
Overzicht studies uit openbare literatuur Commented [

authornumber Tested species endpoint dose guidelineTest type Issue Extra measurementage

Commented [Apis mellifera?1 LD5O
beschikbaar voor deze stoffen, moet ik nazoeken, stuur ik je evt op.

Commented [

Apis meilifero?1

Apis mellifera?1 LD5O

thiacloprid Apis cerana indica (Khan 2004)1 LT50

Apis mellifero?1

bumble bees1

Chronic test

thiacloprid Apis mellifera?1 LD50

thiacloprid 1

Commented [
info over gevoeligheid andere soorten.

Acute 
contact

Acute 
contact

Acute 
contact

Acute 
contact

Newly 
emerged 
workers

EPPO 
170

Op alfalfa 
168.1 g/ha

Worker 
bees

Stingless 
bees native 
to Mexico

Adult 
workers

(Hawthorne and 
Dively 2011)

Acute oral
Acute 
contact

0.002%=2 

ug/L?

(Valdovinos- 
Nez, Quezada-
Euan et al. 2009)

Contact test with 
and without 
synergist 
(Verapamil)

LD50 (24, 
48h)

Me li pona beecheii, 
Trigona nigra 
and Nannotrigona 
perilampoides]

Acute 
contact 
Acute oral 
Acute 
contact 
Acute oral

Active 
substance 
acetamiprid

Acute contact 
test

Oral and contact 
test

Contact toxicity 
test

LD50 (24, 48, 
72h)

als bij de andere studies (dus auteurs horizontaal ipv verticaal). 
Tabel kan opgesplitst worden in type studie, bijv 
acuut/chronisch/tunnel/metabolisme/residue/other.

van gemaakt, waarschijn lijk omdat het steeds om Apis mellifera 
ging. Toen er studies kwamen met andere soorten heb ik dat wel 
opgeschreven. Maar 100% zeker ben ik nu niet. Tabel nog aanvullen 
indien nodig.

Contact test with 
and without 
synergist, in lab 
and on alfalfa 
Contact with 
treated surface 
Oral and contact 
test

Acute test 
(Exposure 
through drinking 
water) 
Chronic test 
including 
behaviour

0.01,0.1, 0.5, 
and 1 g per 
bee

thiacloprid 
and 
acetamiprid

thiacloprid 
and
acetamiprid

thiacloprid 
and 
acetamiprid 
thiacloprid

(Iwasa, Motoyama 
et al. 2004)

(Schmuck, Stadler 
et al. 2003)

survival 
and nest 
development 
and
reproduction;

Learning_________  
performance, 
olfactory response, 
locomotor activity

0.012, 0.12, 
1.2,12, 60, 
120 mg/L 
(120, 60,12, 
1.2, 0,12 
ppm and 12 
ppb)

Acetamiprid: 
25/100 ng/ul 
Thiacloprid: 
25/100/500 

ng/ul

(Laurino, 
Porporato et al.
2011) 
(Mommaerts and 
Besard 2010)

(El Hassani, Dacher 
et al. 2008)

5.12 e ]: Tijdens screenen heb ik hier geen notitie

5.1.2e]: Inderdaad graag opnemen, geeft nuttige

5.12e]: Graag in EN. Opzet van de tabel hetzelfde

5.i2.e ]: Evt sava's van UK te gebruiken indien



acetamiprid Apis mellifero? 0.1,1 ug/bee2

thiacloprid Apis mellifera? mortality2

thiacloprid Tunnel test Apis mellifera?3
Commented [ 5]: Zelfde studie als hierboven maar in deze
tabel uitelkaar getrokken vanwege type testen.

acetamiprid metabolism Metabolic fa te Apis mellifera?4

Commented [

NB synergism met andere actieve stoffen en Nosema leidt tot een aanzienlijk lager eindpunt (Iwasa et al, 2004, Vidau et al, 2011 Schmuck et al, 2003)

Niet bruikbaar of alleen ter ondersteuning

Commented [

Commented [

Review on the different factors involved (Moritz, De Miranda et al.
Commented [

Foraging 
ca pa city

All relevant 
references 
herein are 
given above.

EPPO 
170

Tunnel tests 
Synergism with 
tebuconazole

5 d after
emergence

Adult 
workers

Learning 
performance, 
olfactory response, 
locomotor activity

Reason notto be used
|Not Acetamiprid and thiacloprid) 

Not Acetamiprid and thiacloprid

Effects on NTAs 
review

<150 __ 
ng/bee/day

we gaan ook de waterinsecten mogelijk meenemen dus ook zeker 
andere terrestrische insecten. Als hier mogelijk zorgwekkende 
effecten uitkomen, moet ie in de tabel hierboven.

helemaal weghalen. Tenzij aangeleverd door derde partij, dan wel 
houden en aangeven waarom niet gebruikt.

want levert geen eigen nieuwe data. Wel veel residudata overigens, 
maar misschien weinig voor thia en aceta? Heb je die allemaal 
opgenomen?

Commented [ 
sturen.

thiacloprid 
and 
acetamiprid

(Aliouane, El 
Hassani et al. 
2009)

(Blacq uière, 
Smagghe et al.

SM

Gluthiathione-S- 
transferase assay 
(GST assay) en 7- 
ethoxycoumarin-O- 
deethylatase (ECOD 
assay)

(Schmuck, Stadler 
et al. 2003)|

(Brunet, Badiou et 
al. 2005)

Issue
Orale and contact test
Sampling following sudden deaths

author
(Laurino, Maninoetal. 2013) 
(Bacandritsos, Granato et al.
2010)
(Cloyd and Bethke 2011)
(Decourtye and Devillers 2010)

&
Hive vitality 
Snelheid 
verdwijning 
en vorming 
toxische? 
metabolieten

10 d sub 
lethal 
contact

10 d sub 
lethal oral
10 
sublethal 
oral

endpoint
LD50 (24, 48, 72h)

10 d- Sublethal 
Oral and contact 
test 
|
Behavioural test 
10 d-Sublethal 
Consumption / 
infection with 
Nosema

No bees___________________________________________________________________  
[Nuttige verwijzingen naar twee artikelen, El Hassini, 2008 en Aliouane 2009. Boven 
meegenomen. Verder alleen LD50values European Commission. |________________

Not a study with Acetamiprid and thiacloprid

(Vidau, Diogon et 
al. 2011)|_______ 5.12 e]: Er is een ANSES statement hierover, zal ik je

5.1.2.e]: EN.

5.12e]: In ieder geval screenen wat hier uit komt;

5i.2.e]: Deze kan naarde tabel 'terondersteuning'

5.12e ]: Voor alle studies waarvoor dit geldt:



and research strategies
Commented [
nuttige input voor risicobeoordeling obvdaily dose.

Commented [Pollen loads of thiacloprid
Daarbij aangeven wat de dosering is geweest.

[Not environmentalj Commented [

(Mausand Nauen 2010)

(Tennekes 2010)

Continuation of earlier mentioned reference!(Tennekes 2011) Commented [

(Beketov, Schafer et al. 2008)

Commented [

New approach risk assessment not adopted by EU. 
No special reference to thiacloprid and acetamiprid

0.03 mg/kg pollen 
after 6 days.
Thereafter < LOD

Global overview on problems and causes. No new toxicity and/or exposure 
Information given specific for acetamiprid and thiacloprid.

Liess en Beketov 2011:. Studies zijn geleverd door Greenpeace dus 
er moet iig een uitspraak komen over de relevantie hiervan voor 
bijen. Ctgb zoekt uit hoe het met het interne project hierover gaat. 
RIVM doet er niks mee tot bericht Ctgb.

Residu studie in corn seeds. 15 mg/bee for thiacloprid |and 4 ng/bee 

for fipronil (Steeve Hervé 2010)
Steeve Hervé T. 2010. Insect nicotinic acetylcholine 
receptors. Advances in experimental medicine and 
biology. lsted. New York: Springer._____________________________  
Samples from hives after applications with diazinon and thiacloprid

Duidelijk onderbouwen waarom we vinden dat deze studie naar 
effecten op ratten in geen geval relevant kan zijn voor bijen. Of toch 
meenemen als we dat niet kunnen ©.

(kerl, Velikonja Bolta et al. 
2009)

(Tennekes and Sanchez-Bayo 
2013)

Opinon of the author: The approach to extrapolate the pattern of long-term effects of 
carcinogenic substances to the effects of pesticides to arthropods has a certain degree 
of novelty. However, the concerns of the author about potentially underestimated 
long-term toxicity of imidacloprid to honeybees are unfounded as the approach chosen 
cannot be applied to evaluate neonicotinoid chronic toxicity to insects (which is based 
on reversible receptor binding), and moreover, as the risk assessment of imidacloprid 
to honey bees is based on data in which a chronic exposure of bees to imidacloprid is 
already fully considered.
Further, only reference to imidacloprid____________________________________________ 
New approach risk assessment not adopted by EU.
No special reference to thiacloprid and acetamiprid

(Liess and Beketov 2012) 
|(Van den Brink and Ter Braak 

2012)

Effects of acetamiprid on cerebellar 
neurons in neonatal rats
Immune Suppression by Neonicotinoid 
Insecticides at the Root of Global Wildlife 
Declines
Letter to editor. Response on publication 
Tennekes (2010)

The significance of the Druckrey- 
Küpfmüller equation for risk 
assessment—
Article to show that the risk of time 
dependent toxicants is underestimated 
when using current risk assessment 
protocols.
|Letter to editor. Response Tennekes to 
earlier letter to editor of Maus 
Recovery from effects of thiacloprid in 
macro invertebrates in streams. 
Reactie op hun eigen publicatie
Lettor to editor. Response on publication 
Liess and Beketov (2011)

Might be used as additional information on possibilities of recovery although not 
performed with bees._____________________________________________________  
Nog kijken naar Liess en Beketov___________________________________________  
Nog kijken naar Liess en Beketovj

(Kimura-Kuroda, Komuta et al. 
2012)
(Mason, Tennekes et al. 2013)

2010)
(Sabatino, Scordino et al. 2013)

5.1.2 e]: Voor alles van/in relatie metTennekes:

5.1.2 e]: Idem, alle residueinfo wel meenemen.

5.12.e ]: Deze is aangeleverd door Greenpeace.

5.1.2 e ]: Wb deze drie waterinsectenstudies en

5.1.2 e : Wel meenemen, hoogte van residuen is

degelijke wetenschappelijke onderbouwing leveren over de 
relevantie van zijn publicaties voor de risicobeoordeling van bijen. 
Dit mag in augustus geleverd worden, hoeft niet begin augustus.
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t hiacloprid are substrates of one or more MDR transporters. Among the candidate inhibitors of honey bee MDR transporters is the in-hive antibiotic 
oxytetracycline. Bees prefed oxytetracycline were significantly sensitized to the acaricides coumaphos and T-fluvalinate, suggesting that the 
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international ongoing European, North- and South-American colony health monitoring and research programs, to ensure a global transfer of results 
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It had been found earlierthat the chloronicotinyl insecticide thiacloprid (as the 480 g litre-1 SC Calypso®) poses a favourably low toxicity hazard to 
the honeybee, Apis mellifera L. As with pyrethroids, the metabolization of chloronicotinyl compounds involves monooxygenases, which are known 
to be inhibited by some ergosterol biosynthesis inhibitor (EBI) fungicides potentially co-applied with these insecticides. The potential synergistic 
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thiacloprid toxicity to honeybees was found with EBI fungicides. In three tunnel tests conducted under different environmental conditions to 
simulate field exposure, no increased mortality was observed when honeybees were directly sprayed with thiacloprid (Calypso) aione or in 
combination with the EBI fungicide tebuconazole (250 g litre-1 EW, Folicur®). There was also no synergized reduction in the foraging intensity on the 
treated erop. In general, the foraging intensity decreased after thiacloprid treatment but was restored within 24-48h. The hive vitality was not 
affected by either thiacloprid or its tank mix with tebuconazole. Our results suggest that, at the recommended use rates, thiacloprid poses a 
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Recently, legislative decisions withdrew ortemporarily suspended the use of neonicotinoids and fipronil as seeds tanning in many countries because 
of their endocrine-disrupting activity imputable to the bees' toxicity. In this study, the occurrence of acetamiprid, fipronil, clothianidin, flonicamid, 
imidacloprid, nitenpyram, thiacloprid and thiamethoxam was detected in 66 samples of commercial treated corn seeds, collected in the Italian 
market in the frame of ministerial institutional quality control activity. Because of the lack of a validated analytical protocol for neonicotinoid 
detection in seeds, a routinely suitable liquid chromatography-tandem mass spectroscopy (LC-MS/MS) analytical method was developed and 
statistically validated on fortified corn seeds. Survey results demonstrated that 88% of the investigated seed samples showed the presence of 
residues of clothianidin, fipronil, thiamethoxam and thiacloprid, either individuaIly or simultaneously, with values that ranged from about 0.002 to 
20 mg kg-1, which evidenced the alarming illicit use of these pesticides in seed treatments. © 2013 Copyright Taylor and Francis Group, LLC.
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Honey bee (Apis mellifera carnica) colonies were placed in two apple orchards treated with the insecticides diazinon and thiacloprid and the 
fungicide difenoconazole in accordance with a Protection Treatment Plan in the spring of 2007. Pollen and bee bread were collected from combs 
inside the hives. The residue of diazinon in pollen loads 10 days after orchard treatment was 0.09 mg/kg, and the same amount of residue was 
found in bee bread 16 days after treatment. In pollen loads 6 days after application 0.03 mg/kg of thiacloprid residues and 0.01 mg/kg of 
difenoconazole were found on the first day after application. Possible sub-lethal effects on individual honey bees and brood are discussed. © 2009 
Springer Science+Business Media, LLC.
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Journal of Economie Entomology 102(5): 1737-1742.

Stingless bees are potential pollinators of commercial tropical crops and their use may increase in the short term. However, studies comparing the 
toxicity of pesticides to different individuals and species are lacking, making it difficult to evaluate their short- and long-term effects on colonies and 
populations of these insects. In this work, we tested the lethality of compounds from the main pesticide groups on stingless bees of the species 
Melipona beecheii Bennett, Trigona nigra Provancher, and Nannotrigona perilampoides Cresson. The LD50 (in micrograms per bee) for each 
pesticide was calculated for callow workers and foragers of the three species as well as for gynes and drones of M. beecheii. The results showed that 
all species were highly susceptible to the evaluated compounds. Nicotinoid pesticides were the most toxic, followed in descending order by 
permethrin, diazinon, and methomyl. We found evidence of a relationship between the body weight of the species and their LD50 for permethrin 
and methomyl (r = 0.91 and 0.90, respectively) but not for diazinon (r = -0.089). An analysis of contingency tables showed that within each species, 
callow workers had higher mortalities than foragers (P &lt; 0.01). In M. beecheii at similar pesticide dose more males died compared with females 
[x(0.01),l = 10.16]. However, gynes were less resistant than workers [x(0.01),l = 8.11]. The potential negative consequences of pesticides to native 
stingless bees are discussed considering the reproductive biology of these insects. It is important to take actions to prevent damage to these key 
species for the ecology and agriculture of Mxico and Latin America. © 2009 Entomological Society of America.




