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|[BACKGROUND

|

|APPLICATIONS |

Human liver contains isoforms of dihydrodiol dehydrogenase (DD1, DD2, DD3
and DD4), which belong to the aldo-oxo reductase/aldo-keto reductase (AKR)
superfamily, have 20a- or 3a-hydroxysteroid dehydrogenase (HSD) activity.
DD1 is also designated AKR1C1, DDH or DDH1, while DD2 also can be desig-
nated AKR1C2, dDD, BABP or DDH2. AKR1C3 and 3a-HSD are alternate des-
ignations for human DD3 (which is referred to as AKR1C18 in rodents), while
DD4 also can be called AKR1C4, CD, CHDR or AKR1C6 (in rodents). DD1 and
DD2 are 20a-HSDs, whereas DD3 and DD4 are the 3a-HSDs. The multiple
human cytosolic dihydrodiol dehydrogenases are involved in the metabolism
of xenobiotics, such as polycyclic aromatic hydrocarbons, pesticides and
steroid hormones, and are responsible for the reduction of ketone-containing
drugs by using NADH or NADPH as a cofactor. The 200.-HSD catalyzes the
reaction of Progesterone to the inactive form 20ai-hydroxy-progesterone. The
3a-HSD is a cytosolic, monomeric, NADPH-dependent oxidoreductase that
reduces 3-keto-5-dihydrosteroids to their tetrahydro products. DD1 and DD2
are ubiquitously expressed, whereas DD4 mRNA is restricted to the liver.
DD3 is a unique enzyme that can specifically catalyze the dehydrogenation of
trans-benzenedihydrodiol and trans-naphthalenedihydrodiol.

[ CHROMOSOMAL LOCATION

Genetic locus: AKR1C1/AKR1C2/AKR1C3/AKR1C4 (human) mapping
to 10p15.1; Akr1c6/Akr1c18 (mouse) mapping to 13 Al.

|SOURCE

DD (C-12) is a mouse monoclonal antibody specific for an epitope mapping
between amino acids 11-45 near the N-terminus of DD3 of human origin.

[PRODUCT

|

Each vial contains 200 pg 1gG,;, kappa light chain in 1.0 ml of PBS with < 0.1%
sodium azide and 0.1% gelatin.

DD (C-12) is available conjugated to agarose (sc-166297 AC), 500 pg/0.25 ml
agarose in 1 ml, for IP; to HRP (sc-166297 HRP), 200 pg/ml, for WB, IHC(P) and
ELISA; to either phycoerythrin (sc-166297 PE), fluorescein (sc-166297 FITC),
Alexa Fluor® 488 (sc-166297 AF488), Alexa Fluor® 546 (sc-166297 AF546),
Alexa Fluor® 594 (sc-166297 AF594) or Alexa Fluor® 647 (sc-166297 AF647),
200 pg/ml, for WB (RGB), IF, IHC(P) and FCM:; and to either Alexa Fluor® 680
(sc-166297 AF680) or Alexa Fluor® 790 (sc-166297 AF790), 200 pg/ml, for
Near-Infrared (NIR) WB, IF and FCM.

Blocking peptide available for competition studies, sc-166297 P, (100 pg
peptide in 0.5 ml PBS containing < 0.1% sodium azide and 0.2% stabilizer
protein).

Alexa Fluor® is a trademark of Molecular Prabes, Inc., Oregon, USA

|STORAGE

Store at 4° C, **D0 NOT FREEZE**. Stable for one year from the date of
shipment. Non-hazardous. No MSDS required.

|RESEARCH USE

|

For research use only, not for use in diagnostic procedures.

DD (C-12) is recommended for detection of DD1-4 of human origin and
Akr1c6 and Akr1c18 of mouse and rat origin by Western Blotting (starting
dilution 1:100, dilution range 1:100-1:1000), immunoprecipitation [1-2 g
per 100-500 pg of total protein (1 ml of cell lysate)], immunofluorescence
(starting dilution 1:50, dilution range 1:50-1:500), immunochistochemistry
(including paraffin-embedded sections) (starting dilution 1:50, dilution range
1:50-1:500) and solid phase ELISA (starting dilution 1:30, dilution range
1:30-1:3000).

Molecular Weight of DD: 34-39 kDa.

Positive Controls: Hep G2 cell lysate: sc-2227, COLO 205 whole cell lysate:
sc-364177 or Ab49 cell lysate: sc-2413.

DATA

DD (C-12) HRP: sc-166297 HRP. Direct western blot
analysis of DD expression in AN3 CA (A), Hep G2 (B),
A549 (C), COLO 205 (D) and Caki-1 (E) whole cell
lysates.

of formalin fixed, paraffin-embedded human testis
tissue showing cytoplasmic staining of Leydig and
myoid cells.
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[PROTOCOLS

See our web site at www.scbt.com for detailed protocols and support
products.
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