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We suggest that the kinesin community adopt the “type specimen” nhomenclature scheme
shown in Table 1. This naming convention is similar to the one first proposed by Hirokawa (1). In
Hirokawa’s published naming convention, families are named for their first cloned member. In the
convention we propose here, each family’s namesake is defined as the first kinesin in the family
to be both functionally characterized at the protein level and to have its full-length sequence
present in GenBank. This yields a standardized naming convention for kinesin wherein all
families are named for their first full length, functionally characterized members. In the case of
the KIF4 family, mouse KIF4 (4) has been chosen as the family’s type specimen despite the fact
that Drosophila nod was the first KIF4 family member identified (13). This exception is made
because independent phylogenetic analyses do not always group nod with the KIF4 family (1, 14-
16).

It is important to note that this naming convention is in the spirit of the model for the
naming of organisms proposed by Carl von Linné (Carolus Linnaeus; 17), which was later
improved upon and standardized by Thomas A. Sprague (18). This organismal naming
convention is one such that any species of organisms has a “type specimen.” The type specimen
is based upon priority of publication and is considered to be the ideal for each species, but other
species of that genus or family are not expected to be identical to the type specimen. Rather all
genera are related phylogenetically and share some evolutionarily key characteristics in common.
For instance, the type genus for the Rosaceae or rose family is Rosa. While apples don’t look
much like roses, they are in the rose family, and bear key characteristics of roses including the
presence of many stamens borne on a hypanthium in the flower. In the same way, we should
expect members of any single kinesin family to share many things in common with the family’s
type specimen, but deviation in function from that of the type specimen also should be expected
for some family members.

Finally, there should be an accepted protocol for determining to which family a new kinesin
sequence belongs. Our suggestion is to first do a BLAST search (19) using the full-length protein
sequence for the kinesin of interest as the query. If all top hits are members of a single kinesin
family, the kinesin of interest is probably also a member of that family. If this is not the case, we
recommend that the researcher download a published kinesin motor core alignment such as one
of the Lawrence et al. alignments’ (16), and add their own kinesin’s motor core to that alignment
(by hand or using an alignment tool such as Clustal 20). Next use a simple method for building a
phylogenetic tree (such as Neighbor Joining 21) to find the family most closely related to the
kinesin of interest. These alignment and treebuilding methods are available together on a
webserver at http://www.ebi.ac.uk/clustalw/. As previously noted by Hirokawa, specific domains
or motifs should also be utilized as criteria for classification (1). Although the relatedness of
families to one another varies among the recently published phylogenies, the members of each
family are relatively consistent among all published trees, making it possible to use any of them
for family-level classification.

* Alignments ALIGN_000356, ALIGN_000357, and ALIGN_000358 are available online at
http://srs.ebi.ac.uk in the SeqRelated library called EMBLALIGN.



Table 1. Standardized names for kinesin families based upon type specimens.

Standardized Name  Reference Also Known As

MCAK 2 MmKIF2, MCAK,MCAK/KIF2, I-Type, Kinl, M
KLP67A 3 Kip3, Kinl, N-11X

KIF4 4 Chromokinesin, Chromokinesin/KIF4, N-V
Unc-104 5 KIF1, N-llI

CENP-E 6 N-VII

MKLP1 7 MKLP, N-VI

Kar3 8 DmNCD, C-terminal, C-l, C-Il, C-IV
KIFC2 9 C-Terminal, C-1, C-ll, C-llI

KHC 10 KHC, Kinesin, Kinesin-I, N-I

KRP85/95 11 SpKRP85, Kinesin-II, N-IV

BimC 12 AnBimC, N-II
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