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	CurrentPageNumber: 
	Double-blind peer review submissions: write DBPR and your manuscript number here instead of author names.: Jürgen Bernhagen, Aphrodite Kapurniotu
	YYYY-MM-DD: Sept 8, 2020
	na: 
	y: 
	Provide a description of all commercial, open source and custom code used to collect the data in this study, specifying the version used OR state that no software was used.: JASCO FP-6500 fluorescence spectrophotometerJASCO J-715 spectropolarimeterFACS Verse, FACSuite (FCS 3.0/2.0) software (Becton Dickinson, Heidelberg)Multimode plate reader (Enspire® 2300, Perkin Elmer)MST (Nano Temper Technologies)DMi8-Life Cell Imaging System (Leica, Mannheim, Germany) and manual tracking, chemotaxis, and migration tools (Ibidi GmbH, Munich)Odyssey® Fc imager and Image Studio™ 5.2 software (LICOR Biosciences)Leica SP8 DIVE image analysis software LAS X (Leica, Mannheim, Germany)
	Provide a description of all commercial, open source and custom code used to analyse the data in this study, specifying the version used OR state that no software was used.: GraphPad Prism 6, 7, version 7.0a, or version 8 (GraphPad Software Inc.)OriginPro 2016 (OriginLab Corporation, Northhampton, MA, USA))GraFit version 5FloJo software 10.0.7 (Treestar)LAS X HyVolution 2 (SVI Huygens)MO.Affinity Analysis v2.2.4Jmol: an open-source Java viewer for chemical structures in 3D. http://www.jmol.org/MolView v2.4 (Open-Source molecule visualization web-application; https://molview.org)ImageJ (image processing and analysis in Java; https://imagej.nih.gov/ij/index.html)
	Note the sampling procedure. Describe the statistical methods that were used to predetermine sample size OR if no sample-size calculation was performed, describe how sample sizes were chosen and provide a rationale for why these sample sizes are sufficient.: The data supporting the findings of this study are available within the paper and its Supplementary Information files. The source data underlying Figures 1c-d, 1f-j, 2c-h, 3a-g, 4b-e, 4i-j, 5a-c, 5e, 5g, 5l, 6a-b, 6e, 6g, 6i-m, and Supplementary Figures 4a-q, 5, 6a-d, 7, 9a-b, 11, 12a-b, 13a-b, 14b, 15a-b, 16a-b, 17b, 18, 20, 22a-b, 23a-b, 27b, 27d, as well as Supplementary Table 3 are provided as a Source Data file. The crystal structures of human CXCR4 as used for ectodomain peptide selection in this study are available as publicly available datasets under the accession codes 3ODU, 3OEU0, 3OE6, 3OE8, 3OE9, 4RWS. All other data are available from the corresponding authors upon reasonable request. 
	Note the sampling procedure. Describe the statistical methods that were used to predetermine sample size OR if no sample-size calculation was performed, describe how sample sizes were chosen and provide a rationale for why these sample sizes are sufficient.: Sample size calculations were not performed. Samples sizes were performed based on similar studies in the field and based on the magnitude and concistency of differences between experimental groups. For example, the in vivo atherosclerosis experiments were performed with 11-12 mice per group. The sample size of the experiments involving tissue specimens from human atherosclerotic CEA patients (and their control) was based on prior experience with the same cohort/biobank and similar studies in the field (e.g. Merkelbach et al., Thrombosis Haemostasis 2019) and availability of gender-balanced tissue specimens from the Munich Vascular Biobank with N=11 (stable), N=12 (unstable), and N=9 (healthy) for the IF staining and with N=19 (stable), N=20 (unstable), and N=4 (healthy) for qPCR analysis deemed sufficient. Due to the inherent variability in DAB/IHC-related tissue staining procedures of atherosclerotic tissues from patients' materials, N=5-7 randomly chosen independent sub-sections were measured for each patient/control specimen and considered distinct samples. Biophysical experiments were generally performed with 3 distinct samples per group/concentration (i.e. 3 fully independent experiments). 
	life: 
	behavioural: 
	eee: 
	If no data were excluded from the analyses, state so OR if data were excluded, describe the exclusions and the rationale behind them, indicating whether exclusion criteria were pre-established.: Data were only excluded, when an entire experiment set failed due to principal technical issues: Fig. 3c (one experiment excluded due to inefficient transient transfection); Fig. 1 and Suppl. Fig. 4 (aggregated rMIF protein batch and insufficient Alexa-488 labeling efficiency);Fig. 3b  (lack of activity of CXCL12 batch as inherent positive control of assay); Fig. 5i-l (failure of carotid artery preparation, one carotid didn't inflate, ruptured and had to be discarded); Fig. 6c (HFD assignment error in mouse facility; one mouse excluded).
	Describe the measures taken to verify the reproducibility of the experimental findings. If all attempts at replication were successful, confirm this OR if there are any findings that were not replicated or cannot be reproduced, note this and describe why.: The number of independently performed experiments is stated in the legends of the figures and supplementary figures in the manuscript. All replications were successful.  
	Describe how samples/organisms/participants were allocated into groups. If allocation was not random, describe how covariates were controlled. If this is not relevant to your study, explain why.: Mice were randomly assigned to groups and were age- and gender-matched littermates. A random allocation of samples/specimens was not relevant in the other parts of the study.
	Describe the extent of blinding used during data acquisition and analysis. If blinding was not possible, describe why OR explain why blinding was not relevant to your study.: The investigators were blinded in the analysis of the in vivo atherosclerosis experiment (Figure 6). In the in vitro experiments, the investigators were not blinded to group allocation during data collection. This was not practically feasible for the comprehensive biophysical/spectroscopic experiments and based on time/staff efficiency and capacity was not feasible and deemed necessary for the cell assays because the analyses/quantifications were performed by automated instrument-based analyses (e.g. flow cytometric analysis of chemotaxis experiments, computer-assisted image analysis of LDL-uptake and image analysis of stainings with fluorescently labeled msR4M-L1 peptide, densitometry of dots blots and Western blots).
	Briefly describe the study type including whether data are quantitative, qualitative, or mixed-methods (e.g. qualitative cross-sectional, quantitative experimental, mixed-methods case study). : 
	State the research sample (e.g. Harvard university undergraduates, villagers in rural India) and provide relevant demographic information (e.g. age, sex) and indicate whether the sample is representative. Provide a rationale for the study sample chosen. For studies involving existing datasets, please describe the dataset and source.: 
	Describe the sampling procedure (e.g. random, snowball, stratified, convenience). Describe the statistical methods that were used to predetermine sample size OR if no sample-size calculation was performed, describe how sample sizes were chosen and provide a rationale for why these sample sizes are sufficient. For qualitative data, please indicate whether data saturation was considered, and what criteria were used to decide that no further sampling was needed.: 
	Provide details about the data collection procedure, including the instruments or devices used to record the data (e.g. pen and paper, computer, eye tracker, video or audio equipment) whether anyone was present besides the participant(s) and the researcher, and whether the researcher was blind to experimental condition and/or the study hypothesis during data collection.: 
	Indicate the start and stop dates of data collection, noting the frequency and periodicity of sampling and providing a rationale for these choices. If there is a gap between collection periods, state the dates for each sample cohort. Specify the spatial scale from which the data are taken: 
	State how many participants dropped out/declined participation and the reason(s) given OR provide response rate OR state that no participants dropped out/declined participation.: 
	If participants were not allocated into experimental groups, state so OR describe how participants were allocated to groups, and if allocation was not random, describe how covariates were controlled.: 
	Briefly describe the study. For quantitative data include treatment factors and interactions, design structure (e.g. factorial, nested, hierarchical), nature and number of experimental units and replicates.: 
	Describe the research sample (e.g. a group of tagged Passer domesticus, all Stenocereus thurberi within Organ Pipe Cactus National Monument), and provide a rationale for the sample choice. When relevant, describe the organism taxa, source, sex, age range and any manipulations. State what population the sample is meant to represent when applicable. For studies involving existing datasets, describe the data and its source.: 
	Describe the data collection procedure, including who recorded the data and how.: 2
	Describe the measures taken to verify the reproducibility of experimental findings. For each experiment, note whether any attempts to repeat the experiment failed OR state that all attempts to repeat the experiment were successful.: 
	Describe the study conditions for field work, providing relevant parameters (e.g. temperature, rainfall).: 
	State the location of the sampling or experiment, providing relevant parameters (e.g. latitude and longitude, elevation, water depth).: 
	Describe the efforts you have made to access habitats and to collect and import/export your samples in a responsible manner and in compliance with local, national and international laws, noting any permits that were obtained (give the name of the issuing authority, the date of issue, and any identifying information).: 
	Describe any disturbance caused by the study and how it was minimized.: 
	Describe all antibodies used in the study; as applicable, provide supplier name, catalog number, clone name, and lot number.: Anti-phospho-AMPKα, 1:1000, (Thr172) (40H9) mAb, Cell Signaling Technologies, Heidelberg, Germany; cat:2535, clone:Thr172 (40H9), lot:21Total AMPKα antibody, anti-AMPKα, rabbit IgG, #2532, 1:1000, Cell Signaling Technologies, Heidelberg, Germany; clone: D63G4, lot: 5Anti-β-actin antibody (WB): Santa Cruz Biotechnology, cat: sc-47778, clone:C4, lot: #C1620Anti-human-MIF antibody (N-20), Santa Cruz, Catalog No: sc-16965; LOT # I2806Rabbit anti-goat polyclonal IgG antibody from DAKO (now Agilent), Cat. Nr.: P0160, Clone name: not specified, Lot Nr.:050(101)Polyclonal anti-MIF rabbit IgG Ka565 (mou/hu cross-reactive); produced in own labChemotaxis of B lymphocytes:CD45R (B220)-PE, Clone RA3-6B2 cat#103241 Lot: B247416 https://www.biolegend.com/en-us/products/brilliant-violet-650-anti-mouse-human-cd45r-b220-antibody-7844CountBright™ Absolute Counting Beads #C36950 (Molecular Probes-Invitrogen)Antibodies in cytokine array:Cytokine array panel A (R&D Systems, ARY006)Blocking anti-MIF NIH/IIID.9: generated by R. Bucala and colleagues (Lan HY, Bacher M, Yang N, et al. The pathogenic role of macrophage migration inhibitory factor in immunologically induced kidney disease in the rat. J Exp Med. 1997;185(8):1455-1465. doi:10.1084/jem.185.8.1455); Yang, N., Nikolic-Paterson, D.J., Ng, Y. et al. Reversal of Established Rat Crescentic Glomerulonephritis by Blockade of Macrophage Migration Inhibitory Factor (MIF): Potential Role of MIF in Regulating Glucocorticoid Production. Mol Med 4, 413–424 (1998). https://doi.org/10.1007/BF03401748Anti-rabbit horse-radish peroxidase (HRP)- conjugated antibody: GE Healthcare, cat: NA934V, lot:13997044Anti-mouse IgG H&L (HRP): abcam, cat: ab6789, lot: GR3299987-1Alexa Fluor® 647 AffiniPure F(ab')₂ Fragment Donkey Anti-Rat IgG (H+L) Jackson ImmunoResearch Europe Ltd., Cat#: 712-606-153 Polyclonal;For other flow cytometry antibodies - see below -->Anti-MAC2 antibody for plaque macrophage staining: anti-MAC2 (Cedarlane), Clone M3/38 (rat IgG2a); https://www.cedarlanelabs.com/products/detail?code=CL8942AP; Cedarlane CL8942AP M3/38 Rat IgG2aAnti-CD74 antibody: FITC-conjugated mouse anti-human CD74, FITC-IgG2 (isotype control) (BD Pharmingen), Clone  MB741, (RUO); cat: 555540, lot: 8208786Mouse IgG2A Control FITC conjugated: R&D Systems, cat: IC003F, clone: # 20102, lot: LHB0916121Anti-CD14: CD14-PE, human cat # 130-110-519 Miltenyi Biotec; Clone TUK4; https://www.labome.com/product/Miltenyi-Biotec/130-113-149.htmlMouse FACS antibody panel for blood leukocytes:V450 Rat Anti-Mouse CD45: BD Biosciences cat. # 560501 clone 30-F11 Rat LOU; Lot: 9003898CD3-FITC: mouse Miltenyi Biotec 130-119-758 REA641 recombinant human IgG1; Lot:5200402682APC/Cy7 anti-mouse CD19: BioLegend cat. # 115530, clone 6D5 IgG2a; Lot: B290859PE anti-mouse CD11c Antibody: BioLegend cat# 117308, clone N418, Armenian Hamster IgG; Lot: B278350PE/Cy7 anti-mouse/human CD11b Antibody: BioLegend cat# 101216, clone M1/70, Rat IgG2b, κ; Lot: B294981APC anti-mouse Ly-6C Antibody BioLegend cat# 128016;  clone HK1.4 Rat IgG2c, κ; Lot: B274371PerCP anti-mouse Ly-6G Antibody: BioLegend cat# 127654, clone 1A8, Rat IgG2a, κ; Lot: B248969
	Describe the validation of each primary antibody for the species and application, noting any validation statements on the manufacturer’s website, relevant citations, antibody profiles in online databases, or data provided in the manuscript.: Anti-phospho-AMPKα: see website Cell Signaling (https://www.citeab.com/antibodies/123532-2535-phospho-ampk-thr172-40h9-rabbit-mab?utm_campaign=Widget+All+Citations&utm_medium=Widget&utm_source=Cell+Signaling+Technology&utm_term=Cell+Signaling+Technology) (https://www.cellsignal.de/products/primary-antibodies/phospho-ampka-thr172-40h9-rabbit-mab/2535) and citations reporting on the use of this antibody (e.g. Seoane-Collazo et al., Nat Commun 2019; https://doi.org/10.1038/s41467-019-12004-z; Dohmen M et al., Nat Commun 2020. DOI: 10.1038/s41467-020-14812-0. PMID: 32098961; Qu YY et al., Cancer Res 2020. DOI: 10.1158/0008-5472.CAN-19-1023. PMID: 31690668.)Anti-AMPKα: https://www.cellsignal.de/products/primary-antibodies/ampka-d63g4-rabbit-mab/5832 and citations reporting on the use of this antibody (e.g. Zurlo G et al., Nat Commun 2019. DOI: 10.1038/s41467-019-13168-4. PMID: 31729379; Carreras-Sureda A et al., Nat Cell Biol 2019. DOI: 10.1038/s41556-019-0329-y. PMID: 31110288; Li F et al., Cancer Res 2019. DOI: 10.1158/0008-5472.CAN-18-3604. PMID: 31189648.)Anti-β-actin antibody (WB): https://www.scbt.com/p/beta-actin-antibody-c4?productCanUrl=beta-actin-antibody-c4&_requestid=4313050 and citations reporting on the use of this antibody; Xu AL et al., Neural Regen Res 2020. DOI: 10.4103/1673-5374.264465. PMID: 31535655; Liu ZS et al., Nat Immunol 2019. DOI: 10.1038/s41590-018-0262-4. PMID: 30510222Anti-human-MIF antibody (N-20): previously validated in PMID: # 19478200  Verschuren, L. et al. 2009. Circ. Res. 105: 99-107; PMID: # 18674612  Michard, Q. et al. 2008. Free Radic. Biol. Med. 45: 1002-1010; PMID: # 16115023  Verschuren, L. et al. 2005. Antioxid. Redox Signal. 7: 1195-1202; PMID: # 15236996  Mahutte, N.G. et al. 2004. Fertil. Steril. 82: 97-101; as well as in own scouting experiments to verify the specifity for MIF over background (without primary Ab) over MIF-2/D-DT.Anti-MIF polyclonal Ka565: previously validated in e.g.: PMID: # 11089976 Kleemann, R. et al. Nature 2000; PMID: # 17435771 Bernhagen, J. et al., Nat. Med. 2007; PMID: # 31811089 Sinitski, D. et al. J. Biol. Chem. 2020.Blocking anti-MIF NIH/IIID.9: generated by R. Bucala and colleagues; validated e.g. in: (Lan HY, Bacher M, Yang N, et al. The pathogenic role of macrophage migration inhibitory factor in immunologically induced kidney disease in the rat. J Exp Med. 1997;185(8):1455-1465. doi:10.1084/jem.185.8.1455); Yang, N., Nikolic-Paterson, D.J., Ng, Y. et al. Reversal of Established Rat Crescentic Glomerulonephritis by Blockade of Macrophage Migration Inhibitory Factor (MIF): Potential Role of MIF in Regulating Glucocorticoid Production. Mol Med 4, 413–424 (1998). https://doi.org/10.1007/BF03401748CD45R (B220)-PE: validated as per supplier: https://www.biolegend.com/en-us/products/brilliant-violet-650-anti-mouse-human-cd45r-b220-antibody-7844Anti-human CD74: https://www.bdbiosciences.com/eu/applications/research/b-cell-research/surface-markers/human/fitc-mouse-anti-human-cd74-mb741/p/555540; and further validated by comparing to signal stained with IgG control. Citations reporting on the use of this antibody (e.g. Zimmerman KA et al., J Am Soc Nephrol 2019. DOI: 10.1681/ASN.2018090931. PMID: 30948627; Schwartz V et al., FEBS Lett 2009. DOI: 10.1016/j.febslet.2009.07.058. PMID: 19665027); further validated by comparing to signal without primary Ab. Mouse IgG2A Control FITC conjugated: https://www.rndsystems.com/products/mouse-igg2a-fluorescein-conjugated-antibody_ic003f#product-citations and citations reporting on the use of this antibody; Laufer JM et al., Cell Rep 2019. PMID: 31644919. DOI: 10.1016/j.celrep.2019.09.031; Puddu P, et al., PLoS One 2011. PMID: 21799877. DOI: 10.1371/journal.pone.0022504Anti-Mouse/Human Mac-2 (Galectin-3), Purified (Clone M3/38) (rat IgG2a): for validation see provider website https://www.cedarlanelabs.com/products/detail/cl8942ap?lob=AllProducts and other citations reporting on the use of this antibody (e. g. Kanter JE, et al. (2012) Diabetes promotes an inflammatory macrophage phenotype and atherosclerosis through acyl-CoA synthetase 1. PNAS. 109(12): E715-E724; Schober A, et al. (2014) MicroRNA-126-5p promotes endothelial proliferation and limits atherosclerosis by suppressing Dlk1. Nat Med. 20(4): 368-376).Anti-CD14: validated by supplier: https://www.labome.com/product/Miltenyi-Biotec/130-113-149.html and e.g. in: Dzionek A, Fuchs A, Schmidt P, et al. BDCA-2, BDCA-3, and BDCA-4: three markers for distinct subsets of dendritic cells in human peripheral blood. J Immunol. 2000;165(11):6037-6046. doi:10.4049/jimmunol.165.11.6037; Meissner F, Seger RA, Moshous D, Fischer A, Reichenbach J, Zychlinsky A. Inflammasome activation in NADPH oxidase defective mononuclear phagocytes from patients with chronic granulomatous disease. Blood. 2010;116(9):1570-1573. doi:10.1182/blood-2010-01-264218Mouse panel antibodies (FACS):V450 Rat Anti-Mouse CD45: https://www.bdbiosciences.com/us/applications/ research/stem-cell-research/cancer-research/mouse/v450-rat-anti-mouse-cd45-30-f11/ p/560501 and other citations reporting on the use of this antibody (e. g. Tan J, Town T, Paris D, et al. Microglial activation resulting from CD40-CD40L interaction after beta-amyloid stimulation. Science. 1999; 286(5448):2352-2355; Lagasse E, Connors H, Al-Dhalimy M, et al. Purified hematopoietic stem cells can differentiate into hepatocytes in vivo. Nat Med. 2000; 6(11):1212-1213). CD3 Antibody, anti-mouse, FITC, REAfinity™: https://www.miltenyibiotec.com/ DE-en/products/cd3-antibody-anti-mouse-reafinity-rea641.html#fitc:150-ug-in-1-ml and other citations reporting on the use of this antibody (e. g. Birnbaum, M. E. et al. (2014) Molecular architecture of the αβ T cell receptor-CD3 complex. Proc. Natl. Acad. Sci. U.S.A. 111(49): 17576-17581; Gold, D. P. et al. (1987) Evolutionary relationship between the T3 chains of the T-cell receptor complex and the immunoglobulin supergene family. Proc. Natl. Acad. Sci. U.S.A. 84(21): 7649-7653).APC/Cy7 anti-mouse CD19: https://www.biolegend.com/en-us/products/apc-cyanine7-anti-mouse-cd19-antibody-3903 and other citations reporting on the use of this antibody (e. g. Engblom C, et al. 2017. Science. 358:6367; Barbet G, et al. 2018. Immunity. 48:584).PE anti-mouse CD11c Antibody: https://www.biolegend.com/en-us/products/pe-anti-mouse-cd11c-antibody-1816 and other citations reporting on the use of this antibody (e. g. Hanihara-Tatsuzawa F, et al. 2014. J Biol Chem. 389:30925; Olson M, et al. 2014. J Immunol. 193:5420).PE/Cy7 anti-mouse/human CD11b Antibody: https://www.biolegend.com/en-us/products/pe-cyanine7-anti-mouse-human-cd11b-antibody-1921 and other citations reporting on the use of this antibody (e. g. Radovanovic I, et al. 2014. J Immunol. 193:1290; Zasłona Z, et al. 2014. J Immunol. 193:4245).APC anti-mouse Ly-6C Antibody: https://www.biolegend.com/en-us/products/apc-anti-mouse-ly-6c-antibody-6047 and other citations reporting on the use of this antibody (e. g. Getts D, et al. 2014. Sci Transl Med. 15:219; Ray A, et al. 2014. J Immunol. 192: 5109).PerCP anti-mouse Ly-6G Antibody: https://www.biolegend.com/en-us/search-results/percp-anti-mouse-ly-6g-antibody-13351 and other citations reporting on the use of this antibody (e. g. Zhang S et al. 2018. Cell metabolism. 29(2):443-456; Schaftenaar FH, et al. 2019. Sci Rep. 9:17391; Rohner L, et al. 2020. Sci Rep. 0.570833333).
	State the source of each cell line used.: Human aortic endothelial cells (HAoECs), passage 2: PromoCell (Heidelberg, Germany)Human cardiac myocytes (HCM), passage 2: PromocellMonomac6 monocytes: clone originally obtained from Dr. Ziegler-Heitbrock; have been reported in ref. 14 of the manuscriptHEK293 cells: originally obtained from DSMZ Braunschweig (ACC 305) and then sub-cultured; not used beyond passage 25 (https://www.dsmz.de/collection/catalogue/details/culture/ACC-305; as well as Schwarz et al., Eur J Cell Biol 2012)
	Describe the authentication procedures for each cell line used OR declare that none of the cell lines used were authenticated.: HAoECs: are primary human aortic cells obtained directly from the provider (C-12271, Promocell) at passage 2 (P2); directly used in experiments; no further authentication performedHCM: are primary human cardiomyocytes obtained directly from the provider (C-12810, Promocell) at passage 2 (P2); directly used in experiments; no further authentication performedMonoMac6: authenticated by Dr. Ziegler-Heitbrock (see ref. Ziegler-Heitbrock, H. W., Thiel, E., Futterer, A., Herzog, V., Wirtz, A., Riethmuller, G. (1988). Establishment of a human cell line (Mono Mac 6) with characteristics of mature monocytes. International Journal of Cancer 41 (3): 456-461 . http://www.ncbi.nlm.nih.gov/pubmed/3162233); cells only used at early passages; furthermore, authentication by microscopic verification of typical small cell clusters by experienced scientist with handling experience of MonoMac6; furthermore, monocyte identity of MonoMac6 routinely verified by human inflammatory cytokine profiles;HEK293: obtained from DSMZ Braunschweig (ACC305) where it is authenticated by multiplex PCR of minisatellite markers; the clone was sub-cultured and not used beyond passage 25; experiments were performed with early passage (P3-4) stocks
	Confirm that all cell lines tested negative for mycoplasma contamination OR describe the results of the testing for mycoplasma contamination OR declare that the cell lines were not tested for mycoplasma contamination.: Primary cells (HAoEC and HCM) were freshly obtained from Promocell, used at P2, and were handled in a Mycoplasma-free reserved hood;  For cells lines, Mycoplasma tests (by qPCR) are performed on a regular basis; for the used cell lines Monomac6 and HEK293, tests were performed before vials/passages were cryo-preserved and confirmed to be negative; upon thawing of a certain passage for the experiments of this study, no further Mycoplasma tests were performed.
	Name any commonly misidentified cell lines used in the study and provide a rationale for their use.: -none-
	Provide provenance information for specimens and describe permits that were obtained for the work (including the name of the issuing authority, the date of issue, and any identifying information).: N/A
	deposition: N/A
	deposition: 0
	If new dates are provided, describe how they were obtained (e.g. collection, storage, sample pretreatment and measurement), where they were obtained (i.e. lab name), the calibration program and the protocol for quality assurance OR state that no new dates are provided.: N/A
	datescheck: 0
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