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Abstract;  [Objective] To investigate short — term effects of nutriment for renal disease on nutritional status and calcium -
phosphorus metabolism in nondialyzed patients with chronic renal insufficiency. [Methods] 59 in-patients with CKD stages 3-4 were
divided into intervention group (29 patients) and control group (30 patients) randomly. Two groups were both supplied individual
nutritional counseling. Intervention group was given nutriment for renal disease (60 g, tid) for 10 to 30 days. The parameters of
nutritional status, calcium — phosphorus metabolism and renal function were measured on baseline and after interventions. [Results]
Mean time of intervention in intervention group and control group were 15 + 5 days and 15 + 4 days, respectively. Phosphorus level
significantly decreased after intervention in intervention group (AP = —0.14 + 0.28 mmol/L, P =0.014) and it was significantly
different from control group (P =0.038). Total protein level had no significant change after intervention in intervention group (P >
0.05) but significantly decreased in control group (P < 0.05) and the difference of this change between two group was significant
(intervention group (—0.56 + 5.26)g/L; control group (-3.69 + 6.12)g/L; P = 0.040). Renal function had no significant change
after intervention in both two groups (P > 0.05). [Conclusions] Short-term supplement of nutriment for renal disease in nondialyzed
patients with chronic renal insufficiency was useful for improvement of calcium - phosphorus disorder and protein wasting status
without significant impact on renal function.
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Table 1 Main components of nutriment special for the patients with renal disease (per 100 g)

Energy Protein Fat  Carbohydrate  Fiber

Vitamin D Sodium

Potassium Calcium  Phosphorus

1727.6 k]  45¢g 6g 82 ¢ 4g

3.4 ng 100 mg 110 mg 160 mg 70 mg
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Table 2 Baseline basic characteristics of the patients

(cases or mean = SD)

Basic characteristics Intervention group (n =29) Control group (n =30) F/x? P

Age/years 42+12 47+13 2.092 0.154
Gender(Male, Female) 18, 11 18, 12 0.027 0.871
CKD stages(3, 4) 11, 18 16, 14 1.409 0.235
Duration of CKD/years 45+55 3747 0.376 0.542
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Table 3 Baseline of nutritional status, calcium and

phosphorus and renal function in two groups

Intervention group Control group  F' P

n 29 30

BMI/ (kg/m?) 2.5+45 23.6+2.6  1.060 0.308
TSF/mm 16.0£6.3 183+53 2230 0.141
MAC/em 26.8+3.3 287+23 6410 0.014
TP/(g/L) 62+ 10 62+ 11 0.005 0.946
ALB/(g/L) 33.6+8.0 35.1+74  0.546 0.463
Hb/(g/L) 111£20 11319 0.250 0.619
LC/(10°%/1) 1.80 + 0.67 1.69 +£0.80  0.333 0.566
WBC/(10°/L) 8.8+53 8.6+2.7 0.015 0.902
TC/(mmol/L) 532+1.34 579+ 176 1.284 0.262
TG/ (mmol/L) 2.06+1.14 1.99+ .13 0.061 0.807
HDLC/ (mmol/L) 1.21 £ 0.40 1.21£0.41 0.001 0.980
LDLC/(mmol/L) 3.41£0.95 378 +£1.32  1.572 0.215
P/ (mmol/L) 1.43£0.29 1.29+0.26 3.546 0.065
Ca/(mmol/L) 2.18£0.18 222017 0.689 0.410
CaxP/(mg/dL?) 38.7+83 35.6+7.7 2207 0.143
BUN/(mmol/L) 14.1+5.5 13265 0311 0.579
SCR/(mmol/L) 299 + 91 277 £ 144 0.507 0.479
UA/(pmol/L) 449 £ 91 468 +120  0.474 0.494
eGFR/[mL/(min-1.73 m*) ] 23+ 13 27+15 1.355 0.249
UPRO/(g/24 h) 4.0+43 2732 1479 0.230
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Table 4 Comparison of changes of nutritional status, calcium and phosphorus level and renal function after intervention

between the two groups

Changes after intervention Intervention group

Control group P P.. F_. P,

n 29

ATSF/mm 0.36 + 1.96 -0.83 £ 1.26 0.338 0.001 7.720 0.007
AMAC/cm 0.03 £ 0.77 -0.15+£0.21 0.811 <0.001 1.612 0.209
ATP/(g/L) -0.56 +5.26 -3.69 £ 6.12 0.575 0.003 4.433 0.040
AALB/(g/L) -0.71 £ 3.70 -1.54 £ 4.12 0.311 0.050 0.665 0.418
AHb/(g/L) -5.59 £ 9.56 -7.47 +11.19 0.004 0.001 0.480 0.491
ALC/(10°/L) 0.01 + 0.47 0.10 £ 0.96 0.870 0.577 0.182 0.672
AWBC/(10°/L) -1.26 £ 6.02 0.68 +3.14 0.270 0.245 2.425 0.125
ATC/ (mmol /L) -0.38 £ 1.09 -0.77 £ 1.75 0.072 0.022 1.070 0.305
ATG/ (mmol/L) -0.18 £ 0.68 -0.15 £ 1.28 0.166 0.524 0.011 0.916
AHDLC/ (mmol/L) -0.06 = 0.24 -0.14 £ 0.31 0.200 0.018 1.228 0.272
ALDLC/ (mmol/L) -0.38 +0.74 -0.57 £ 1.19 0.010 0.014 0.541 0.465
AP/ (mmol/L) -0.14 £ 0.28 -0.01 £0.16 0.014 0.710 4.510 0.038
ACa/(mmol/L) 0.02 +0.19 -0.06 + 0.14 0.554 0.027 3.554 0.064
A(CaxP)/(mg?/dL?) -3.54 + 8.75 -1.10 £ 5.85 0.038 0.311 1.596 0.212
ABUN/ (mmol/L.) -0.31 £4.52 -0.44 + 4.96 0.711 0.628 0.011 0.917
ASCR/ (mmol/L) -14.0 £ 63.7 -14.8 £91.8 0.247 0.384 0.002 0.969
AUA/ (pmol/1.) 0.21 +£92.18 3.43 + 85.95 0.990 0.828 0.019 0.890
AeGFR/[mL/(min-1.73 m?) | 1.83 £5.33 3.93 +20.35 0.075 0.299 0.289 0.593
AUPRO/(g/24 h) -0.23 +0.88 0.20 + 1.39 0.231 0.484 1.562 0.218

A after intervention minus baseline. P;: comparison between before and after intervention in intervention group. P, : comparison between before

and after intervention in control group. P,_.: comparison between changes (after—before) of two groups.
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