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f s ALAS2, erythroid-specific 5-aminolevulinate synthase; ALAD, 5-aminolevulinate
dehydratase; HMBS, hydroxymethylbilane synthase (54 PBGD, porphobilinogen deaminase);
UROS, uroporphyrinogen III synthase; UROD, uroporphyrinogen decarboxylase; CPOX,
coproporphyrinogen oxidase; PPOX, protoporphyrinogen oxidase; FECH, ferrochelatase

B - R4 ALA, aminolevulinic acid; PBG, porphobilinogen; HMB, hydroxymethilbilane;
UROIII, uroporphyrinogen III; COPROgenllIl, coproporphyrinogen III; PROTOgen,
protoporpyrinogen IX; PPIX, protoporphyrin IX

kT ¥ AR—% —% Min, mitoferrin 1; ABCB7, ATP-binding cassette subgroup B member 7;
ABCBI10, ATP-binding cassette subgroup B member 10; SLC25A38, solute carrier family 25
subgroup A member 38; FLVCRI1D, feline lukemia virus C receptor type 1b
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sideroblastic anemia: XLSA)
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FIREEICH B 2 &% <, IMiEEL, Mg 7 =)
FUEO FAE, F U R AREO AL
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IV. KIvo7 4 fE

NAEGBCROF B ED RV 7 2) »
REKIRT BDS, BT 1) VIEIEANLEEK
ROBZONTN2OERKRTIZLD, 20
EOLERFN T TohBNAHEY (=KL
TAN) MK DERETLHIEICL)RIET LR
BOBHTHS Y. BEIZZTI /LT U
RLRIVEE) )= IRV T 1) ARTILE
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V. X REAEHEEBME O MRILT ¢ 1) VI
(X-linked dominant protoporphyria:
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337 IV REERELSELEREEERL T
FEFZIETERHIFBPIC BT B 7 ¥ 3 7 B OwE N
%Mt L72FT, PLP 8 FarlCfEEd 5 L S
EHEZBE AR O 2 51 LA L, MBEPIZBL
BABWIIDEET D LWL E o2 P,
—7J, Z® ALAS2 ® C K ek A CIX BRI



B R EIRRD ALAS OBIEFERE Ll

VLB R T S5, H5WVIEEEIEEX
LA LA SIELPLERIETT S, Lo
Tohk 4 T BAR T RN XLSA O B E TR E &
NTHED P, ELIIRBERIZENT I VBO
BED ALAS2 OB R LA S ¥ 5720,
RNV T 4 ) VIEOESELRN T L 25 L&
AHLNTWAEIERENSL Y Z o)y
20 B IEIRR LB CH B L FEE N
TBEY, 5HOMEOEENFHFIN TV,

2. BRIRI L

PPIX 1328 7% EIZER T 5 & HIGBEBUE =
FRL, IRICERT 2 L FEE - JEAH 0N
&7 %, PPIX IZBKMEDE W20, JRBPICIE
FE ARSI, IR & I EHE A ICHE
MEshs, LizhoT7a bRV T7 1) VEER
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