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WFZER R OB (J£30) : Bacterial expression and purification of CBR1, CBR3 and AKR1A1
fused with 6xHis cluster was successfully carried out. Kinetic analyses revealed that some
extracts from fruit or vegetable strongly inhibit the enzymatic activities of CBR1 with ICso
of approximately 0.03% (v/v). Furthermore, the inhibitory effects were detected in cells.
One of food additives, BHA, was found to enhance the transcriptional activity of CBEI gene
through the activation of transcription factor, Nrf2. Isatin, a substrate of CBR1, was found
to exacerbate kidney ischemia/reperfusion injury in rats, suggesting that CBR1 is a novel
potential target for pharmacotherapy.
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R, A L, OIS X0 Al 2 v
N AR B 1T,

Ni" BT L~T 7T A%, elution buffer
(50 mM potassium—phosphate, pH 8.0, 300 mM
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HL7,
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N7y o 7o, CBR1 O Fe S 72 il D (& fifi 2 B
Fe97=02i%, MEMEOEVY CBR3 DOREER:
FHIRNECHERERIAR R - Z2HMEIC OV TR
FTDHZLENMAETH o, DD, CBR3
WCOWTEEFRILFMEE 2R D & &
(2, CBRL & OBERERIFHFIME « 22 BMEIZ DOV T
HARE L7z,

Fig. LIZR LK X TR BT E21E
L. His Z Za s 78 e L TR L
7o TNHIZOWTTANEETH D
menadione X2 4-benzoylpyridine {22V,
BE SRR PR 21T 5 72,

Catalytic triad
Rassmann-fold

sssssssssss quence Lysie7 Substrate-binding

Ser13g Tyri83 [ leop

+
CBR1 n ] [ = ares
CBR3M VO [ ¢ o

CBRILIN3  n B Dic :
CBRILIC3  n1 (] B -
CBR1LIrNC3 np - -:-C 2
CBR3LICY L [ j—

CBR3

Tas
CBR1/3 e — U

LirN LirC
(140-159) (230-244)
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ZFOfE R CBR3 IZ CBRL 1T TT A h
BT HDEBRIEENMEWNZ ERHA LN E
Teott, SIbic, EEME L —T7HEE(LirC)
WARAE L ClEEETEMEAY CBR1 A, CBR3 Ml & 7¢
L2 Emn, WEEGNV—THEENENENR
Da=— 7 RERIEEICEETHL L
B 5202 L7z (Table 1),

menadiona d-henzoylpyridine NADPH

Ko ew ool K Ko hew kK Ke K

CBR1 30 40 14 360 400 11 62 12
CBRa/t 48 10 22 400 270 068 a3 021
CBR1LirN3 34 Eil 12 380 140 037 74 57
CBRILIrC3 48 0079 00016 470 037 000079 18 71

CBRALIrNG3 42 0053 00013 420 020 000048 19 73
CBR3LIrC1 45 59 13 450 64 014 a8 066
CBR1/3 65 088 0014 360 12 00033 a2 21

CBR3 54 032 00058 300 070 00023 28 5
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