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A prospective study of vitamin B6, B12, folate, and homocysteine
measurement was carried out in 7 kidney transplant(KT) recipients and 5
patients with acute renal failure(ARF) who showed typical symptoms
associated with the oliguric and polyuric phase. The first sample for the
basal level was drown on the morning of KT day before the start of
cyclosporine injection in the KT group and when the urine volume
increased above 500 ml/ day in the ARF group. There after, serial blood
samples were taken every day until the serum creatinine level decreased
below 1.5 mg/dl and then every 2 or 3 day until discharge. The basal level
of the total concentration of plasma homocysteine was 14.2 + 5.1 pmol/L
in the KT recipients and 30.0 = 11.4 pmol/L in the ARF group(p<0.01).
The folate level was 39.4 * 28.7 ng/ml in the KT recipients and 41.6
36.1 ng/ml in the ARF group(p<0.01). The vitamin B12 level was 903.4 +
145.8 pg/ml in the KT recipients, and 769.8 + 314.2 pg/ml in the ARF
group(p<0.01). The vitamin B6 level was 6.3 + 2.3 ng/ml in the KT
recipients and 9.7 + 8.6 ng/ml in the ARF group(p<0.01). The levels of
homocysteine decreased progressively through the diuretic phase of ARF
simultaneously with the levels of folate, vitamin B6 and B12. But in the
KT recipients, contrary to our expectation, the level of homocysteine
rebounded a few days after KT following a transient decline.

In conclusion, we believe that hyerhomocysteinemia is common in KT
recipients with cyclosporine. It is therefore important to pay due attention
to hyperhomocysteinemia in KT recipients, especially when the recipients
have an atherosclerosis related complicatizn. '
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FATHAES HEALE T FUARY NERA AP WIARAFT 84N AFY FE dleld, 2
AATAF 8R4 FHREHS AYARRe 9%, Ty, 1¥L, AYRUIF, T, 2APEF, o
homocysteine ¥, AFAHEE Tol ¢4 Ak H20 A8 AP A vIIEVINY F7hs AR
8- 8 A\ (fibrinolytic system)?] o] 4= FURHY HEAA2 Bas1 gict ol AR FL& FAFHMD DT B
SR PREPD F)f A FREHS] HEAAANA 8 ¢, AL} AP AA9 Aot UdeAE golr, &
TollA] 239 FRAAE gotinA, 49 3MLE FHLEE AY 21 As Aoz 9FE 89
o AFNBAG 1799 EXFHPAE ddoz £ dTE Adag
1 A3, A48, 2xie §F, dad%A 9 HZA, 28994 389 AAY, Y Fole F @ Alo]ol zto)
7t e}, F4A2]2k20.2423.2 vs. 8.5:4,5months, p<0.05)% H-EPO §93(79.3 vs. 47.1%, p<0.05)%= HD T4 9]0}

oA g dAciEaEE ¢ 2 Alold Aozt gidled, PDEAA FRFLMTE2EL U A %R
(540.3+696.7 vs. 90.32142.3pg/ml, p<0.05) B R N-L oo} 1A ¥okrh(3.5920.55 vs. 3.8820.47g/dl, p<0.05).

2. A2 FANY & FYZEE(TCH177.9£30.7 vs. 147.5+31.8mg/dl, p<0.05)# LDL F 8l A€ Z(LDL-C)(108.3224.3 vs.
83.5226.4mg/dl, p<0.05)& PD T A 29| ¢lA ¥ }eov, HDL & 26 & (HDL-C), TC/HDL-C, lipoprotein(a)(Lp(a))
% Z24ARY FrE §F T Aold Aels} gisid

3, AWAAAE A42 9428121129 vs. 355.2£120.9mg/dl, p<0.05), FVII(177.0£26.2 vs. 140.1+34.4%, p<0.05)%}
plasminogen activator inhibitor-1(PAI-1)(20.9x11.6 vs. 15.4£10.0ng/ml, p<0.05)%= PD ZolA &jv] 1A ER T, tissue
plasminogen activator(iPA)= ¥ & Atojo} Ato}7} gigich .

4. HD 2 TC3} LDL-C(r=0.91,p<0.05), Lp(a)r=0.33, p<0.05), %A }@=044, p<0.05) A}leol, LDL-C 7
Lp(a)r=0.35, p<0.05), 34 A ¥1=0.45, p<0.05) Alols} AH2 Y3 Lp(a)yr=0.34, p<0.05), PAI-1(r=0.55, p<0.05) Ate]
o o gl ¢ FPBAE B2, Y LFUH} FHA2L9@=-043, p<0.05), Lp(a)(r=-0.38, p<0.05), PAI-1(r=-
0.31, p<0.05) A}o]g} HDL-C ¢ %4 A¥(r=-0.42, p<0.05) Alolol & ov] 2l &9 4@BAE B PD FAA
E TC 9} FVII(=0.623, p<0.05), 34X B(r=0.61, p<0.05), 2F2F(1=0.58, p<0.05) Atolol 9] U= ¢ Ja@
AF 2QD, §3 9998 AF249(=051, p<0.05), 54X Hr=-0.52, p<0.05) A}o], TC &} Lp(a)r=-0.53, p<0.05),
tPA(r=-0.50, p<0.05) A}ol2t FVII B tPA(r=-0.50, p<0.05) Akelol U] Sl &4 FAEAE ZAT

oj4e ARz BUFAEE gAFHEA] usd TR HEAPe] S o2 ASHY, A
AfagiA9 T4 AERUIEF L AFgA o3 dB90] g ez 4REr.
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