer 230022)

Abstract Objective To explore the clinical significance of high mobility group box 1( HMGBI1) level in acute
exacerbation chronic obstructive pulmonary disease( AECOPD)  pneumonia and lung cancer patients. Methods
Based on the criteria 40 AECOPD patients 40 pneumonia patients and 30 non-small cell lung cancer patients
were recruited in this clinical study meanwhile 30 healthy volunteers were recruited as controls. The peripheral
blood samples were collected before any treatment was performed on them and the concentrations of HMGB1 were
detected by ELISA. Specific bio-markers of lung cancer such as carcinoma embryonic antigen( CEA)  neuron-spe—
cific enolase( NSE) and cytokeratin 19 fragment( CYFRA21-) were measured in cancer patients and healthy vol—
unteers. Other clinical data such as white blood cell( WBC) count and C reactive protein( CRP) were also collect—
ed and analyzed. Results The serum concentrations of HMGB1 in AECOPD pneumonia and lung cancer patients
were higher than those in the control group respectively( P <0.01) . In addition HMGBI1 had a positive correlation—
ship with the leukocyte count ( P =0.008 P =0.002) and CRP( P =0.001 P =0.001) level in AECOPD and
pneumonia patients; in lung cancer group HMGBI was correlated positively with the tumor bio-markers( P =
0.036 P =0.008) . Conclusion The serum level of HMGBI is significantly high in patients of AECOPD pneu—
monia and lung cancer which indicates that HMGB1 may play a very important role in the development and severity
of inflammation and tumor in respiratory system.
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Small doses of testosterone supplement therapy on male late-onset

hypogonadism with the metabolic syndrome

Yang Jiajia Zhang Xiansheng Gao Jingjing et al
( Dept of Urology The First Affiliated Hospital of Anhui Medical University Hefei 230022)
Abstract Objective To evaluate the safety and efficacy of small doses of testosterone supplement therapy( TST)
on male late-onset hypogonadism with the metabolic syndrome. Methods 80 patients who were diagnosed of male
they were in a ratio of

Bid) the

control group received no treatment follow-up of 12 months and then were compared with the indicators. Results

late-onset hypogonadism with the metabolic syndrome were selected. At the same time

3 : 1 randomized into two groups. The experimental group took undecanoic acid testosterone( 40 mg

Three months after the experimental group using TST the changes of AMS score testosterone level FINS and ISI
had significant difference. Other MS indicators and IIEF-5 score changed with no significant difference ( P >0. 05) .

12 months later the AMS score was 23.5 £2.7 and the testosterone level was ( 18.2 +5.3) nmol/L  both of them
reached the normal range. The changes of IIEF-5 score  WC HDL-C TG FBG FINS and ISI had statistical signif—
icance. During treatment the control group showed no statistically significant changes in indicators. The experimen—
tal group did not appear significant adverse reactions and there were no significant changes in PSA'  RBC Hb and
HCT. Conclusion Small doses of oral testosterone in treatment of male late-onset hypogonadism with the metabolic
syndrome is safe and effective.
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