studien i Goteborgs hypertonipopula-
tionvar en retrospektiv post hoc-analys.
Som diskuterats ovan ger dessa resultat
inget egentligt stod for att de metabola
forandringar som ses under behandling
med betablockerare eller tiaziddiureti-
ka, i form av forhgjda triglyceridnivaer
eller nyinguknande i diabetes mellitus,
har négon avgorande prognostisk bety-
delse for framtida inguknande i koro-
nar hjéartsukdom. Orsakerna till att
blodtryckssdnkande behandling med
betablockad- eller tiazidbaserad terapi
inte resulterat i den forvantade effekten
pa koronar hjartsukdom &r fortfarande
inte identifierade. Vi ser med spénning
fram emot resultaten av de kontrollera-
de hypertonistudier som for nérvarande
pagar, i vilka metabolt neutrala antihy-
pertensivalékemedel jamférsmed beta-
blockerar- eller tiaziddiuretikabaserade
blodtryckssankande behandlingsregi-
mer [54-56]. | avvaktan padessastudie-
resultat finns dérfor skél att aven i fort-
séttningen anvanda betablockerare och
tiaziddiuretika som forstahandsmedel
vid behandling av primér hypertoni
[4].
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keln »Diabetes mellitus and raised serum
triglyceride concentration in treated hyper-
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Summary

Antihypertensive treatment a coronary
disease risk factor? Neither triglyceride
increase nor diabetes onset during treat-
ment an added risk factor

Ola Samuelsson, Kjell Pennert, Ove An-
dersson, Goran Berglund, Thomas Hedner,
Bengt Persson, Hans Wedel, Lars Wilhelm-
sen

Lakartidningen 1998; 95: 1120-3.

In an observational study designed to deter-
mine whether metabolic changes during long-
term antihypertensive drug treatment are asso-
ciated with an increased risk of conary heart di-
sease (CHD), 686 middle-aged hypertensive
men recruited from a random population
screening sample were followed up for 15
years. Antihypertensive treatment predomin-
antly consisted of [-adrenoceptor blockers
and/or thiazide diuretics. CHD and diabetes
mellitus were checked for at annual examina-
tions. Time-dependent Cox regression analysis
was used to determine correlation between the
incidence of CHD and entry characteristics, the
monitored serum levels of cholesterol and
triglyceride concentrations and the develop-
ment of diabetes mellitus.

Univariate analysis showed the presence of
diabetes mellitus at entry to the study and inc-
reased baseline serum concentrations of cho-
lesterol and of triglycerides each to beasignifi-
cant predictor of CHD, the respective relative
risks(RR) being 2.12, 1.21 and 1.21. However,
analysis of monitored levels of metabolic vari-
ables during follow-up showed only an in-
creased serum cholesterol concentration to be
significantly and independently associated with
CHD (RR 1.07). Although serum triglyceride
concentrations increased dlightly during fol-
low-up, they were unrelated to the incidence of
CHD; nor was onset of diabetesmellitusduring
follow-up significantly associated with an inc-
reased risk of CHD (RR 1.48.

Thus, the study showed the presence of me-
tabolic disturbances such as diabetes mellitus
and hyperlipidaemia before the start of antihy-
pertensivetreatment to be of positive predictive
valuein middle-aged hypertensive men, and an
increase in the monitored serum cholesterol le-
vel to be an independent predictor of CHD,
whereas neither drug-related diabetesnor anin-
creasein the monitored serum triglyceride con-
centration seemed to be associated with the oc-
currence of CHD.

Correspondence: Ola Samuelsson, Dept of
Nephrology, Sahlgrenska University hospi-
tal/Sahlgrenska, S-413 45 Goteborg.
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KORTKLIPPT

Vena cava-filter tycks
ge 6kad trombosrisk

Onskan om att férebyggalungembo-
li hos patienter med proximal djup ven-
trombos har i USA okat anvandningen
av vena cavafilter och sannolikt vidgat
indikationerna utéver de strikta, dvs da
antikoagulantia & kontraindicerade el-
ler inte ger effekt. Nu publicerasi New
England Journal of Medicine (1998;
338: 409-15, 463-4) den forsta rando-
miserade studien av 400 patienter med
djup ventrombos och risk for lungem-
boli, dar hélften fick filter. Samtligabe-
handlades med antikoagulantia i tre
manader. Studien visar att filter visser-
ligen minskade risken foér lungemboli
under defoérstatolv dagarna—men tka-
derisken for ny djup ventrombos sedan
man upphdrt med antikoagul antia. Efter
tva ar var dodligheten likai bada grup-
perna, drygt 20 procent.

Arftlig blodningsrubbning
vanlig vid menorragi

En av 20 medel @ ders kvinnor soker
|&kare for menorragi, men hos mindre
an halften finner man en specifik orsak.
Hos 17 procent av 150 screenade kvin-
nor med menorragi avsldjade brittiska
forskare emellertid &rftlig blodnings-
rubbning, oftast von Willebrands sjuk-
dom och faktor XI-brist (Lancet 1998;
351: 485-9). Deflestahade haft menor-
ragi sedan sin forsta menstruation och
fétt svara blodningar vid tandutdrag-
ning, operation eller forlossning. Fore
invasivaingrepp & det motiverat att un-
derstkaom kvinnor med menorragi har
tex von Willebrands sjukdom, anser
forskarna.

Avgiftning med naltrexon
under anestesti ifragaséatts

Sedan en heroinmissbrukare dott ef-
ter snabbavgiftning pa ett brittiskt pri-
vatgukhus kritiseras proceduren, som
patentsokts av en spansk organisation,
Cita. Patienten hdlls sovd i sex till atta
timmar medan man administrerar opiat-
antagonisten naltrexon, som déarefter
ges som underhalsbehandling. | svéra
fall kan modellenvaraanvandbar, enligt
artiklar i BMJ (1998; 316: 170) och
Lancet (1998; 351: 218), men enklare
och billigare metoder &r oftast tillrack-
liga. Citaanklagas for att sprida meto-
den paett oetiskt sétt genom att Gverdri-
vaeffekten och manipulerajournalister.

Yngve Karlsson, L&kartidningen
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