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Euglykemicka ketoacid6za asociovand se SGLT2 inhibitory, téZ ozna¢ovanymi jako glifloziny, je vzacny, ale potencidlné fataini
syndrom, charakterizovany metabolickou acid6zou s normalni nebo jen mirné zvysenou glykemii, pfevazné u diabetikl
2. typu. Kromé ketoacidézy se na metabolické acidéze mliZze vyznamné podilet téz hyperchloremicka acidéza. Relativni
hypoglykemie navozend glifloziny a soubézny stresovy stav vedou ke snizeni hladiny inzulinu a zvy3eni hladiny gluka-
gonu, kortizolu a katecholamint, coz stimuluje ketogenezi. Soucasné glifloziny indukuji komplexni renalni metabolickou
dysfunkci, zejména zhor3uji rendlni eliminaci kyselin a amoniogenezi, coz usti v hyperchloremickou acidézu. U pacient(
uzivajicich glifloziny by pfi zhorseni stavu méla byt vcas zkontrolovana acidobazickd rovnovaha a ketonemie. Lé¢ba acidozy
spociva ve vysazeni gliflozinu a podavani inzulinu v ddvce postacujici k potlaceni ketogeneze. Vzhledem k riziku acidozy
by mély byt glifloziny vysazeny nejméné 3 dny pred planovanou operaci a navraceny az po stabilizaci stavu a spolehlivé
obnové peroralniho piijmu. Podobné by mély byt glifloziny vysazeny u vétsiny hospitalizovanych nechirurgickych paci-
entl s rizikovymi faktory rozvoje acidézy, jakou jsou infekce, akutni srde¢ni onemocnéni, cévni mozkové piihody, la¢néni
pred vysetfenim ¢i abuzus alkoholu.

Klicova slova: glifloziny, SGLT2 inhibitory, euglykemicka ketoacid6za, hyperchloremicka acid6za, diabetes mellitus.

Pathogenesis of euglycemic ketoacidosis associated with SGLT2 inhibitors

Euglycemic ketoacidosis associated with SGLT2 inhibitors, also referred to as gliflozins, is a rare but potentially fatal clinical
entity characterized by metabolic acidosis with normal or only mildly elevated glycemia, predominantly in patients with
type 2 diabetes mellitus. In addition to ketoacidosis, hyperchloremic acidosis may also contribute significantly to metabolic
acidosis. Relative hypoglycemia induced by gliflozins and concomitant stress condition lead to decreased insulin level and
increased glucagon, cortisol, and catecholamines, which stimulates ketogenesis. At the same time, gliflozins induce com-
plex renal metabolic dysfunction, in particular impaired renal elimination of acids and renal ammoniogenesis, resulting in
hyperchloremic acidosis. In patients treated with gliflozins, acid-base balance and ketonemia should be checked in a timely
manner when their condition worsens. Treatment of acidosis consists of discontinuation of gliflozin and administration of
insulin at a dose sufficient to suppress ketogenesis. Because of the risk of acidosis, gliflozins should be discontinued at least
3 days before elective surgery and resumed only after stabilization and reliable restoration of oral intake. Similarly, gliflozins
should be discontinued in most hospitalized nonsurgical patients with risk factors for the development of acidosis, such as
in patients with acute infection, acute heart disease, stroke, fasting before examination, or alcohol abuse.
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Glifloziny, inhibitory sodiko-glukézového kotransporteru 2 (SGLT2i)  renoprotektivni Uc¢inky, proto jsou dnes glifloziny indikovany i u pacientd
v proximalnim tubulu ledvin, jsou novéjsi skupinou perorélnich an- s chronickou renéinf insuficienci az do stadia CKD 4 [1] a jsou soucasti
tidiabetik urc¢enych plvodné pro Ié¢bu pacientl s diabetes mellitus ~ doporuceni pro Ié¢bu viech pacientl se srde¢nim selhdvanim, bez
2. typu (T2DM). Byly v3ak zjistény jejich vyznamné kardioprotektivnia  ohledu na ejekeni frakci ¢i pfitomnost diabetu [2]. Na ¢eském trhu
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