
alqutr

:A

u141?1{E 1,flHilHnn
{g@lseordifrt(

{'llrdr rautyl xfl ui {r! n a c u6 fi ,r:.'rr ui r"g
tirrinlruaGnr tufi uur6il sr Ra ufi aa
lnr. oz-g4c-6241 :6 ln:nrr o2-a4g4247
E-moil  :  dlrcopro@mohldol.oc. ih

: . y

: 1u{rJ':o conn's syndrome fnovnunrrylilusrardullurfioqeirdrrfJuHnlltlnntidufil

}Jrrnarduruoonnrnjr{nruJnudvrr^flnro{so{Jruud'alnarnol:uriru Na*-K*-ATpur. 1u principal cetl to{
' lsr odxl:f isrru6.: lr ir i juf ivr:ruuri{nrf iurriur^rnro.rsofl i ludalnarnol:ucionr:r i l6uuuiln{x0{

hlusrarduulundutdonru d'rriunr:finurd6.:fiinqrl:va.:rif;nsrHnuorso{luudnlnernol:urionr:

r4rlruto.: Na*-C-arp*. lundrl,duo,u rfi.:rrnnr:rirpTnsiouulrn'lnsirotjr.rndrurdonroltn{ilro

conn's syndrome 6ruru 6 Rutviluttil?uurfiuufiuorarafn:fifi:v6'uaoiluu6'nlsrarErol:ulurfionrJnfi

ndrnrnnr:rird'm{rJrufi:v6'uaofJuu6'nInarr,oI:ug.rduotixfiriudrritgrrn 64.slrzs.L pglml rflu
t J

235.Gr51.1 pglmt d.raonndorfiu:v6'un1:tit.rluxo.: Na*-K*-ATpase (?9.4113.3 rfiufiurflu L28.7*12.3

nmol.mg/prorein/h) rJirurnr mRNA {orilri'ludou o, (1.04+0.12 tfiudurflu z.+s*0.31) rtas p, {t.ozro.t+
: i d t + * t e r d r - : d G

rvr'uturilu t.gzfr.22) rorr Na*-i-ATPase :ruvi.rrJ:vurnrLJ:6uro{ilil?u 0,2 (o.qa*0.ogrfirufiurflu

t.lz+0.33) unv B, (0.90+0.17 ,n*rduflu 1.70+0.17) lnu:yd'rnr:rirrruro.r Na*-C-ATPase uflEfllt

tuder{oonlo{ mRNA ro.rmilrutiou CI,2 une p, finlrtti'rur{uf,fiu:caTusoililu6'alnarsrol:ulutfionotir.l
'i'srmu (r = 0.71, r = 0.?5 rrflu r : 0.28 nrrudrd'u) n'rrfin"'rd,ranrl#tfiu'jrnr:rfiruduilo{:srTuso{Iilu

dalnatsrol:u1u16oo'riuci{Hn1#rfinnr:rfir:vd'unr:firlrutor Na.-C-atpase lundtu,duu',unu.rrur1uti

Inufinnlnrirunr:rfirurJiuror ,nRNe uav}J:6urorurirudou CI,, unv B, n',r,**udud'rnri-trdorufluriru
4 . a

ulJ.rt,ordrrrEnr:rnnRrrvJilrrsrcrfiorulurfiosrei16.rnrlu{iJ?u conn's syndrome



No.

MAI{IDOLI]Nn{EREITY
Widffi of tfr. L,cnt

Res€ordh Monogtement ond Developrnenl
Office of the Prestclent
Tet : O2-84942414 Fc,x I 0/2-849-6247
Efiolt : dtrcopro@mohldol.oc.ih

Obiective In Conn's syndrome, hypokalaemia normally results from renal potassium loss

because of the effect of excess aldosterone on Na*-K*-ATPase in principal cells. Little is known about the

effect of aldosterone on cellular potassium redistribution in skeletal muscle. Our study determined the

effect of aldosterone on muscle Na*-K*-ATPase. Design Muscle biopsies were taken from six patients

immediately before and I month after adrenalectomy. Ten age-matched subjects with normal levels of

circulating aldosterone served as controls. Results Average plasma aldosterone was significantly higher

in presurgery (235.0+51.1 pglml) than postsurgery (64.5+25.1 pglml) patients. Similarly, Na*-K*-

ATPase activity, relative mRNA expression of c2 (not c1 or o3 ) and B1 (not B2 or Fr ), and protein

abundance of az and p1 subunits were greater in pre- than postsurgery samples (128.7+12.3 vs 79.4LI3.3

nmol'mg/protein/h, 2.45L0.3I vs 1.04+0.17, 1.92+0.22 vs 1.02+0.14, 2.17+0.33 vs 0.98+0.09 and

1.70+:0.17 vs 0.90+0.17, respectively, all P < 0.05). The activity and mRNA expression of the a2 and Bg

subunits correlated well with plasma aldosterone levels (r = 0.71, r = 0.75 and r = 0.78, respectively,

all P < 0.01). Conclusions Our study provides the first evidence in human skeletal muscle that

increased plasma aldosterone leads to increased Na"-K*-ATPase activity via increases in sz and p1 subunit

mRNAs and their protein expressions. The increased activity may contribute in part to the induction of

hypokalaemia in patients with Conn's syndrome.


