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Study progress on serum cystatin C in the early diagnosis of diabetic nephropathy ZHAI Hong-yan, LONG
Yan, SU Ke. Department of Endocrinology, Affiliated Hospital Guilin Medical College, Guangxi 541001, China

[ Abstract |

Diabetic dephropathy is a major chronic complication of diabetes and has become the leading

cause of end-stage renal failure, primarily reflected by renal glomerular filtration rate ( GFR). In recent years, clini-

cal trials have shown that serum cystatin C (Cys C) has good correlation with GFR ,and Cys C can be used as a surro-

gate marker for the diagnosis of diabetic nephropathy. Cys C is a low molecular weight protein, and is a member of

relatively small molecular weight cysteine proteinase inhibitor superfamily. Cys C is produced by all nucleated cells of

the body, in constant rate. Cys C in circulationcan freely pass through the glomerular filtration membrane, and in the

proximal tubule is reabsorbed almost completely, not return to the blood circulation, while Cys C is not secreted by

renal tubules. So it is an ideal endogenous marker in reflecting the changes of GFR. The constant development of

methodology for Cys C determination also makes application and promotion of serum Cys C in determination the early

diagnosis possible.
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Diagnostic techniques of bacteria in patients with pneumonia LU Ai-ling, QIN Zhi-qiang. Department of Respir-
atory Medicine, the People’ s Hospital of Guangxi Zhuang Autonomous Region, Nanning 530021, China
[ Abstract] Pneumonia is the common infectious disease of respiratory system and bacteria are the major
pathogens. Determining the bacteria of pneumonia is significant for antimicrobial therapy. The diagnosis of bacterial
pathogens in patients with pneumonia includes culture of bacteria, examination of bacterial antigen and detecting bac-
terial gene by polymerase chain reaction (PCR). The samples for bacterial culture consist of sputum, tracheal-bron-
chial aspiration collected through catheter or fiberoptic bronchoscope, bronchial alveolar lavage fluid, blood, pleural
effusion and aspiration by transthoracic needle. The bacterial culture of sputum, blood and pleural effusion characteri-
zes both simple techniques and low positive rates. Bacterial culture of aspirations gotten through catheter, broncho-

scope or tranthoracic needle is sensitive and specific but invasive. Although the spectrum of detecting bacterial anti-



