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Examination of activated charcoal preparations in chronic kidney disease -
comparing Kremezin® (K) and Merckmezin® (M)
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Background : Two activated charcoal preparations, Kremezin® (K) and Merckmezin® (M), are both available
in Japan and derived from similar materials. However, their microstructures are distincty different, and possibly
reflect differences in their properties of absorbance. To evaluate the difference between K and M, we investi-
gated the effects of K and M on the clinical parameters related to uremia in pre-dialysis patients.

Methods : A prospective, randomized, open-label, two-arm, parallel-group comparative clinical trial was
planned, as follows. After the 4-week observation period, twenty-two patients who were enrolled in this study
were randomly distributed into two groups, K or M, for 8 weeks.

Results : There were no significant differences between the K and M groups in the characteristics of the
patients. The rate of change of serum indoxyl sulfate was significantly reduced in the K group compared with
the M group (p=0.002). Creatinine clearance was preserved in the K group, but decreased in the M group (p=
0.045).
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Conclusions : K had more favorable effects in adsorbing uremic toxins and preserving renal function in the ure-

mic patients than M.

Jpn J Nephrol 2009 ; 51 * 51-55.
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Table. Patient characteristics
K M p value
Sex M 7(63.6 %) 5(45.5 %) 0.392
F 4(36.4 %) 6(54.5 %)
Age (y/o) 60.9+19.6(n=11) 64.7£10.5(n=11) 0.576
ACEI n 8(72.7 %) 8(72.7 %) 1.000
y 3(27.3 %) 3(27.3 %)
ARB n 4(36.4 %) 5(45.5 %) 0.665
y 7(63.6 %) 6(54.5 %)
Ca blocker n 4(36.4 %) 3(27.3 %) 0.647
y 7(63.6 %) 8(72.7 %)
Height (cm) 159.5£10.4(n=10) 159.7%+9.0(n=11)  0.959
Body weight (kg) 57.0£9.7(n=10) 58.0x7.9(n=11) 0.795
Salt intake (g/day) 8.3+3.1(n=11) 10.3£4.0(h=11) 0.219
Protein intake (g/day) 43.2+10.8(n=10) 41.9%£10.7(h=11) 0.776
Serum IS (mg/dL) 1.6+1.2(n=11) 1.5+1.7(n=11) 0.872
Serum cystatin C 3.7x0.6(n=11) 3.4+0.7(n=11) 0.383
(mg/dL)
SBP (mmHg) 130.0£7.9(n=11) 134.5+8.0(h=10) 0.210
DBP (mmHg) 78.3+8.9(n=11) 80.1£7.0(h=10) 0.610
Hb(g/dL) 9.8+1.2(n=11) 10.0£1.1(h=11) 0.703
sCr(mg/dL) 5.0+2.0(n=11) 42+1.4(n=11) 0.290
eGFR 11.7£4.8(n=11) 132+54(h=11) 0.491
Ccr(mL/min) 15.1£7.0(h=10) 16.2+5.5(n=11) 0.689
Alb(g/dL) 3.6+0.4(n=10) 3.6+0.4(n=11) 0.945
UA(mg/dL) 6.8+1.3(n=11) 54%+1.1(n=11) 0.015
Ca(mg/dL) 8.6+0.7(n=11) 9.2+0.7(n=11) 0.048
IP(mg/dL) 41+0.9(n=11) 41+0.6(n=11) 1.000
T-cho(mg/dL) 177.6£26.4(n=11) 172.6%+47.8(h=11) 0.765
Urine 1S (mg/dL) 6.5+5.4(n=11) 6.6x6.4(n=11) 0.971
Urinary protein 1.2+£0.9(n=10) 1.6£1.2(n=11) 0.405

(g/day)

There were no significant differences between the two groups ; K and M.

(g/kg/day) Kg: standard body weight
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Fig. 1. Estimated protein intake

The amount of protein intake was stable during the 8-week observation
period, and did not differ between the two groups.
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Fig. 2. Serum level of indoxyl sulfate
During the 8 weeks, the serum level of indoxyl sulfate was signifi-
cantly reduced in K, but not in M.
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Fig. 3. Urinary excretion of indoxyl sulfate
No significant change was observed.
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Fig. 4. Body weight change

During this study, body weight was stable.
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Fig 5. Creatinine clearance
During the 8-week observation period, more rapid decline of Ccr

was observed in M than in K.
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