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[ MERZ X 5 dihydropteridine reductase
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BERGR: 80 smoles Tris- HCZ ( pH 7.6 )
0.1 #moles ferricytochrome C
0.1 £moles NADH
20 #moles 6- MPH, ( 6-methyl-5, 6, 7-tetrohydropteri-
Bzk b5 dine)
total 2me
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PKUBE CHEREETS o/ :

SLIHDHPRFiEZANTe + OFF, BHIMER, BFRAEGHIEMIRIC oW TREFEI ST
2AT o R BMERICENTF 3 & O BEARMEIFMIE & B EmC b U DHP RBFEET H T &
EE 1o (a3 g By

#Z% . i TDHP RKIBEOZHIGF GBI Ml 2 H» Tfibh T, &
SHRBREERIOAT LEN S, FBRICREE2ETIREAYD o ko KIEERRM 3 ne TEHT
HEETHY, B7 == 7 2 = MAEDEFZHICERD THRTH 2 LBbI s,

X B
- Narisawa, K-, Tada, K. et al, . Usefulness of leukocyte enzyme
assay for the diagnosis of dihydropteridine reductase deficiency.

C. C. A. ®fEH

TABLE 1 DIHYDROPTERIDINE REDUCTASE ACTIVITY IN LEUKOCYTES

DHPR ACTIVITY*

(NMOLES CYTOCHROME C REDUCED MIN"! MG™!

PROTEIN)

PATIENT M, §,* UNDETECTABLE
PATIENT K, §,%** UNDETECTABLE
FATHER 114
MO THER 121
CLASSICAL PKU T, I, 30.9
CLASSICAL PKU K, I, 22.9
CONTROL ( N=28 )

MEAN +SD 250 + 52

RANGE 16.8 — 35.4

% DHPR ACTIVITY WAS ASSAYED ACCORDING TO METHOD I
%% DHPR /KIEfE
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