Effect of vitamin K2 supplementation on functional vitamin K
deficiency Iin non-dialyzed patients with 3-5 stages of CKD:
a randomized trial.
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OBJECTIVES METHODS

Study population

75 consecutive CKD patients

Screening

42 patients with CACS > 10 .

Randomization

Unknown 5

This prospective randomized intervention study assessed the
impact of vitamin K2 supplementation on levels of the
mactive form of MGP desphospho-uncarboxylated MGP
(dp-ucMGP) 1n non-dialyzed 3 -5 stages CKD patients.
Recent data demonstrated a high prevalence of suboptimal
levels of vitamin K and D 1n patients with CKD stage 3 to 5.

10 ug cholecalciferol
(vitamin D,)

Before and after 270 12 days of treatment were
measured:

- coronary artery calcification (CACS)

- common carotid intima media thickness (CCA-IMT)
- lipids, serum mineral parameters

- calcification markers:

matrix Gla-protein (MGP), desphospho-uncarboxylated
MGP (dp-ucMGP), osteocalcin (OC), osteopregerin
(OPG), fetuin A, FGF-23

(group D; n=13)

RESULTS

CCA-IMT before and after treatment Anthropometric and laboratory parameters
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1. The main determinant of dp-ucMGP level is the kidney function.

3. The mechanisms by which vitamin K2 may exert the protective effect on progression
of vessels damage are still uncertain, but may be connected with the impact of MK-7
on calcification’s regulators, including the impact on the MGP carboxylation
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