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Primary Source - Application
Type Monoclonal WB 0.1 yg/mL
Immunogen AGE4-BSA HC Not tested
Raised in GANP mouse ICC Not tested
Myeloma P3U1 ELISA 0.05 pg/mL
Clone number 14B5 FCM Not tested
Isotype 1gG1 Neutralization |Not tested
Source Serum Free Medium IP Not tested

Purification notes

ProteinG

Cross Reactivity

Every animal species

Concentration 0.25 mg/mL

Contents (Volume) 10 pg (40 plLivial)

Label Unlabeled

Buffer PBS [containing 2 % Block Ace as a stabilizer, 0.1 %Proclin as a bacteriostat]

Storage Store below —20 °C. Once thawed, store at 4 °C. Repeated freeze-thaw cycles should be avoided. This product is generated from GANP®

Anti AGE-4 Monoclonal Antibody (Clone No. 14B5)
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250kDa = Western blotting
— —_—
150kDa 1; AGE1-BSA (glucose -modified)
100kDa = 2; AGE2-BSA (glyceraldehyde -modified)
75kDa == 3; AGE3 -BSA (glycolaldehyde -modified)
4; AGE4 -BSA (methylglyoxal -modified)
F 5; AGES -BSA (glyoxal -modified)
.5 4 6; AGE6 -BSA (3-DG -modified)
7; CML -BSA (carboxymethyllysine -modified)
50 kDa | 8; CEL -BSA (carboxyethyllysine -modified)
9; BSA
Note

The products of the nonenzymatic glycation and oxidation of proteins, lipids and nucleic acids, the advanced glycation end-products (AGEs), accumulate in various pathological conditions, such
as diabetes, inflammation, renal failure, and aging. AGEs accumulate at site of microvascular injury in diabetes, including the kidney, the retina, and within the vasculature. The enhanced
formation of AGEs also exists in various disease, such as atherosclerosis, Alzheimer's disease, end-stage renal disease (ESRD), rheumatoid arthritis and liver cirrhosis.

AGEs can arise not only from glucose, but also from dicarbonyl compounds, short chain-reducing sugars and other metabolic pathways of glucose. Methylglyoxal (MG) increases in diabetes and
can modify proteins rapidly and form AGE-4. It has been showed that exogenously added MG has a strong synergistic effect on TNF-induced cell death and AGE-4 is formed during TNF-induced
cell in death mouse L929 cell, and that increased MG and AGE-4 levels induce apoptosis in mycobacterial-infected macrophages. It also has been demonstrated that MG rapidly modifies the PTP
covalently and stabilizes the PTP in the closed conformation in rat liver mitochondria. Moreover, it has been showed that an increase in intracellular MG concentration inhibit the insulin

signaling pathway and leads to an insulin-resistant state in L6 muscle cells.

This antibody is specific to AGE-4 and will be useful to research for diabetes, chromic diseases associated with aging and diabetic complications, cell death.
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. Not for diagnostic use. The safety and efficacy of product in diagnostic or other clinical uses has not been
established.
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. Harmful by inhalation, in contact with skin and if swallowed. Do not breathe dust. Avoid contact with skin and eyes.
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If contact with skin and eyes, wash all affected areas with large volume of water. If inhaled remove to fresh air. In
severe case obtain medical attention.
Wash hand thoroughly after handling the product.
Do not use this product if container is broken or some contaminants are detected.
. When preserving the product, Close the container, ensure it does not fall aside or down.

. Dispose of the container and expired reagents in accordance with federal, state and local government regulations.
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. Do not use the container and accessories of the product for other purpose.
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