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Homocysteine® methionine®] WAl S A5 E olojx A0 2, hyperhomocysteinemiat FA4HFe £YA
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29838 #5358 o] 88 atherosclerotic score(]8t ASS; 2-204, Kim 1994)# T8z, HPLCW Y22 % %
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1. ASSE HA 23ofM Hx 13302 W 563£3608AR, yYEE 3H U YW homocysteine Fx& BT
26.88%16.17 kmol/ L2 UL 2442 mol/LR T}

2. ASSE Y% homocysteine(r=0.39), Htol(r=067)8} #¢ JVEAE 2H29(p<0.005), Fx7} Ae GxlolM &
o8A B} (p<0.005). 2 YF vER By, €4, 84, X3, LDL 224§, §49 F3e feig 8 @
A7t Y .

3. LASSE(6-13%, 249)F AASS(2-34, 0¥)22 Yrid o, @dF ¥HAAH WA homocysteine FEE 35.18
+2758, 2003+653umolV/LE #9% AolR BIow (p=0017), Yol(p<0.005)8 Fx(p=0.038)s] WHE RASST}
A w8 st thd W ¥4 ASSEA] tldte YA homocysteine FE(p=0.017)% Yol(p=0.002)7t #<i @
AEAAAT

4. €% homocysteine F = wWa} 2943t 2442xmol/L& 71222 ERAGE 9, AUVIAP $4& DE=TAA
SelstA @ston (p=0.001), odds ratiot B.40 (95% 2173t 2.08-3398)cl1Th. .

ol4s] Az YAXKY | WP homocysteine FE7F 24pmoVLETt ¥ € F¥ FHAHPe wAo] 2HH
& Aoz ¥olo, hyperhomocysteinemiad] W AEE FAFHFA ¢ $3 BPol Yoy A= Aadd
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Correlation between the Concentrations of Plasma Homocysteine and Vitamin B6,
Vitamin B12 and Folic Acid in End Stage Renal Disease.

S.Y Hong, DH Yang. SK Chang*. Dept. of Internal Medicine and Chemistry*
Soonchunhyang University, Chunan City, KOREA.

In order to determine whether replacement of folic acid, vitamin B6, and B12 could
be used therapeutically for hyperhomocysteinemia in dialysis patients, the relationship
between the concentrations of homocysteine and these vitamins was observed in
patients with ESRD with or without hemodialysis. A cross secticnal study by
guantitative measurement of vitamin B6, B12, folic acid, and homocysteine was
carried out among these 3 groups : 44 ESRD patients on hemodialysis with
replacement of folic acid, vitamin B8, and B12(hemodialysis group), 27 chronic renal
failure patients without hemodialysis (non-dialysis group), and 17 hypertensive
patients (control group) Homocysteine concentration was higher both in the dialysis
group(15.5 + 6.6 umol/L) and non-dialysis group(15.7 + 4.2 umol/L) than in the
control group( 6.2 + 1.5 umol/L) (p{0.001). But there was no difference of the
homocysteine concentration between the dialysis and non-dilaysis group. In the control
group, the homocysteine concentration showed a reverse correlation with the
concentrations of folic acid(R=0.584, p=0.014) and vitamin B12(R=0.485, p=0.049)
but not with vitamin B6. In the non-dialysis group, the creatinine clearance levels
showed a direct correlation to the homocysteine concentrations( R=-0.575,
p=0.0126), and folic acid concentration { R=-0.541, p=0.0204), but not to the
vitamin B6 and B12 concentrations. The homocysteine concentration showed a reverse
correlation to the both folic acid(R=0.431, p=0.0247) and vitamin B12(R=-0.562,
p=0.023), but not to the vitamin B6 concentrations. In contrary, these correlations
were not seen in the dialysis group.

In conclusion, the homocysteine concentrations showed a reverse correlation to both
the folic acid and vitamin B12 concentrations in both the control and non-dialysis
group, suggesting that hyperhomocysteinemia may be lowered by the administration of
vitamin B12 and folic acid. But these correlations were not seen in the dialysis group.
Hyperhomocysteinemia in the dialysis group does not seem to be lowered by
replacement of folic acid, vitamin B6, and vitamin B12.
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