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Abstract Objective To sudy the plasna ADM, BNP and TGF - B, lkvek changes in patients w ih chwnic renal failure

(CRF) and their comrehton ship Mehods Plasna ADM (with RIA), BNP (w

ih CLIA), TGF-B, (with ELISA) concentratbns

werem easured in 31 patients with CRF and 30 controk A cconding to serum creatinine kvek CRF patients were divide into v o groups
(bebw and over 708!mol/L). Results Plasna ADM and BNP concentmtions were sinificantly higher in the CRF patients han
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those n the controk There were positive correhtions betveen senm creatinine kvel and plasnaADM orBNP levels Plasma TGF-
B, concentatonswere s gnificantly decreased i the CRF patientsw ith higher semm creatinne level ((over 7084mol/L). Therewas a
negative correhtion betveen TGF- B | kvel and serun creatinine level Conclusion The elevaton of ADM and BNP i circu htion
may be a compensatory and protective reaction in these patients The changes of TGF~- B, during the developm ent of CRF may be at
tributed to body self- adjusim ent
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Abstract Ob pctive To nvestigate he rehtons ip bew een fasting bbod sugar (FBG) and grovth homone (GH), C- pep
tde (CP) levels in patientsw ith typell dabetesmellitus (DM2). Methods Semm fasting glicose (w ith biochem calm ethod) GH,
C- peptde (wih RIA) levelswerem easured in 64 patients with DM 2 and 31 contwls Results In the 64 patients 40w ere elative
ly well- controlked (FBG< 9 Ommol/L) and24were rehtively poorly— controlled (FBG2 9, Onmol/L), The serum GH levels n the
poorly contwlled group w ere significantly h sher than those n hewell- contwlled group (P< 0 01), which in um were significant
ly higher than those in the contols (P< Q. 01). The reversew as exactly tue forthe C— peptide kvek Conclusion The higherGH
and lover C— peptide levels m ht be a contrbutory cause of the inadequate contol mn these patien ts
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