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New Per spectivesin Integrated M edical Care of
Chronic Renal I nsufficiency
Shyang-Hwa Ferng

Division of Nephrology, Department of Internal Meidie,
Cathay General Hospital, Taipei, Taiwan

There has been a striking increase in the inciderioend-stage renal disease
(ESRD) over the past 30 years worldwide, and thmesas Taiwan. The growing
proportion of elderly, hypertensive and diabetitiggdgs mainly accounts for the total
increase in the number of these patients admittedebal replacement therapy.
Patients with ESRD consume a disproportionate sludrenational health care
resources, and continue to experience significaobidity and a reduced quality of
life. A number of physiological and metabolic chaagmay contribute not only
towards progressive loss of renal function but dtsencreased mortality observed
thereafter, during the dialytic phase. The detectind correction of these events may
slow the progression of chronic renal insufficien@RI) and delay the need for
dialysis. However, the quality of medical care prto initiation of dialysis has
received scant attention. | reviewed the literataliaical evidence in support of
maximal renoprotective interventions, includinglgaletection of renal disease, risk
factors for the development and progression of GRetary protein restriction,
control of systemic hypertension and cardiovascaamplications, treatment of
hyperlipidemia and anemia, management of renalodgstrophy, and smoking
cessation. But treatment of CRI is complex and ifagkted, and the whole objectives
should demand integrated medical care. It is ogparsibility to setup a national goal
to reduce the incidence, morbidity and health @asts of chronic kidney disease
over the next decade.
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