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We've talked a lot about finding a good work/life balance, and many of us find it quite difficult. Developer and designer Pam Selle disagrees, saying that while you remember some key things, it should be quite easy to stop working at the end of the day and get back into your life. Many of us can't wait to
pack and head home at the end of a long working day: we count the... Read moreThe talk is very short; only about 5 minutes, so I recommend you watch it right now. However, if you want the even shorter gist, it's this: Time is money. When you work overtime, you earn less money for your time. Get off
Facebook and get your job while you're at work. As we said before, surfing the web at work can help your productivity, but if you're prone to straying more than you're working on, you've crossed the line from good slacking to bad slacking. If you can't name two things you're regularly doing outside of work,
you're spending too much time there. Keep an excuse on hand to quit your job, whether it's a night class, a date you need to make, or even dogs you need to feed. Find a reason to get out of there at 5.You may have always suspected that surfing the web at work was good for you (at least for your... Read
moreWhat may seem a little more simplistic, but the forcefulness of the talk is what helps you get your point scored. It's also quite humorous (although it has some NSFW language, be warned), so check out the video above to see the whole thing. And, if you're still sitting at work while you're reading this...
go f**k home. Go to the F**k House - My Ignite Talk | Pam the Webivore via @ginatrapani By Ruth Mayhew Updated August 09, 2018 The U.S. Equal Employment Opportunity Commission and the U.S. Department of Labor enforce labor laws that give applicants and employees access to fair treatment in
the workplace. Many employers designate their companies as equal opportunity entrepreneurs by using the EOE or EEO designation in their job advertisements. Other entrepreneurs use M/F/D/V. The M and F in M/F/D/V represent male and female. This designation indicates that the company does not
participate in unfair labor practices based on sex. Discrimination against an applicant or employee, based on sex, is illegal and violates Title VII of the Civil Rights Act of 1964, as well as other laws such as the Lilly Ledbetter Fair Pay Act of 2009 and the Equal Wage Act of 1963. What this means in
practical terms is that employers using the M/F designation do not discriminate by refusing to hire someone based on sex or hiring only men or just to occupy places traditionally occupied by people of their sex. D means disability, which means the employer embraces fair labor practices. Employers are
required to adhere to the Americans with Disabilities Act 1990, which prohibits based on a physical or developmental disability, either real or perceived. In some cases, applicants and employees have been discriminated against when the employer believes that a disability will inhibit the worker's ability to
do the job. V is for veteran. The U.S. Department of Labor's Employment and Veterans Training Service works to ensure veterans have equal job opportunities by enduring the Uniformed Services Workplace Reocmplement Rights Act. Likewise, USERRA guarantees the rights of veterans in terms of hiring
and retaining employees. For example, service members who are called to service cannot be fired for serving in the United States. The law also requires employers to participate in fair labor practices in the employment of veterans with disabilities. Another designation used by some employers is AA,
which means affirmative action and means the company has a written affirmative action plan, in accordance with Executive Order 11246 rules. The U.S. Department of Labor, Office of Federal Contract Compliance Programs enforces the executive order and requires affirmative action plans from
companies doing business with the federal government. Employers who use the AA designation often include MFDV as part of their equal opportunity labor advertising policy. Even employers who are not required to have affirmative action plans use the AA designation to make sure the public knows they
are equal opportunity employers. About us Newsroom jobs at Allrecipes Support Site Map Contact Us The Gingicain D customer service may be available in the countries listed below. Ingredient matches for benzalkonium Gingicain D Benzalkonium Benzalkonium chloride (a Benzalkonium derivative) are
reported as an ingredient of Gingicain D in the following countries: Tetracaine Tetracaine is reported as an ingredient of Gingicain D in the following countries: Important notice: The international database Drugs.com is in BETA version. This means it is still under development and may contain inaccuracies.
It is not intended to be a substitute for the experience and judgment of your doctor, pharmacist or other health professional. It should not be interpreted to indicate that the use of any medicine in any country is safe, adequate or effective for you. Consult your health professional before taking any
medication. More informationAdds consult your healthcare provider to ensure that the information displayed on this page applies to your personal circumstances. Medical Disclaimer ← International Search for Drug Names Go to Personnel Directory Casa I am director of the programme for obesity
neurobiology programmes, and diabetes research centres. Niddk's Diabetes Research Centers programme supports innovative research and interdisciplinary collaboration translation of basic science into improvements in public health. I also coordinate the NIH loan repayment program for the Division of
Diabetes, Endocrinology and Metabolic Diseases. In addition to my work for the Institute, I am currently a member of the Research Policy Committee of the American Diabetes Association. DDEMD Loan Repayment Program Committee, Niddk President Training Program Principals Committee, Member of
the DDEMD Research Career Training and Development Committee, Associate Professor Member, Department of Anatomy and Neurobiology, University of Kentucky College of Medicine, 1995-2000 Assistant Professor, Department of Anatomy and Neurobiology, University of Kentucky College of
Medicine, 1989-1995 Postdoctoral Fellowship, Department of Physiology and Biophysics, Indiana University School of Medicine, 1986-1989 Ph.D., Rutgers University/University of Medicine and Dentistry, 1985 Go to the Home Personnel Directory I serve as director of the Extramur Activities Division
(DEA). My work supports NIH's commitment to improving its extramural program operations. My responsibilities include overseeing the peer review of extramural research requests that are reviewed in the NIDDK prior to funding, and processing grant awards, cooperation agreements and contracts.
Division logs in, assigns and distributes all applications received annually by the NIDDK internally. I supervise the coordination and conduct of a scientific and technical review of these applications, which includes presentations of project and program center grants, training and research development
grants, cooperation agreements (including multi-site clinical trials) and research contracts. I lead the DEA's efforts to advise on the development, implementation and coordination of extramural programs and policies within the NIDDK. My duties also include overseeing the coordination of the management
activities of the Institute Committee and the meetings of the NIDDK Advisory Council. In addition, I work closely and supervise the director of the OREO. NIH Committees and Working Groups Extramurs Program Management Committee, NIH Member Simplifying FOA Development and FOAs (SFDF)



Working Group, Co-Chairman NIDDK Web Oversight Committee, Member NIDDK Review and Program Interactions Committee, President NIDDK Grants Management and Program Interactions Committee, Co-Chair Associate Director of Science Policy and Director, Office of Planning, Analysis and
Evaluation, CSR, NIH, 2001-2005 Postdoctoral Study, Molecular and Cellular Biology Laboratory, NIMH, NIH, 1992-1995 Ph.D., Rutgers University, 1993 Go to home staff directory senior researcher, NIDDK, NIH, 2010-present Researcher, NIDDK, NIH Assistant Scientist, University of Wisconsin, 1998-
2002 NRSA Fellow, University of Wisconsin, 1995-1998 Ph.D., University of Massachusetts Medical School, 1994 B.A., University of Nine 1986 The ultimate goal of my laboratory is to understand the molecular mechanisms used to control the number and size of centrosomes. These small organules play
a critical role in cell growth, division and motility, but can only correctly execute their various functions when present in one or two copies per cell and when they are of appropriate size. Introduction Cell growth, division and motility are highly dependent on an organized and dynamic microtubule
cytoskeleton. Icrotobules are filamentous polymers with a defined polarity that can be organized to form a variety of structures, including bipolar spindles, radial matrices, and cilia axonems. Within the cell, the arrangement of microtubules is controlled by a variety of discrete microtubule organization
centers (MTOCs), but in most cells, the dominant MTOC is the centrosome, a bipartite structure consisting of a central pair of barrel-shaped centrioles and a surrounding matrix of pericentriolar material (PCM). In recent years it has become clear that defects in centrosomes and centrioles are linked to,
and even causal, an increasing number of human diseases, including cancer, microcephaly and dwarfism. While our understanding of centrosome biogenesis and function has advanced significantly in recent years, much has yet to be learned about how the number, size and activity of centrosomes is
determined. To address these questions, my lab uses genetic and biochemical approaches to study centrosome biology in a simple model system, the small nematode worm, Caenorhabditis elegans. Research in my laboratory is currently focused on two aspects of centrosome biology. First of all, we are
particularly interested in the molecular mechanisms underlying the numerical control of centrioles. At birth, each cell inherits a single pair of centrioles from its parents. This pair doubles precisely in phase S to produce two pairs of centriole (and therefore two centrosomes). As each pole of the spine is
organized by a centrosome, defects in centriole duplication can disrupt spindle bipolarity and chromosomal segregation, leading to genome instability. Secondly, we seek to understand how centrosome size and microtubule organization activity are controlled. The amount of PCM surrounding a pair of
centriole can vary greatly between cell types and within a given cell from one cell cycle stage to the next. Since microtubule nucleation and anchoring is executed by the PCM, the microtubule organization capacity of centrosomes can be adjusted by controlling PCM levels. The work in a series of including
my own, has indicated that the assembly of the PCM is controlled by intrinsic devices in the PCM, as well as extrinsic mechanisms. Centriole Duplication During phase S, a centricultural duplication round is proceeded through which a new centriole (daughter) is mounted next to it and at a right angle to
each (mother) centrithle. So far only a handful of basic preserved centrites duplication factors have been identified. These include the master regulator known as kinasa polo 4 (Plk-4) in humans and as ZYG-1 in C. elegans. This kinase is recruited to the mother centriole by its receptor, a coil-rolled protein
known as SPD-2. In the mother centriole, Plk4/ZYG-1 recruits two components, SAS-5 and SAS-6, to form a central scaffold that imparts nine times symmetry over the centrithal cylinder. The final stage of the assembly of the centriole involves the contracting of another protein called SAS-4; this factor
directs the assembly of the outer centricultural wall. Some of the questions addressed in my lab are as follows. How do the cell ensure a single round of duplication during each cell cycle? What mechanisms restrict centricola duplication so that one and only centriole daughter meets next to each mother?
Does the Centriole mother play an active (i.e. instructive) role in the centriole daughter assembly or does it serve simple as a solid-state platform on which the constituents of the centriole daughter self-ride? How is centricultural integrity maintained over many cellular generations? Using genetic and
biochemical screens we have identified new factors that regulate centricola duplication and studied these factors to know how the loyalty of centrithol assembly is achieved. Specifically, one factor we have recently discovered is protein phosphatase 1 (PP1). The loss of the PP1 catalytic subunits, or any of
the two regulatory subunits (I-2 and SDS-22) results in a centricola amplification phenotype by which more than one centriole daughter is mounted next to each mother. Thus, PP1 plays an important role in the counting mechanism. In another study, we identified a special allele of the sas-6 gene and
discovered that wild-type centrioles can direct the mutant protein to mount on a functional daughter centriole, but centrioles composed of the mutant protein cannot be coupled directly from the same SAS-6 mutant protein. This surprising finding suggests that the mother centriole plays an instructive role in
the centriole daughter assembly. My laboratory is also actively dedicated to characterizing physical interactions between basic centriole duplication factors. We have purified long-lasting recombinant forms of most of the basic duplication factors and are using biophysical and biochemical approaches to
understand how they might interact to form a centritol. PCM PCM assembly is a highly dynamic material and during the cell cycle, its levels change dramatically. At no time is this more striking than as the cell enters mitosis when centrosomes show a rapid increase in the pcm. This increase in PCM levels
results in an increase in the centrosome's microtubule nucleation capacity, and is required for bipolar bipolar spine In C. elegans, PCM is largely composed of two proteins, SPD-2 and SPD-5 and recent studies indicate that the amount of SPD-2 is limiting for centrosome size. Our genetic displays have
identified genes that control the size of PCM. At least some of these seem to work within the PCM itself and define intrinsic PCM regulatory mechanisms, while others seem to work in the centriole and define pcm-extrinsic mechanisms. Several kinases have been identified that control PCM formation and
are likely to participate in intrinsic PCM regulatory pathways. These include PLK-1 and AIR-1 that locate PCM and positively regulate PCM assembly. Both SPD-2 and SPD-5 appear to be PLK-1 targets, but it is not yet clear how the phosphorylation of these proteins could lead to their incorporation into
PCM. In addition, my lab has recently discovered that PP1 negatively regulates the hiring of SPD-2 at the PCM. This role seems independent of pp1's role in centricultural duplication. Unlike PLK-1 and AIR-1 kinases, PP1 does not locate the PCM and therefore it is currently unclear whether the role of
PP1 is intrinsic or extrinsic to the PCM or if PP1 directly antagonizes PLK-1 or AIR-1 activity. Extrinsic mechanisms in the PCM operate on the centritol to control the level of the surrounding PCM. Surprisingly we found that ZYG-1 localized centriole plays a role in controlling PCM levels. Specifically, we
have found that if we experimentally increase the level associated with the ZYG-1 centritol, that there is a corresponding increase in the amount of SPD-2 within the PCM. In addition, these centrosomes have a significantly high microtubule nucleation capacity and are associated with a variety of defects in
microtubule-dependent processes. Therefore, centrosomes must keep PCM levels within an acceptable range in order to function properly. Currently, the work in my laboratory is aimed at defining the molecular mechanisms that control the number and size of centrosomes and to understand how these
processes go wrong in the disease. The application of our research An increasing number of human diseases has been linked to aberrations in the number and structure of centrosomes and centrioles. These include cancer, autosomal recessive primary microcephaly, primordial dwarfism, and a large
number of so-called cyliopathies such as polychemical kidney disease and Bardet-Biedl syndrome. Our goal is to understand how the cell normally regulates the number and size of centrosomes and how defects in these regulatory processes lead to disease. By identifying genes involved in regulating
centrosome structure and number and characterizing their different roles in these processes, we hope to identify molecular markers can be used for diagnosis, as well as possible therapeutic targets. Revisiting Centrioles at Nematodes-Historic Findings and Current Topics. Schwarz A, Sankaralingam P,
O'Connell KF, KF, T. Cells (2018 August 8) 7. Full-text CDK-11-Cyclin L is required for gametogenesis and fertility in C. elegans. Williams CW, Iyer J, Liu Y, O'Connell KF. Dev Biol (2018 Sep 1) 441:52-66. Abstract/Full Text View More Publications The centrosome is a specialized component of animal
cells that participates in a variety of essential cellular processes. It does so through its nuclear capacity and organize microtubules, filamentous polymers that play a central role in the movement of cells and cellular constituents. Our laboratory wants to understand how cells control the number and size
centrosome, since these parameters are of great importance for proper cell growth and division. To deal with these questions, we use the small nematode worm C. elegans as a simple animal model system. Most worm genes have human counterparts and therefore our identification of genes that control
the number and size centrosome in the worm can inform us about the analogous processes operating in humans. Over the past decade, it has become increasingly clear that defects in centrosome number and size are associated with a variety of human diseases and therefore a more complete
understanding of how centrosome is regulated will allow us to better understand how diseases arise as a result of centrosome dysfunction. Wormbase The American Society of Cell Biology The Baltimore Worm Club
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