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AUTOPHAGY ANTIBODIES :

Abcepta: your partner
N autophagy researcn

Abcepta has the most extensive collection of autophagy antibodies. From
the hallmark autophagy antibody LC3 to the newest autophagy antibodies
such as LAMP and APG1, Abcepta offers the most relevant, qualified
antibodies for autophagy research. Its expanding collection includes

hundreds of antibodies targeting autophagic proteins.

Autophagy is a catabolic trafficking pathway for bulk destruction/turnover of long-

Table of Contents lived proteins and organelles via regulated lysosomal degradation. This process has
Abcepta and Autophagy recently been shown to be important in cancer, neurodegenerative diseases, and
5 : Autophagy, a Survival Guide

: cardiovascular diseases. The process consists of sequential signaling, sequestration
i Product Focus

: of cytoplasm, formation of a unique double membrane vesicle (autophagosome),
89 LC3: A Hallmark Autophagy

: Protein targeting of the completed vesicle to the lysosome followed by docking and fusion,
10-12 Autophagy Antibodies and breakdown. Detailed reviews of autophagy and its associated proteins can be
13 Additional Autophagy Products found on page 4.
13 | Legends

14 Autophagy Literature Network
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Major proteins associated with autophagy and their interactions during the autophagy process.

The network above is from the Abcepta Macro Autophagy wall chart, an overview of the autophagic process.

Cancer

Blocks tumor growth.

Favors tumor growth. Makes cells unable to enter autophagic cell death after
exposure to anticancer treatments.

Favors survival of cells in low-vascularized tumors. Favors removal of damaged
intracellular macromolecules after anticancer treatments.

Prevents survival of cells in low-vascularized tumors. Increases efficiency of
anticancer treatments because damaged macromolecules cannot be eliminated.

Promotes elimination of the cytosolic autophagic vacuoles and protein aggregates.

Results in the accumulation of autophagic vacuoles that weaken skeletal and
cardiac muscles.

If hyperactivated could result in muscle waste.

Neurodegeneration

Favors removal of cytosolic protein aggregates.

Increases accumulation of cytosolic protein aggregates.

Destroys irreversibly damaged neurons by autophagic cell death.

Results in accumulation of autophagic vacuoles that alter vesicular trafficking.

Favors removal of neurotransmitter vesicles and damaged organelles.

Prevents removal of damaged organelles and neurotransmitters vesicles.

Cytosolic release of neurotransmitters induces apoptosis.

Provides energy and membranes for regeneration.

Slows down regeneration.

Contributes to the elimination of bacterial and viral particles.

Offers a survival environment for the bacteria that are able to inhibit
autophagosome maturation. Facilitates viral infection.

Occurrences that favor progression of the disease are noted in light gray boxes.
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Autophagy, a Survival Guide

Two cellular instruction sets regulating survival/extinction at the individual level

of shortlived proteins (the ubiquitin pathway) and at the grand level of the cell
(apoptosis) have received great attention over the last fifteen years; the emerging
details have advanced both fundamental research and therapeutic initiatives.
Autophagy, the third leg on this stool, is a catabolic trafficking pathway for

bulk destruction/ turnover of long-lived proteins and organelles via lysosomal
degradaton. Newer techniques permitting the identification within the last decade
of the full set of autophagy genes in yeast, the discovery of human homologues
tied to specific disease states, and the definition of signaling pathways regulating
autophagy have accelerated interest in elucidating the full molecular details of this
important process.

General Mechanism

Autophagy consists of signaling, sequestration of cytoplasm, completion of vesicle
formation, targeting of the completed vesicle to the lysosome/vacuole followed by
docking and fusion, and breakdown. In higher eukaryotes, the lysosomal pathway

of intracellular degradation is further partitioned into three distinct pathways:
macroautophagy, chaperone-mediated autophagy, and microautophagy. Macrophagy is
the subject of this brief review.

Macroautophagy begins with formation in the cytoplasm of the autophagosome,

a double membrane vescular structure. The autophagosome engulfs cytoplasmic
proteins, lipids, and damaged organelles such as mitochondria, endoplasmic reticulum,
and ribosomes. The autophagosomal outer membrane fuses with the lysosome in
mammalian cells to deliver the sequestered cargo. The inner membrane of the fused
structure (autophagolysosome), dissolves, and digestion of interior contents by lysosomal
hydrolytic enzymes generates nucleotides, amino acids, and free fatty acids that can be
recycled to provide raw materials and energy to the cell.

Morphology

Upon autophagy induction, a membrane cisterna known as the isolation membrane
appears and curves around part of the cytoplasm. Sealing of the membrane edges
results in the double-membraned autophagosome, visible by electron microscopy.
Autophagosomes then fuse with a lysosome, where degradation of the delivered material
occurs. Isolation and autophagosome membranes differ from other cellular membranes in
having few intramembrane proteins.

AUTOPHAGY ANTIBODIES :
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Autophagic Proteins/Signaling Pathways

In eukaryotic cells, autophagy occurs at constitutive low levels for housekeeping
functions such as destruction of dysfunctional organelles. Upregulation occurs in

the presence of external stressors (starvation, hormonal imbalance, oxidative stress,
extreme temperature, and infection), and internal needs (generation of source materials
for architectural remodeling, removal of protein aggregates). Autophagy is regulated by
various kinases, phosphatases, and guanosine triphosphatases (GTPases). For example,
mediators of phosphoinositide-3 (PI3) kinase signaling pathways and trimeric G proteins
play roles in regulating formation of autophagosomes. Target Of Rapamycin (TOR)
kinase, a predominant negative regulator of autophagy, is a significant target for cancer
therapeutics. The eukaryotic Initiation Factor 2 (elF2 ) kinase Gen2 and its downstream
target Gen4, a transcriptional transactivator of autophagy genes, induce autophagy
under conditions of cellular starvation. The PISK/Akt signaling pathway inhibits autophagy
in response to insulin-like and other growth factor signals. Downstream of TOR kinase, a
range of autophagy proteins participate as follows:

“ Protein serine/threonine kinase complex that relays upstream
signals from TOR kinase: Atg1, Atg13, Atg17

“ Lipid kinase signaling complex that engages vesicle nucleation:
Atgb, Atg14, Vps34, and Vps15

“ Ubiquitin-like conjugation pathways that facilitate vesicle expansion:
LC3 (Atg8) and Atg12 networks

“ Recycling pathway for removal of autophagy proteins from
autophagosomes: Atg2, Atg9, Atg18

LC8 (rat microtubule-associated protein light chain 3), localizes in autophagosome
membranes after processing, and is a classical autophagy marker. Following LC3
synthesis, Atg4 cleaves the C-terminus to produce cytosolic LC3-I. LC3-l is converted
to LC3-Il by Atg7 and Atg3. LC3-Il is modified by phosphatidylethanolamine (PE) at the
C-terminus and binds to autophagosomal membrane. The amount of LC3-II correlates
with extent of autophagosome formation.

Beclin1, a Bcl-2 interacting protein, stimulates autophagy when overexpressed in
mammalian cells. Beclin1 is monoallelically deleted in human breast and ovarian cancers,
with reduced expression in those tumors. Beclin1 overexpression promotes autophagy
and inhibits tumorigenesis in breast carcinoma cells; conversely, heterozygous disruption
of Beclin1 promotes tumorigenesis in mice. Beclin1 associates with the human class

Il phosphatidylinositol 3- kinase (PI3K), hVps34. The lipid product of Vps34, PI(3)P, is
required for autophagy, and also for assembly of proteins involved in endocytosis and
trafficking of enzymes from the trans-Golgi network to the lysosomes. Beclini is required
for hVps34 to function in autophagy.
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Autophagy, Apoptosis, and Cell Death
Interplay between autophagy and apoptosis is complex, with autophagy acting either

antagonistic, agonist, or independent of canonical programmed cell death via apoptosis.

Examples where autophagy precedes and may even trigger apoptosis include 1) a
dramatic increase in autophagy followed by induction of apoptosis in primary sympathetic
neurons deprived of neural growth factor, and 2) a similar effect in TNF-a-induced
apoptosis of T-lymphoblastic leukemia cell lines, although in this case additional pro-
death factors must be present in concert with autophagy to promote apoptosis.
Autophagy inhibitors delay apoptosis while caspase inhibitors do not impair autophagy,
indicating that autophagy may be a precedent to caspase-dependent cell death.

On the other hand, enhanced induction of apoptosis in autophagic deficient HT-29 colon
carcinoma cells by sulindac sulfide highlights that autophagy under certain cases blocks
the apoptotic pathway. Destruction of damaged mitochondria by autophagy may serve to
delay signaling for the apoptotic cascade.

In other cases, cells switch between cell death via autophagy or apoptosis, providing a
backup for selfexecution if the pathway of first choice is corrupted. Physical interactions
between autophagic and apoptotic proteins (e. g. beclin1, BNIP3) suggest an intricate
system of cell death regulation not previously appreciated.
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Fig. 1. Detection of LC3 in a

Neuronal Mouse Model. LC3 and

the CLN3-encoded protein, battenin,
co-immunostaining. Wild-type and

mutant cerebellar cells were co-stained
with #AP1801a, anti LC3-antibody (Red)
and a monoclonal anti-battenin antibody
(Golabek et al., 2000) (Green), and images
were captured by confocal microscopy.
Note the numerous larger vesicular
structures, typical of mature autophagic
vacuoles, stained with both the LC3 and
battenin antibodies in wild-type cells,
which are rare in mutant cells. Blue=DAPI.

Fig. 2. LC3 antibodies for IF staining.
Immunofluorescent (IF) staining of U251
cells treated with Chloroquine using LC3
monoclonal (Cat. #AM1800a).

LC8 is currently the standard marker of autophagosomes. Tracking the conversion of
LC3-I to LC3-II, occurring via conjugation to phosphatidylethanolamine, is an indicator of
autophagic activity. Due to the transient nature of autophagosomal structures, the ratio
of LC3-Il to LC3-I can be used to estimate the course of auotophagic activity over time.
Under autophagic conditions due to external or internal stressors, western blotting of
LC3 usually detects two bands: cytosolic LC3-1 (18 kDa) and autophagosome associated
LC3-II (16 kDa).

Abcepta LC3 antibodies are specific for the hallmark autophagy protein LC3, which
associates with autophagosomal vacuoles (autophagosomes) formed upon induction

of autophagy. These antibodies have proven to be a successful autophagy detection

tool (Fig. 1). LC83 polyclonal (Cat. #AP1801a) and LC3 monoclonal (Cat. #AM1800a) are
validated for use in western blotting, immunoprecipitation and immunofluoresence (Fig. 2).

Our expanding autophagy line now includes over 150 novel autophagy antibodies
directed against human homologs of a series of proteins identified in the autophagy
pathway including polyclonal and monoclonal antibodies against a range of epitopes
spanning LC8, a marker for the autophagic process. These antibodies are characterized
by immunoblot and cell staining of a range of human and rodent lysates.

Golabek, A.A., et al. (2000). Mol Genet Metab 70:203-221.
Cao, Y, et al. (2006). JBC 281: 20483-20493.

Rosenbluth, J.M., et al. (2008). MCB 28: 5951-5964.
Overmeyer, J.H., et al. (2008). MCR 6: 965-977.
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AUTOPHAGY ANTIBODIES

Abcepta has developed one of the most validated set of LC3 ANTIBODY HOST IS0 APP. REACT.
antibodies available. LC3 is a major marker of the autophagy AP1801a | LC3 (APG8A) (N-term) | Rb plg | WBJHC,F HMR
process, and Abcepta’s premium LC3 selection serves as a vital tool AP1802a | LC3 (APGSB) (N-term) | Rb plg | WBHC,F HM.R
for autophagy research. AP1800a | LC3 (APG8A) Rb plg | WB,IF HM
AP1801b | LC3 (APG8A) (P45) Rb plg | WB,HC,F H
AP1805a Cleaved LC3A Rb plg | WB, IHC,ICC, IF | HM
AP3301a Phospho-LC3C-512 Rb plg | WB,DB H

Rat Brain

WB analysis of aLC3 antibody in rat brain lysate. Both non-lipidated (arrow, )

IF ana\ysi‘s of U251 cells Trealqd with IF analysis of U251 cells treate.d with and lipidated LC3 (APG8D) (arrow, Il) were detected in membrane fraction (P)
Chloroquine using the LC3 antibody. : Chloroguine using the LC3 antibody. : whereas pro-LC3 (APG8h) and non-lipidated LC3 ((APG8b) were detected in
- Rat Brain : soluble fraction (S).
0
S
- <
10
|
WB analysis of rat brain tissue lysate :
using the LC3 antibody. : IF analysis of U251 cells treated with Chloroguine using the LC3 antibody.

Anti-LC3

Lca»

LC3a1> “
Anti-phospho-(S$12)-LC3

LC3-15 | mmmmm—

3 |

WT S$12A ﬁ

WB analysis of CHO cell line lysates using the LC3 antibody. Native LC3 and
IF analysis of U251 cells treated with Chloroquine LC3 S12 mutant vectors were transfected to show phosphorylation specificity.

using the LC3 antibody IF analysis of U251 cells using the LC3

antibody.
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Autophagy Antibodies

APG1 APG4 (cont)
CAT. # ANTIBODY HOST IS0  APP REACT. CAT. # ANTIBODY HOST IS0 APP REACT.
AP19250c | APGT (ULK1) (Center S317) | Rb | ply | WB H AP1811a | ATGAD (N-term) Ro |[plg | WBHC HM

1 | AP8104b | APGT (ULK1) (Center) Ro |plg |WBJF H AP1811b | ATGAD (Center) Ro |plg | WBHC HM
AP19265¢ | APGT (ULK1) (Center S556) | Rb | plgy | WB H 5 | AP1811c | ATG4D (C-term) Ro [plg |WBHCF |H
AP3804a | APG1 (pULK1) (S556) Ro |plg |IFDB H AP1811e | ATGAD (C-term) Ro |[plg | WBHC H

AP1811f | ATG4D (center) Ro  |plg | WB H

APG3
CAT. # ANTIBODY HOST IS0  APP REACT. APGS
AP1807a | ATG3 (N-term) Ro  |plg |wB H CAT. # ANTIBODY HOST IS0 APP REACT.
AP1807b | ATG3 (C-term) Ro |plg |WB H AP1812a | ATG5 (N-term) Ro  |plg | WBHC HM
AP1807c | ATG3 (C-term K183) Ro |plg |WB HM 6 | AP18120 | ATGS5 (C-term) Ro |[plg | WBHC HM

2 | AP1807e | ATG3 Ro |plg | WBJHCIF | HM

APG7 & APG9

APG4 CAT. # ANTIBODY HOST SO  APP REACT.
CAT. # ANTIBODY HOST IS0 APP REACT. AP1813a | ATG7 (N-term) Ro |plg | WBHC HM
AP1808a | ATG4A Ro |plg | WBHC HM AP1813b | ATG7 (Center) Ro |[plg | WBHC HM
AP1808b | ATG4A Ro |[plg | WBHC H AP1813c | ATG7 Ro |plg | WBHC HM
AP1808c | ATG4A Ro  |plg | WBHC HM 7 | AP1813d | ATG7 (C-term) Ro |[plg | WBHC H
AP1809a | ATG4B (N-term) Ro  [plg | WBHC HM AP1813e | ATG7 Rb  |plg | WBHC H

3 | AP1809b | ATG4B R |plg |WBHCF |HM AP1814a | ATGOA (N-term) Ro [plg | WBHC HM
AP1809c | ATG4B (C-term) Ro |[plg | WBHC H 8 | AP1814b | ATGOA (Center) Ro  |plg | WBHC HM

4 | AP1809d | ATG4B Ro |plg | WBHC H AP1814c | ATGOA (C-term) Ro |[plg | WBHC H
AP1810a | ATGAC (N-term) Ro  |plg | WBHC HM AP1814d | ATGOA Ro  |plg | WBJHC H
AP1810b | ATGAC (Center) Ro  |plg | WBJHC H AP1814e | ATGOA Ro  [plg | WBJHC H
AP1810c | ATGAC (C-term) Ro  [plg | WBJHC HM AP1814g | ATGOA R |plg | WBJHC H
AP1810d | ATGAC R |plg | WBJHC H

WB analysis of A2058 cell lysate using IHC analysis of human IF analysis of U251 cells treated with WB analysis of Jurkat cell line lysate
the APG1 antibody. hepatocarcinoma tissue stained with Chloroquine using the ATG4B antibody. with the APG4C antibody.
ATG3 antibody.

IF analysis of U251 cells treated with WB analysis of Cos7, HEK293, IHC analysis of human WB analysis of mouse
Chloroquine using the ATG4D antibody. MEF, and HeLa cell lysates using hepatocarcinoma tissue stained heart tissue lysate using
the ATG5 antibody. with the ATG7 antibody. the ATG9A antibody.
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AUTOPHAGY ANTIBODIES :

APG12 Beclin1 (APGO)
CAT#  ANTIBODY HOST IS0 APP REACT. CAT#  ANTIBODY HOST IS0 APP REACT.
AP1151a | ATGT2 (N-term) RO |plg | WBJF HM 12 | AM1818a | Beciint (Ascites) Ms | IgGT | WBJHC H
9 | AP1816a | ATG12 (N-term) RO |plg | WBIHCIF | H 13 | AP1818a | Beclint RO |plg | WBIHC HM
AP1816c | ATGT2 RO |plg | WBIHC HM AP1818b | Beclin Rb |plg | WBHCFC | HM
AP1818c | Beclin1 (C-term) Rb plg WB,IHC H,M
APG16
CAT.#  ANTIBODY HOST IS0 APP REACT. LAMP
AM1817a | ATGT6L1 (Ascites) Ms | Igg1 | WB H CAT#  ANTIBODY HOST IS0 APP REACT.
AP1817a | ATG16LT Ms | IgG1 | WBJHC H AP1823a | LAMP1 (N-term) RO |plg | WBIHC HM
AP1817b | ATGT6L RO |plg | WBIHC HM AP1823b | LAMP1 (C-term) RO |plg | WB H
AP1817c | ATGT6L (C-term) RO |plg | WBIHC H AP1824b | LAMP2 (C-term) RO |plg | WB H
10 | AP1817d | ATGI6L RO |plg | WB H 14 | AP1824c | LAMP2 (Centen RO |plg | WB H
AP1827a | LAMP3 (N-term) Rb |plg | WB H
AMBRA, CAMKV, DRAM, GABARAP & PIST
CAT#  ANTIBODY HOST IS0 APP REACT. RAB24 & RGS19
AP1821a | GABARAP (N-term)  |Rb | plg | WBJHCF | H CAT#  ANTIBODY HOST IS0 APP REACT.
AP1825b | DRAM (C-term) RO |plg | WBIHC H AP1819a | RAB24 (N-term) Rb | plg | WBIHC HM
AP1826a | AVBRAT (N-term) RO |plg | WBIHC H AP1819b | RAB24 (Centen) Rb  |plg | WBIHC HM
AP1954a | EIF4E (N-term) Rb plg WB,IHC H AP1819c | RAB24 (C-term) Rb plg WB,IHC HM
AP7118d | CAMKV (N-termD10) | Rb | plg | WBIHC H AP1819d | RAB24 (Y172) RO |plg | WBIHC H
AP7250c | MAPKT (Center) RO |plg | WBIHCFC |H AP181%e | RAB24 (Y17) RO |plg | WBIHC H
11 | AP7262b | PIST (C-term) RO |plg | WBIHC HM AP1819f | RAB24 (S95) RO |plg | WBIHC H
AP7262¢ | PIST (Centen RO |plg | WBIHC H 15 | AP1820b | RGS19 (Center) RO |plg | WBIHCF | HM
AP1820e | RGS19 (Y143) RO |plg | WBIHC H
AP1820f | RGS19 (S5151) Rb |plg | WBIHC HM

9 10 11 ; ) 12
bt
i &
%
-
P e A el
IF analysis of U251 cells treated with WB analysis of HelLa cell line lysate IHC analysis of human colon carcinoma WB analysis of HepG2, 293, Jurkat,
Chloroquine using the ATG12 antibody. with the ATG16L antibody. tissue stained with the PIST antibody. and Hela cell line lysates using the
Beclin1 antibody.
13 14 15
© ()
m_—
IHC analysis of human breast carcinoma WB analysis of non-transfected and IF analysis of mouse brain cell lysate
tissue stained with the Beclin1 antibody. transfected 293 cell lysates using the using the RGS19 antibody.

LAMP2 antibody.
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Autophagy Antibodies (cont.)

PIBKCS
CAT. # ANTIBODY HOST ISO APP. REACT.
AP1851b | PI3KC3 (C-term E785) | Rb plg WB,IHC H
16 | AP1851c | PI3KC3 (Center K269) | Rb plg WB,IHC H
AP1851d | PI3KC3 (Center ES01) | Rb plg WB,IHC H
AP1851e | PI3KC3 (S34) Rb plg WB,IHC H
AP1851g | PI3KC3 (S164) Rb plg WB,IHC H
AP1851h | PI3KC3 (S425) Rb plg WB,IHC H
AP1851] PI3KC3 (5851) Rb plg WB,HC H
AP8014a | PI3KC3 (N-term) Rb plg WB,IHC H
AP8016¢c | PI3KCA (Center) Rb plg WB,IHC H
17 | AP8023d | PI3KR1 (N-term L11) Rb plg WB,IHC H
SQSTM1T (p62) & UVRAG
CAT. # ANTIBODY HOST ISO APP. REACT.
18 | AP1850b | UVRAG (C-term) Rb plg WB,IHC,IF HM
AP1850c | UVRAG (Center) Rb plg WB,IHC HM
AP1850d | UVRAG (L133) Rb plg WB,IF HM
AP1850e | UVRAG (C-term L555) | Rb plg WB H
19 | AP2183b | SQSTM1 (p62) (C-term) | Rb plg WB,IHC,IF H
AP7239d | STK11 (LKB1) (N-term | Rb plg WB,IFFC H
V34)
AP8115a | ULK3 (N-term) Rb plg WB,HC H
16 18 19
o D
62*- —
- We: it VRAS (AP1ce08)
WB analysis of HEK-293 cell lysates IHC analysis of human skeletal WB and IP analysis of 293T cell lysates IF analysis of U251 cells treated with
using the PI3KC3 antibody. muscle tissue stained with the PI3KR1 using the UVRAG antibody. Chloroquine using the SQSTM1 (p62)

antibody. antibody.
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Additional Autophagy Products

Blocking Peptides:

Blocking peptides are available for all Abcepta autophagy antibodies. Check the technical data
sheet of any autophagy antibody on the website to locate the companion blocking peptide.

Synthetic Peptides:

Abcepta offers a host of synthetic peptides useful in autophagy research. A selection of

synthetic peptides are listed here.

SP1046b | Inducer Control: Beclin1 BH3 domain mutant (Cell Permeable, Human, Mt2-F123a)

SP1047a Inducer Control: Beclin1 BH3 domain mutant (Human, Mt1-1116a)

SP1047b Inducer Control: Beclin1 BH3 domain mutant (Human, Mt2-F123a)

SP1040a Inducer: Beclin1 BH3 domain (Cell Permeable, Human, W1)

SP1041a Inducer: Beclin1 BH3 domain (Human, Wt)

TrI: T ! T :T:XIT:TIT:T

(

SP1043a Inducer: Beclin1 BH3 domain (Cell Permeable, Zebrafish, W1)
(
(

SP1044a | Inducer: Beclin1 BH3 domain (Zebrafish, Wt)

Transfected Cell Lysates:

Transfected cell lysates are available for a number of Abcepta autophagy antibodies. Check
the technical data sheet of any autophagy antibody on the website to locate the
companion transfected cell lysate.

AutoDOT:

The new autophagy visualization dye! Superior to traditional monodansyl cadaverine staining.
“ Faster penetration
“ Higher sensitivity/greater signal endurance on stored slides

“ Greater resistance to acid

untreated starvation

Immediately
after induction
From stored
slides 2 weeks
after induction

(increased exposure)

MDHx staining in cerebellar cells

ADDITIONAL PRODUCTS :

Legends

APPLICATION (APP)

DB = Dot Blot

FC = Flow Cytometry

ICC = Immunocytochemistry
IHC = Immunohistochemistry
IF = Immunofluorescence
WB = Western Blot

REACTIVITY (REACT)

H = Human
M = Mouse
R =Rat

ANTIBODY
|gG1= Immunoglobulin 1

plg = Polyclonal immunoglobulin

HOST
Ms = Mouse
Rb = Rabbit
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CliniSciences Group

=

Austria

Company: CliniSciences GmbH
Address: Sternwartestrasse 76, A-1180
Wien - Austria

Telephone: +43 720 115 580

Fax: +43 720 115 577

Email: oesterreich@clinisciences.com
Web: https://[www.clinisciences.com

&

Finland

Company: CliniSciences ApS
Address: Oesterbrogade 226, st. 1,
Copenhagen, 2100 - Denmark
Telephone: +45 89 888 349

Fax: +45 89 884 064

Email: suomi@clinisciences.com
Web: https://www.clinisciences.com

Iceland

Company: CliniSciences ApS
Address: Oesterbrogade 226, st. 1,
Copenhagen, 2100 - Denmark
Telephone: +45 89 888 349

Fax: +45 89 884 064

Email: island@clinisciences.com

Web: https://www.clinisciences.com

Netherlands

Company: CliniSciences B.V.

Address: Kraijenhoffstraat 137A,
1018RG Amsterdam, - Netherlands
Telephone: +31 85 2082 351

Fax: +31 85 2082 353

Email: nederland@clinisciences.com
Web: https://www.clinisciences.com

—

Portugal @
Company: Quimigen Unipessoal LDA

Address: Rua Almada Negreiros, Lote 5, Loja 14,
2615-275 Alverca Do Ribatejo - Portugal
Telephone: +351 30 8808 050

Fax: +351 30 8808 052
Email._info@quimigen.com

Switzerland

Company: CliniSciences AG

Address: Fracht Ost Flughafen Kloten
CH-8058 Zirich - Switzerland
Telephone: +41 (044) 805 76 81

Fax: +41 (044) 80576 75

Email: switzerland@clinisciences.com
Web: https://www.clinisciences.com

o

Belgium

Company: CliniSciences S.R.L
Address: Avenue Stalingrad 52, 1000
Brussels - Belgium

Telephone: +32 2 31 50 800

Fax: +32 2 31 50 801

Email: belgium@clinisciences.com
Web: https://www.clinisciences.com

France

Company: CliniSciences S.A.S
Address: 74 Rue des Suisses, 92000
Nanterre- France

Telephone: +33 9 77 40 09 09

Fax: +33 977 40 10 11

Email: info@clinisciences.com

Web: https:/fwww.clinisciences.com

Ireland O
Company: CliniSciences Limited

Address: Ground Floor, 71 lower Baggot street
Dublin D02 P593 - Ireland

Telephone: +353 1 6971 146

Fax: +353 1 6971 147
Email:_ireland@clinisciences.com

Web: https://www.clinisciences.com

Norway

Company: CliniSciences AS

Address: c/o MerVerdi Munkerudtunet 10
1164 Oslo - Norway

Telephone: +47 21 988 882

Email: norge@eclinisciences.com

Web: https://www.clinisciences.com

&

Spain
Company: CliniSciences Lab Solutions

Address: C/ Hermanos del Moral 13

(Bajo E), 28019, Madrid - Spain

Telephone: +34 916 750 700

Fax: +34 91 269 40 74

Email: espana@eclinisciences.com

Web: https://www.clinisciences.com

AP
UK 1 [,
Company: CliniSciences Limited
Address: 11 Progress Business center, Whittle
Parkway, SL1 6DQ Slough- United Kingdom
Telephone: +44 (0)1753 866 511

or +44 (0) 330 684 0982

Fax: +44 (0)1753 208 899
Email: uk@clinisciences.com

IWeb: https://www.clinisciences.com
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Denmark

Company: CliniSciences ApS
Address: Oesterbrogade 226, st. 1,
Copenhagen, 2100 - Denmark
Telephone: +45 89 888 349

Fax: +45 89 884 064

Email: danmark@eclinisciences.com
Web: https://www.clinisciences.com

Germany

Company: Biotrend Chemikalien GmbH
Address: Wilhelm-Mauser-Str. 41-43,
50827 Kéln - Germany

Telephone: +49 221 9498 320

Fax: +49 221 9498 325

Email: info@biotrend.com

Web: https://www.biotrend.com

Italy

Company: CliniSciences S.r.|

Address: Via Maremmana inferiore 378
Roma 00012 Guidonia Montecelio - Italy
Telephone: +39 06 94 80 56 71

Fax: +39 06 94 80 00 21

Email; italia@clinisciences.com

Web: https://www.clinisciences.com

Poland
Company: CliniSciences sp.Z.0.0.

@

&

O

-

Address: ul. Rotmistrza Witolda Pileckiego 67

lok. 200 - 02-781 Warszawa -Poland
Telephone: +48 22 307 0535

Fax: +48 22 307 0532

Email: polska@clinisciences.com
Web: https:/fwww.clinisciences.com

Sweden

Company: CliniSciences ApS
Address: Oesterbrogade 226, st. 1,
Copenhagen, 2100 - Denmark
Telephone: +45 89 888 349

Fax: +45 89 884 064

Email: sverige@clinisciences.com
Web: https://www.clinisciences.com

USA
Company: Biotrend Chemicals LLC
Address: c/o Carr Riggs Ingram,

500 Grand Boulevard, Suite 210 Miramar

Beach, FL 32550- USA

Telephone: +1 850 650 7790

Fax: +1 850 650 4383
Email:_info@biotrend-usa.com

Web: https://www.biotrend-usa.com
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