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A CASE OF 2, 8-DIHYDROXYADENINE STONES WITH A
PARTIAL DEFICIENCY OF ADENINE
PHOSPHORIBOSYLTRANSFERASE
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We report « case of 2, 8-dihydroxyadenine (2, 8-DHA) urolithiasis. A 39-year-old female was
referred to our hospital with the complaint of right flank pain. An X-ray examination showed right

hydronephrosis.

On May 1936, right percutaneous nephrolithotripsy was performed. Infrared spectroanalysis

revealed 2, 8-DHA and calcium phosphate mixed calculus.
activity in erythrocytes was partially deficient.

The adenine phosphoribosyltransferase
ince the opcration, 3C0 mg/cay of allopurirol

has been administered, and there have been no signs of recurrence.
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Fig. 1. KUB shows light calcified shadows
(arrows).

Fig. 2. IVP shows right moderate
hydronephbrosis.

hpf, WBC % /hpl, IRMNBIESE ; B2k, M4 s
iR ; T.P. 7.3 g/dl, Alb 4.1 mg/dl, GOT 181U/l
GPT 291U/1, AIP 9U. y-GTP 82 U/l, LAP 58
IU/l, LDH 232 U/l, BUN 19mg/dl, Cr 1.4 mg/
dl, jRf#% 3.0 mg/dl, Chol. 205 mg/dl, Na 138 mEq
/I, k 48mEq/l, Cl 100 mEqg/l, Ca 10.83 mg/dl, P
3.7 mEq/l, PTH 0.3 ng/ml [LF.

XA R : KUB TR, KHIOZ LKA
My LOBRREBTHCHYLT 5 LECRVAIKIL
BExZor (Fjg. 1). IVP CTHBIIFEEDOKE
w2 L7 (Fig. 2).
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Fig. 3. A photograph of removed calculi:
Removed calculi were fragile and
presented brown and light grey.

WBROMRESTRHER - AR, BRI, B
&L IRAfmE 2 LT\t (Fig. 3). S5RORS 5L
TR KT VR TIT 1. FofSE, 2,8-DHA 70
%, VBN LT 80GOREERTHBZ LHF
WL (Fig. 4). FASMORER TikdH-1cidh
&, IRk 22-DHA g BBELIC LA, WHE
kD GIIAZD A -7\ 3P % “round crystal”
PHUH &t (Fig. 5).

BT, RE2EFEL YARLEDE T Y vAD
ERA 2 HEECH >fo b 5.

7 ¥ = vERREY APRT oRIBic X hvil2z b, &
REAUESEREOHEL LB Z LAMLA TS,
BE R IV REOKMKFO APRT &, T-Hifg
2577 = VRUGREERBRE LORP7 7=~
HPE LIAERYERTSH (Table 1), BEHDAPRT
EYEIER ADED23. 3% B L TR, EHIRT
= VELUEREZERB TR R L, $RRFT 5
~-vi@EEx R L. KEDTXT APRT EiEoE
TaRLIeA, 757 = VELUGFERIEABERZ Y
By, Rp77=viBEBIhich 1.

Table I. APRT activity of erythrocyte, sensiti-
vity of proliferative to adenine analog
and urinay adenine: APRT activity of
a patient and her family was declined.
Only the patient was resistant of ade-
nineanalog sensitivity test and urinay
adenine was detected.

P BEEIC RPPF=>

APRTEM (%) si33m®Bte  (me/gCo)
Patient (39 Y.0) 23.3 37 3 24
Sister (43 Y.0) 41.7 =R N.D.
Son (14 v.0) 43.5 R H N.D.
Daughter (13 Y.0.) 65.8 5B M N.D.
Daughter (11 Y.0) 80.3 =R % N.D.

N.D.: not detected
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Fig. 4. Stone analysis: This pattern was in accordance with 2,8-DHA

and calcium phosphate pattern.
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Fig. 5. 2,8-DHA crystal is called “round
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Fig. 6. A schema of metabolic map of adenine: APRT
changes the adenine to the adenylate,
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77 =v, 2,8-DHA ofligmaitts v, fifitko
28-DHA it LER» I Eh 5. 2,8-DHA #
BiEk, 19744 Cartier HVAUE 1 B WME L TLL
%, Bk TR, ABTIRERH S GHI30HE
hTw5. Van Acker 5 (1977) i1 APRT &tk
REEED 1 BUTO D% APRT EL&KIBIEELH
FLTW5.
FOREITREFRALRDO.001%?, 0.4~1.1%%
BELHEEIRTWS. A LBk APRT KIBE
L AREREERL NS &, BOEHI TR sE L KRS
PIDHRTHB 2, A TRFELKBGE 106, BHXK
BEE1760C, B 6 HITH 7= (Table 2). Van
Acker 52 (1977) i APRT 45 /KIBFEIL, 524K
BIEO~T A TH D, APRT [EHENSETL
TwTh, BREFBEIRE LTS,

Table 2. Cases of 2,8-DHA stone reported in
the West and this country. There
were 1l patients in the West. All
of them were caused by complete
APRT decficiency. In Japan, there were
33 patients. 10 of them were complete
APRT deficiency, 17 of them were
partial APRT deficiency and the others
were unknown,

Number APRT activity

of . Complete Partial
pts. defic’i’ency deficiency unknown

thewest 11 11 0 o

Japan 33 10 17 6

FEE, Bk s\ Tl APRT 20 /RIBLTLA
bOREBHEEL B2, 2,8-DHA #ELHERL
THEGIL E oo S E SR Tz, LasL, KT
O APRT #4GKIBFEL, BAOERIhLHL, #
RO EhicWEegrh, B RBETMERD
ERINBSDODNEETHONEHETHSD. HEHS
(1985) IIHEEDOHK & h 5 APRT #4 KIBHER,
TEKBIED~ T e b L Bls b LHE LTV 5.
CORRAR KT S APRT #4545 /KB © APRT
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wERIh: T-HRYHWT T 7 = VRGN
ABC I WIFELTWA. Liedi-T, EREK S
% APRT 4y RIASEL, ZR APRT GREET O+
ETEAHT, AULEFRBETHHAOTER S gy
Y, #R APRT MBIETF ¥/icil54 APRT K
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EAENER ISRV EE LIS,

Table 3. Relationship between an age
distribution and the number
of 28-DHA stone patient.
There were no patients at the
age distribution from 11 to 20
years old.

Age(Y0) Male Female Total

0~10 8 3 n
11~20 o] ] o
21~30 2 2 4
31~40 4 3 7
41~50 3 3 6
50~ 2 3 5

WA D SR BEFB T2V THRRL
#2. Table 3 iR+ X 510108 % TOPNRAILA, 20
WL EDRAD22AE oD 7 — 7 srmh, 105
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HERTETS 7Y L 2,8-DHA RO
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BHREA% L, RO CHIE SRS oD, K5H
EMH’EL LT D, 2,8-DHA L7 fFEAEK
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ET) VREEDI ER LI U B, R
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Bz 0T h o T BEE LB E T E W U ED X 5T,
APRT 524 /igfESe, BARERO~=HEEHTHD
W RIBE T 2,8-DHA BRI 1o I H It T2
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KEEDTEE LW IFE RS 5 H Tlr S HEEK
i, X 0RO LCORAIC AL Bk oY)
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i, 2,8-DHA $ARARXBEBENREL, X



660 WIRIDE 34% 45 19884

Dz L NSO THBL, AEFTIE 2,8-DHA
L) VEEAIN LT ADBREREBETH - 1otcd XERBE
THote. T, MDA 7Y — = v 7TidRebo
HEROBHCHI » TEFC AN TE LENLHS.
2,8-DHA #iRFEOEIHCH LT, FHFE
ORMBEELRELRETHBA, BRI LLTULT =
FY s —nlrE KTy vERESRES E IR T
5. 707y s —rOEREE LTE, 5~20 mg/kg/
dayt 94 L& xh 1oh, TORBBEYTHLAF
T I AOBEWRL 7Y T F = OB EE
2B EFDOHERITELRRIAVBETHE LN EE
LS. BECI—c 3.3 me/ke/day ~WET S &
SEd bR T VWA, K7 vARDWTIE, 1H
7Y VERIERE & LT 150mg LITFw /s % & 5 igl
LT3, bhbh b 45%KF 2,8-DHA ok
WEBECLTELLREBELTW S FETHS.

=
A aAa

395%, &Pk b ht: APRT 5 /3B X %
2,8-DHA EREXHRE L, HTOXHMEEY N
fe.

REMZDICHID, MEGIL X URKOBEZEE
LT 0 EREFEIRYE Y v v+ iR v v 2 -§5
EZ SR RBRLET.

L BAROFER (5 116 BINRBH 2 2RI A 2T H0
THRELE.
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