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Correlation between the Level of Serum Albumin and the Prognosis of Patients with Acute Exacerbation of Chronic Obstructive Pulmonary
Disease. Du Youyi. Zhejiang Province Lishui Central Hospital ,Zhejiang 323000, China

Abstract Objective To study the correlation between the level of ALB and the severity of the acute exacerbation of chronic ob-
structive pulmonary disease (AECOPD) , and analyze its significance for the predication of AECOPD prognosis. Methods A total of 92
patients with AECOPD admitted to our hospital from December 2011 to October 2013 were classified as [ , Il , Il and IV four stages ac-
cording to the severity of COPD. The fasting ALB of patients was collected. Mini — nutritional assessment, body mass index ( BMI) and
ALB were adopted for the assessment of patients’ nutritional status. The correlation between ALB and arterial blood gas analysis (ABG)
was also analyzed. Results The level of ALB and the severity of COPD showed negative correlation, with a correlation coefficient of —
0.35, and patients with low ALB had higher average hospital stay and heart failure correlation time, showing significant difference. The

level of PaCO, in different COPD groups showed significant difference, P <0.05. Conclusion The severity of COPD had positive corre-

lation with the decrease of ALB level, which can be used to predict the prognosis of patients with AECOPD.
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Analysis of DMD Gene in One Chinese Family with Duchenne/Becker Muscular Dystrophy.

Capital Institute of Pediatrics, Beijing 100020, China
Abstract Objective

patients and screen the carrier. Methods

detected by multiplex PCR. Sanger sequencing were applied to confirm the results. Results

5 2 AR

Gao Zhijie, Jiang Qian,Chen Qian, et al.

To explore the gene diagnosis of Duchenne muscular dystrophy (DMD ) /Becker muscular dystrophy ( BMD)

Next — generation sequencing was used to examine patient in whom no exonic deletions were

The proband had a homozygous nonsense mu-

tation in exon 45 — ¢. 6589A > T (P. Lys2197X), and his mother was the heterozygous nonsense mutation carrier. Conclusion An unre-
ported deleterious mutation of the DMD gene is found in an Chinese family with DMD. Next — generation sequencing technology is a simple

and quick diagnostic tool for screening point mutation of DMD/BMD, and is valuable for clinical application and assisting genetic

counseling.
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