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[Abstract] Objective To investigate the correlation between renal injury and inflammatory factors in
patients with different chronic obstructive pulmonary disease (COPD) grades. Methods 130 COPD patients
were divided into four groups according to pulmonary function, and middle-aged and elderly healthy people
were selected as control group. The pulmonary function and renal injury index [ Cystatin C(CysC) ,R2-Micro-
globulin(B2-MG) , Retinol-binding protein(RBP) ,Blood urine nitrogen(BUN) , Serum creatinine(Scr) | and in-
flammatory markers [ Tumour necrosis factor-a(TNF-a) , Inter-leukin-8 (IL.-6) , High sensitive C reaction pro-
tein(hs-CRP) | were analyzed. Results Forced expiratory volume in one second (FEV1)decreased significant-
ly with the aggravate of COPD (P <C0. 05),and FEV1/forced vital capacity (FVC) decreased significantly
with the aggravate of COPD (P <C0. 05). The levels of CysC,B2-MG and RBP in mild, moderate, severe and
extremely severe COPD group were significantly different from those in control group (P <C0. 05). BUN and
Scr in the moderate, severe and extremely severe COPD group were significant different from the control

group (P<C0. 05). There was no significant difference in CysC,RBP and Scr between severe and extremely se-
vere COPD patients (P >>0. 05). The levels of B2-MG and BUN were significantly changed with the severity of
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COPD (P <C0.05). The levels of TNF-a,IL-6 and hs-CRP in COPD patients of different grades were signifi-
cantly higher than those in control group (P <C0.05),and with the severity of COPD increased TNF-a,I1.-6

and hs-CRP levels also significantly increased (P <C0. 05). Conclusion The progression of COPD may acceler-

ate renal function damage,and inflammatory reaction may play an important role in the process of accelerating

renal function damage in COPD patients.
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