
Product Name: Zidovudine
Cat. No.: GC10637

Chemical Properties

Cas. No. 30516-87-1

Chemical
Name

1-[(2R,4S,5S)-4-azido-5-(hydroxymethyl)oxolan-2-yl]-5-methylpyrimidine-2,4-dione

SMILES CC1=CN(C(=O)NC1=O)C2CC(C(O2)CO)N=[N+]=[N-]

Formula C10H13N5O4 M.Wt 267.24

Solubility DMF: 30 mg/ml,DMSO: 30
mg/ml,Ethanol: 10 mg/ml,PBS (pH
7.2): 10 mg/ml

Storage Store at -20°C

General
tips

For obtaining a higher solubility , please warm the tube at 37 ℃ and shake it in the
ultrasonic bath for a while.Stock solution can be stored below -20℃ for several months.

Shipping
Condition

Evaluation sample solution : ship with blue ice All other available size: ship with RT , or
blue ice upon request.

Structure

Protocol

Cell experiment [1]:

Cell lines HeLa cells
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Preparation Method

HeLa cells (1×106) were cultured in minimum essential medium Eagle
supplemented with 10% fetal bovine serum. Zidovudine was dissolved in
phosphate-buffered saline and the final concentration was determined by
spectrophotometry at 266nm for Zidovudine. Single drug treatments were: 125,
250, and 500μM Zidovudine. After incubating the cells for 24h, the cells were
harvested for cell cycle analysis by flow cytometry.

Reaction
Conditions

125, 250, and 500μM; 24h

Applications
Zidovudine treatment at 500μM significantly caused an arrest of HeLa cells in S
phase.

Animal experiment []:

Animal models DMDmdx mouse

Preparation Method

The DMDmdx mice were raised under standard conditions. Starting from 4

weeks of age, male DMDmdx mice were intraperitoneally injected twice daily for
4 consecutive weeks with 50mg/kg dose of Zidovudine. Age-matched control
mice received the same volume of phosphate-buffered saline (pH 7.4). After the
treatment, the mice were euthanized by inhalation of carbon dioxide; anterior
tibial muscle (TA), gastrocnemius muscle (GC), and cardiac muscle were
collected for evaluation.

Dosage form 50mg/kg twice daily; for 4 weeks; i.p.

Applications
Zidovudine treatment significantly resulted in a significant reduction in the
mRNA levels of various inflammatory markers in the muscles of mice.
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Background

Zidovudine is a synthetic nucleoside analog that blocks replication of the human immunodeficiency

virus (HIV) by inhibiting reverse transcriptase[1]. Zidovudine has been used as a model compound to

develop a series of related derivatives for viral inhibition studies[2].

In vitro, Zidovudine treatment for 48 hours significantly inhibited HIV-1 activity in primary human fetal

astrocytes (PFA) with an EC50 value of 1.311±0.130µM[3]. Treatment with 500μM Zidovudine for

24h induced upregulation of cyclin D1 in HeLa cells and caused a cell arrest in S phase[4].
Treatment of C2C12 cells with 30µM Zidovudine for 8 days resulted in the accumulation of

dysfunctional mitochondria and increased reactive oxygen species (ROS) production[5]. Treatment
with 1000µM of Zidovudine for 5 weeks resulted in a decrease in checkpoint kinase 1 (Chk1) and

checkpoint kinase 2 (Chk2) in NIH 3T3 cells and interference with cell cycle progression[6].

In vivo, Zidovudine treatment (50mg/kg twice daily; i.p.) for 4 weeks significantly resulted in a

significant reduction in the levels of various inflammatory markers in the muscles of DMDmdx mouse

model[7]. Male OF1 mice were treated with drinking water containing Zidovudine (10mg/kg; p.o.) for

35 days, causing oxidative damage to mitochondrial DNA in the liver of mice [8].
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