]

2 AL PR3P H (Modern Clinical Nursing)2017.16 (1)

2 BB /N EREE IS A T Bl

g R
(AR E R K M e b 5t A i BE B E AR AL 5T, 100050)

(FE] BH S 2 GIH0H /DB R BOR B H 0T i BB 0 ik WIS I O 2 0 B S
WELGRIT B R R A  RORKR AL B R 2 B AT S R LR B N BR R TR T (A R R
LB R Wi, B ME DD RE B W BRI UL S R A 0 A | % I o o M SR R O T 24, O HCRF 25 W T SRR R R R Y
WLEE R 51 7 UL i A B 36 T BRI A R /DN R R R I AR R A A S

(R HUE/DEREIEBE ; Ml ih i ; Sk VS R L5 A A 5 UK i 25 5 e 5 47 78

[RESHES] R4735 [XEAFAMB] B [XERS] 1671-8283(2017)01-0026-04 [DOI]  10.3969/j.issn.1671-8283.2017.01.009

Nursing care of two cases of anti—glomerular basement membrane disease
Xu Rui, Wang Gang//Modern Clinical Nursing,-2017,16(1):26.
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[Abstract] Objective To summarize the experience in nursing 2 patients with anti—glomerular basement membrane disease.
Method The nursing measures such as close observation of disease condition, careful nursing of medication, nursing during the
treatment of double filtrated plasmapheresis and mental care to the patients and their family members. Results  After treatment, the
concentration of anti—-GBM antibody was declined and the level of serum creatinine was also decreased. The renal function got recovered to
a certain extent. Conclusion Such nursing points as close observation of renal and pulmonary pathgenesis, timely and accurate
administration of medicine according to doctor’s orders and active observation and prevention of complication from double filtrated
plasmapheresis are key.

[Key words] anti—glomerular basement membrane disease;  pulmonary hemorrhage;  rapidly progressive glomerulonephritis;

double filtrated plasmapheresis; nursing
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