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Blood levels and body stores of vitamin A in patients with sickle cell disease

v NRIMEROBATIANEZ O > (HbA) 1, a 71
VY2 ARE B /O V2 RKDFH4 DD 7T 1=y
FOEAREER L TV A, SEIRARMERE (sickle cell
disease, SCD) &, MR THR D 1 OEE L IEIRE
P M—EETFREDDEDSTHY), Ul V%
I—RFLTWS B EE VEETOERIZL - TR
ERASERIRICHE L, MERZELZE LS Z & T4 208
BEEFIESREITY. KENBUT L HIRARMERE DT
7 ¥ >SS (SCD-HbSS, 6 FHHDT I A7V
I VPO VB LIS T )V EKRETH
D) O/NBEETIE, MFELF/ — VIBEMKETH
HTENHEEINTVED, SCDICBITALEY I VA
BRELEFEEICOVWTIRIIEAETSN TV WY,
T, Ford & ¥ X SCD-HbSS HEDRANLE ¥ 3~ A
I E DR R L AEETHY), ¥F I AH
MO EICRKE R EE G2 2w e OREER R T ]t
L7, AR, SCD-HbSS BHDEANIZEBIT LY
53V A DHREIZOWTHESGORFZE DR & BUK % 4
5.

Schall 5 2%, 74 I 77 1 7/ANEIREEOBE
PORMERE > F —12BWT, 2025 9.9 D SCD-
HbSS Ot 66 A (B39 N, BIE27 N) ZxfRE L
T, MELF/ —VIgEZIEL. TOME o
5 @ SCD-HbSS H# 66 A 44 A (67%) 1 E 1k L F
J = Vi BEH® 30 pg/dL i (suboptimal, ANE) TH 1),
3B 11 A (17%) 1% 20 pg/dL Kiifi (deficient, KZ) T
Hotz. Tz, WIZERHME | FERMCHERE 1 A4
2B ABERH Y, ABHBIZEEHI S HHTH-
2. TNHEDOABREDKIZ D 1 ITEFRHICELHDTH
D, #3TD1IERBICIDLLDOTH -7, MiFLF
J — VI FE A suboptimal TdH 5 EH 1L, ML T/ —
JVIEFEDS 30 pug/dL LLE (normal, 1E%) OBEIZHART
ABEEE D HEIZE L (28£2.0vs 0.7+0.8), AFFA
BeHBLEFICEL o7 (6858 vs 1.4 1.8) . Schall
5 2%, SCD-HbSS HBHE S, 5 HFH o e 3 M o 1 %
BHZER ARV H$ 2 12X o T, 1B 72 MLk % MR RE

L, ENHGER TR RAEIREICR > T AT EE
PEEEHL VWD, Zhick), oAy s
HCThrbmiELF / — V&Y /87 H (plasma
retinol-binding protein, RBP4) > b 7 ¥ A ¥ 4 L F »
(transthyretin, TTR) @ Ifil #1 & £ A5 4> L, SCD-HbSS
BEOMALF /) - VEEOKTZEREI LTV
DTIE WP EELELTnwD. SCDEEIIHLT, b
Fod VRFEEY (BRLFLRVIRREAE O
Y'Y HbF 28N 5), B>, s ©
GAIMIZ X YRS Ebh Mz i) 2 & CTHIBM:
RERRRE T MH SR A IS §) , W) 70 MG 7
79 2 &C, AFEDOMHE L BB oM ISR Lz s
DMEDVAEIET A, Schall 5 V1%, €% I v A OHiFE
%% SCD-HbSS & D ABERIE A2 W S L, RS % L
ET L2008 )V EODRRPL L R DDOTIE R VA
EIRRT VG,
AENIZBWCHET, Ih LT — VgL EE
MEFFRRIE 1O X o T MR TB Y, EH M
FRCLERESY IV AL, HFRICEHFE S TnwD, £
CCFord HY1E, avN—F AV NEFLEELF
7 — VAR R & BV T, SCD-HbSS B3 & i
HOEY Iy AlFEEEHEE - T s iz, ¥
IV AFEGHIHO SCD-HbSS FHEDE ¥ 3 ¥ A Bk
EOHEE - L7, LT — VRN L,
ERMVATER I N Y I 0 A ZRO%KS L, —
SERE P2 2 MY~ 7V 2 3R €, Mg ofE#kL
F )= VOEEZIET LI ETHRADE Y I v Al
HEE T AFEOIETHE. T, —EORM
R CHREOMEY » 7 VAL, Tho0T7—4%
FLEICLTMHPOE Y I v ADEEREKNTDS
i, BEEEAEEO 85— F XY MG TET
WET B2 LTS 2FEDOZ L2 a8 — X »
FMETIFEL VS ZNEDOFEE FH TR L 724
H SCD-HbSS BRED VY ¥ I ¥ A D4 HHFiE & (total
body stores, TBS) (&, MR Zxf A& L Tl3L A
EEDLSTHEEITMN 572 F 72, SCD-HbSS B#H



15 (2 B)2025)

WA LT 8MEIZh ) ES
&%Lt#,&%%%fnmdﬁ%&%%%ﬁé&
o7z Ford 5 V1E, ZOfEREA 5 SCD-HbSS EH~
DEY IV ADHRIIENE Y I AIFEE O
O SHT, SCDAY Y I v ARBICKIZTE
BIZOWTHLPIZTAIIZE SR AMENLEE L
TW5,

UEo#iEs w5 L, SCD-HbSS A& 1L faHE 72
XRREICERTMP Y Y I ABREDPET L TWwi.
TEH EEFR B DS L T W ERET B &, N
EYIVAFHEEDETLTWwWSEEZ LN, L
L, Iv8%— A Y NEFVEB X ORMESRE L
FW7ZANTIZ L 1), SCD-HbSS HEDRANE ¥ 3~
I L EE LB EDb L VW EfESN. 2
DIFREIL, RBP4 X TTR OEAMKTFIZL Y, FEL» S
m$«®E&:‘A%E%ﬁﬁﬁTLtﬁ%?@ét
fEFC & 4. FEES, SCD-HbSS & 2B\ T RBP4 &
TTR DIMHEEAMET L CTW5A 2 & A Finan 5 ¥ 12X -
THE SN TS, RBP4 X TTR IZEEIRAEZ KML4
58 YT ETHY, @Y7 REMAR AT SCD Ol
PWETLEOREVIL, TOFEZEAEETLLOT
H5.

BIfEDLZ 2, SCDORHEELLTEY IV AD
BOFEGEHMENEEIE L 2VHERETH- 2. 414,
RBP4 X° TTR DI EEZ EHD D L) %, #Hil-kT 7
O —F 2 X2 EREOREI DL, SCD IRED R
BT A Z EDIEE NS,

YADYT) AL MR

Key words: sickle cell disease, vitamin A, compartmental
analysis, plasma retinol-binding protein,

transthyretin

Department of Laboratory Medicine, The Jikei University
School of Medicine 3-25-8, Nishi-Shimbashi, Minato-ku,
Tokyo, 105-8461, Japan

Taiki Sunaga, Yoshihiro Mezaki

TR SRR R A TR R R 4

ok ZHE, B =04

MM ECHE - HET RS D% L

(2024.11.21 521+%)

MY 7R 15

X ®

1) Ware RE, de Montalembert M, Tshilolo L, Abboud MR (2017)
Sickle cell disease. Lancet 390, 311-323

2) Schall JI, Zemel BS, Kawchak DA, Ohene-Frempong K, Stallings
VA (2004) Vitamin A status, hospitalizations, and other outcomes
in young children with sickle cell disease. J Pediatr 145, 99-106

3) Ford JL, Green MH, Brownell JN, Green JB, Oxley A, Lietz G,
Schall JI, Stallings VA (2023) Use of compartmental modeling
and retinol isotope dilution to determine vitamin A stores in young
people with sickle cell disease before and after vitamin A
supplementation. J Nutr 153, 2762-2771

4) Ferster A, Tahriri P, Vermylen C, Sturbois G, Corazza F, Fondu P,
Devalck C, Dresse MF, Feremans W, Hunninck K, Toppet M,
Philippet P, Van Geet C, Sariban E (2001) Five years of
experience with hydroxyurea in children and young adults with
sickle cell disease. Blood 97, 3628-3632

5) Styles LA, Vichinsky E (1994) Effects of a long-term transfusion
regimen on sickle cell-related illnesses. J Pediatr 125, 909-911

6) Prasad AS, Beck FW, Kaplan J, Chandrasekar PH, Ortega J,
Fitzgerald JT, Swerdlow P (1999) Effect of zinc supplementation
on incidence of infections and hospital admissions in sickle cell
disease (SCD). Am J Hematol 61, 194-202

7) Heyman MB, Vichinsky E, Katz R, Gaffield B, Hurst D, Castillo R,
Chiu D, Kleman K, Ammann AJ, Thaler MM, Lubin B (1985)
Growth retardation in sickle-cell disease treated by nutritional
support. Lancet 1, 903-906

8) Finan AC, Elmer MA, Sasanow SR, McKinney S, Russell MO,
Gill FM (1988) Nutritional factors and growth in children with
sickle cell disease. Am J Dis Child 142, 237-240



