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Product Name: Ginkgolide B

Cat. No.:

GN10453

Chemical Properties

Cas. No.
SMILES

Formula

Solubility

General
tips

Shipping
Condition

Structure

Protocol

15291-77-7

O0=C10[C@@]2(H])C([C@@]([C@]([C@@]3([H])OC4=0)([C@]4([H]) C([H)([HNIH])O[
H])10[C@]5([H])OC6=0)(C3([H])O[H])C5(IC@@]6([HN)OH) C(C(C(H) (HNIHN(C(HN(
HDIHDCAHDHDIAD(HDC2((HNIH]

CopH24010 M. Wt 424.4

DMF: 25 mg/mI,DMF:PBS(pH 7.2) Storage  Store at 2-8°C Dry, sealed and
(1:1): 0.5 mg/ml,DMSO: 14 mg/ml protect from light

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

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

Cell experiment [1]:

Cell lines

Human umbilical vein endothelial cells

Caution: Product has not been fully validated for medical applications. For research use only.

Tel: (909) 407-4943 Fax: (626) 353-8530 E-mail: tech@glpbio.com
Address: 10292 Central Ave. #205, Montclair, CA, USA



https://www.glpbio.com/

Good Laboratory Practice Bioscience

.z;gix. G L p B I 0 Peptides, Inhibitors, Agonists

Product Data Sheet

Human umbilical vein endothelial cells (HUVECs) were cultured in RPMI-1640
supplemented with 10% (v/v) FBS and grown in a humidified incubator
containing 5% CO» at 37°C. Ginkgolide B or RIF was dissolved in DMSO and

Preparation Method diluted with RPMI-1640. The final concentration of DMSO never exceeded 1%.
of the total culture volume. The cells were seeded in 6-, 12-, or 24-well culture
plates for each experiment and treated with various concentrations(30-300uM)
of ginkgolide B for 24h. Then cells were collected for further analyses.

Reaction
30-300uM; 24h
Conditions H
Ginkgolide B dose-dependently increased PXR nuclear translocation,
o upregulated CYP3A4 and MDR1 expression, attenuated doxorubicin- or
Applications

staurosporine-induced apoptosis, and suppressed TNF-a-induced THP-1 cell
adhesion and expression of VCAM-1 and E-selectin.

Animal experiment [2]:

Animal models Sprague-Dawley rats

Caution: Product has not been fully validated for medical applications. For research use only.
Tel: (909) 407-4943 Fax: (626) 353-8530 E-mail: tech@glpbio.com
Address: 10292 Central Ave. #205, Montclair, CA, USA



https://www.glpbio.com/

Good Laboratory Practice Bioscience

.z;gix. G L p B I 0 Peptides, Inhibitors, Agonists

Product Data Sheet

Preparation Method

Dosage form

Applications

A total of 150 male clean healthy Sprague-Dawley rats, weighing 250-280g and
aged 8 weeks were randomly assigned to three groups: sham, middle cerebral
artery occlusion (MCAQO) and MCAO + Ginkgolide B (n = 50 per group). A
cerebral ischemia/reperfusion model was established. In brief, a 4-0
monofilament nylon thread was inserted into the right common carotid artery to
obstruct the middle cerebral artery (MCA) for 90 minutes, and then the thread
was withdrawn. In the sham group, the thread was inserted into the right
common carotid artery without reaching the bifurcation between the MCA and
anterior cerebral artery. Ginkgolide B at 20mg/kg was intraperitoneally
administered immediately and 6 hours after ischemia, and thereafter once daily.
In the sham and MCAO groups, an equal volume of normal saline (2mL) was
intraperitoneally administered with the same schedule. In each group, rats
received intraperitoneal injection of bromodeoxyuridine (BrdU) at 50mg/kg three
times (once every 4 hours) within 12 hours. Then, 4 hours after the last injection
of BrdU, the rats were sacrificed for assessing the proliferation of NSCs. At 3, 7
and 14 days after surgery, neurological function was evaluated (n=5 per time
point for each of the three groups). These rats were then sacrificed for
immunohistochemistry, real-time quantitative polymerase chain reaction (RT-
PCR) and western blot assay (n=5 per group, for a total of 45 rats for each of
the three assays).

20mg/kg/day for 14 days; i.p.

Ginkgolide B significantly reduce the volume of cerebral infarction and the
neurological deficit score.
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Background

Ginkgolide B is a terpene lactone extracted from Ginkgo biloba leaves and is a specific antagonist of
platelet activating factor (PAF), with an ICg5( of 3.6|J|\/|[1]. Platelet activating factor (PAF) is a
phospholipid inflammatory mediator that rapidly activates platelets, white blood cells and endothelial

cells by binding to PAFR, amplifying inflammatory and thrombotic responses[z]. Ginkgolide B has
antioxidant, anti-inflammatory, anti-tumor, and anti-apoptotic activities and is commonly used for

research on ischemia/reperfusion injury, neuroinflammation, and tumorsl3-9].

In vitro, treatment of Human umbilical vein endothelial cells (HUVECs) with Ginkgolide B (30—300uM;
24h) dose-dependently increased PXR nuclear translocation, upregulated CYP3A4 and MDR1
expression, attenuated doxorubicin- or staurosporine-induced apoptosis, and suppressed TNF-o-

induced THP-1 cell adhesion and expression of VCAM-1 and E-selectinl®].

In vivo, in rat model of cerebral ischemia/reperfusion injury, Ginkgolide B(20mg/kg; i.p.; 14days)
significantly reduce the volume of cerebral infarction and the neurological deficit score, increased the
proportion of nestin-, neuron-specific enolase- and glial fibrillary acid protein-positive cells, increased
the mRNA expression of brain-derived neurotrophic factor(BDNF) and epidermal growth factor(EGF),
and increased the expression levels of BDNF and suppressor of cytokine signaling 2(SOCS2) in the

ischemic penumbra[7]. In pentobarbitone or ethyl carbamate-anaesthetized guinea-pigs, Ginkgolide
B (1mg/kg; i.v.; 1h) inhibited bronchoconstriction, the hematocrit increase and the accompanying

thrombopenia and leukopenia induced by PAF-acetherlS].
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