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Abstract
Baculoviruses are a family of rod-shaped, enveloped, double-stranded DNA viruses which are specifically pathogenic to 

arthropod species. Baculoviruses infect their host cells, causing the rearrangement of actin in host cells, and then using actin to 
complete their intracellular infection process. Baculoviruses encode multiple proteins involved in regulating the rearrangement of 
intracellular actin network. This review summarizes the life cycle of baculoviruses, and examines the recent progress regarding 
the role of actin in the targeted transport of baculovirus nucleocapsids. The baculovirus proteins that interact with actin and are 
related to actin rearrangement are also described briefly. This information should aid in understanding the molecular biology of 
baculoviruses especially for gene expression and biological control.
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Introduction
Baculoviruses are a large group of rod-shaped, enveloped, 

circular, double-stranded DNA viruses, which are specifically 
pathogenic to arthropod [1]. The sizes of baculovirus genomes 
vary from approximately 80 to 180 kb, which encode 89 to 183 
genes [2]. Baculoviruses ubiquitously exist in the environment and 
have been isolated from more than 600 host insect species, which 
predominantly belong to the orders Lepidoptera, Hymenoptera, and 
Diptera [3]. Autographa californica multiple nucleopolyhedrovirus 
(AcMNPV), the prototype of the Baculoviridae family, is the 
first baculovirus to be sequenced [4]. So far, more than 80 
baculoviruses have been sequenced. They are divided into four 
genera, Alphabaculovirus, Betabaculovirus, Gammabaculovirus, 
and Deltabaculovirus [5]. On the basis of molecular phylogenetic 
analysis of the polyhedrin (polh) gene, the members of the 
Alphabaculovirus genus can be further subdivided into group I 
and II NPVs [6].

The unique life cycle of baculoviruses is that baculoviruses 
produce two types of virions during the infection, one is the 
occlusion-derived virus (ODV), and the other is the budded virus 
(BV). ODV and BV have similar nucleocapsid structure, but the 
origin and composition of their envelopes are different. The main 
envelope protein of BV is GP64. GP64 can mediate budding, 
attachment, and entry of BVs, which resulted in the system 
infection. The ODV envelope contains many associated and 

integral viral proteins. ODV is responsible for spreading infection 
among insects [3,7].  

Actin is one of the most abundant proteins in eukaryotes 
and exists in the whole cell. Actin is widely involved in the 
construction of cytoskeleton, maintenance of cell morphology, 
muscle cell contraction and cell motility, phagocytosis, regulation 
of cell division, secretion, intracellular material transport and 
signal transduction. Actin exists in two forms: monomeric globular 
actin (G-actin) and filamentous actin (F-actin). F-actin and G-actin 
can be converted into each other under certain conditions, so as 
to maintain the dynamic balance of intracellular actin, which is 
the basis for the movement and replication of many pathogenic 
microorganisms in host cells, including baculoviruses. This review 
will focus on the recent advances and summarize the function of 
actin in the baculovirus infection and the regulation of baculovirus 
on intracellular actin rearrangement.

Infection cycle of baculovirus
The infection cycle of baculovirus can be divided into two 

stages: primary infection and systemic infection (Figure 1). Upon 
oral ingestion, the occlusion bodies (OBs) are dissolved in the 
insect midgut, releasing ODVs embedded in OBs. ODVs penetrate 
the peritrophic matrix of insect midgut, and then ODV envelopes 
fuse with microvillar membranes, releasing virus nucleocapsids 
into the midgut epithelial cells, initiating primary infection. In 
the early infection stage, newly assembled nucleocapsids egress 
from the nucleus, migrate across the cytoplasm, and bud from the 
plasma membrane to form BVs. Then, BVs spread throughout 
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the organism, resulting in systemic infection [3]. In the later 
stage of virus infection, the nucleocapsids remain in the infected 
nucleus, and obtain envelopes which may be derived from nuclear 
membranes to form ODVs [1]. The ODVs are further packaged 
into OBs. Upon the death and disintegration of the insect, OBs 
are released into the natural environment, thus starting the next 
infection cycle.

Figue 1: The infection cycle of baculovirus. (A) Occlusion 
bodies (OBs) ingested by an insect dissolve in the alkaline midgut 
lumen and release ODVs. Then, ODVs infect midgut epithelial 
cells, initiating primary infection. (B) The virions bud out 
from the basement membrane of the cells, initiating a systemic 
infection. Early in the systemic infection, more newly assembled 
nucleocapsids bud from the plasma membrane to form budded 
viruses (BVs), which spread the infection throughout the organism. 
(C) Late in the virus infection, the nucleocapsids remained in 
the infected nucleus obtain envelopes to form ODVs, which are 
further packaged into OBs. (D) Upon the death of the cells, OBs 
are released. (E) OBs enter into the natural environment, thus 
starting the next infection cycle. VS, virogenic stroma.

The relation of baculovirus infection and actin network 
rearrangement

It has been found that baculovirus infection can cause 
multiple sequential rearrangements of actin network in host cells 
[8,9]. After the viruses enter into cells, early cables are formed 
within the cytoplasm of infected cells, and a single nucleocapsid 
is at an end of most cables, suggesting that nucleocapsids 
or nucleocapsid-associated proteins of viruses induce the 
polymerization or bundling of actin [8,9]. With the expression of 
early viral gene, the second rearrangement of actin occurs in cells, 
and the F-actin cables gather near the plasma membrane [9]. Actin 

rearrangement-inducing factor 1 was found to be able to induce 
actin rearrangement and colocalize with F-actin at the plasma 
membrane. The various deletion mutants showed a loss of actin 
concentration at the plasma membrane [10,11]. At the late stage of 
virus infection, actin accumulates in the nucleus to form F-actin, 
which distributes in the ring zone surrounding the virogenic stroma 
(VS) [8,9]. Although G-actin and F-actin also exist in the nuclei of 
uninfected cells [12] and participate in many nuclear activities [13], 
baculovirus can cause a large number of G-actin aggregation in the 
nucleus and form F-actin [9]. The F-actin in the nucleus is very 
important for the morphogenesis of nucleocapsid. In the presence 
of either Cytochalasin D or Latrunculin A, two actin-binding 
agents that interfere with F-actin-dependent processes, the proper 
intranuclear assembly of viral nucleocapsids and the production 
of infectious progeny are prevented, showing that intranuclear 
F-actin is essential for baculovirus to produce progeny [14-17]. It 
has been reported that AcMNPV ie-1, pe38, ac4, he65, ac102, and 
ac152, known as the nuclear localization of actin (NLA) genes, 
may be required for mediating nuclear localization of G-actin 
[18,19]. Further studies showed that among the six NLA genes, 
only ac102 is required in the nuclear localization of G-actin, and 
the other five NLA genes are not necessary for this process [20].

The role of actin in the transport of nucleocapsid in cells

After the nucleocapsid is released into the cytoplasm, it is 
transported into the nucleus via the nuclear pore complex to start the 
cascade expression of baculovirus genes. In general, the transport 
of viruses in cells requires the assistance of microtubule [21], 
while the transport of bacteria relies on microfilament [22]. Some 
viruses, such as vaccinia virus, use both microtubules and actin 
filaments for intracellular movement and egress [23]. Studies have 
found that baculovirus uses microfilament to mediate the activity 
of nucleocapsid in cells, and the microtubule depolymerization 
has no effect on the movement of nucleocapsid in cells [24,25]. In 
addition, nucleocapsids of AcMNPV have been found to interact 
with actin as soon as they enter the cytoplasm, suggesting that 
the nucleocapsids may use microfilament to move in cells [8,26]. 
Inhibition of actin entry into nucleus can delay the start of viral gene 
expression, suggesting that actin movement facilitates the entry 
of viruses into the nucleus [27]. The visualization of AcMNPV 
movements in cells showed that nucleocapsids of AcMNPV 
undergo intracellular motility driven by actin polymerization [24].

Electron tomography showed that baculovirus is propelled 
by a fishbone-like array of actin filaments constructed from 
subsets linked by branch junctions, with an average of four 
filaments pushing the virus by their fast polymerizing ends at 
any one time [28]. Using a stochastic mathematical model, the 
simulations of actin comet tail organization as well as the tracks 
adopted by baculovirus inside cells showed that the actin filaments 
are continuously tethered to the virus surface as they grow, branch, 
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and push [28,29]. Therefore, F-actin is necessary for the directional 
transport of baculovirus nucleocapsid in cells [27,30].

The baculovirus protein that interacted with actin

At the late stage of baculovirus infection, six viral actin-
interacting proteins are synthesized, which are P78/83, BV/
ODV-C42, VP39, VP80, Ac102 and Ac34 [31-35]. VP80 is 
associated with the nucleocapsid of both BVs and ODVs, typically 
at one end of the nucleocapsids. VP80 has sequence motifs with 
homology to invertebrate paramyosin proteins, and VP80 is 
entirely localized in nuclei, adjacent to the virus-triggered F-actin 
scaffold [32]. Although deletion of the AcMNPV vp80 does not 
affect assembly of nucleocapsids, these nucleocapsids cannot 
migrate from the VS to the nuclear periphery to form viral progeny, 
showing VP80 is involved in the process of nucleocapsid egress 
from the VS toward the nuclear periphery along F-actin [36-39]. 
VP39 is the major capsid protein of baculovirus. VP39 can bind 
both G-actin and F-actin, but shows higher affinity for G-actin [40]. 
However, the function of VP39 binding G-actin is still unclear. 
Ac34 distributes in both the cytoplasm and the nuclei of infected 
cells but was not a viral structural protein [41]. The potential 
C3H zinc finger in Ac34 is required for its nuclear localization 
and optimal virus multiplication [42]. Ac34 can bind to the actin-
related protein complex (Arp2/3) subunits of Sf9 cells, P40, P34, 
and P20, which is essential for Ac34 to relocate Arp2/3 subunits 
to the nucleus [33]. The subcellular distribution of Arp2/3 under 
steady-state conditions is controlled by chromosomal maintenance 
1 (CRM1)-dependent nuclear export. Upon AcMNPV infection, 
Ac34 inhibits CRM1 pathway and leads to Arp2/3 retention in the 
nucleus to assist in virus replication [34].

P78/83 is a Wiskott-Aldrich syndrome protein (WASP)-
like protein, also known as nucleation promoting factors (NPFs), 
locates at one end of nucleocapsid, and is involved in nuclear 
actin assembly during the baculovirus infection [43]. The main 
substrate of WASP is Arp2/3 complex, which is the most direct and 
important activator of F-actin formation in cells [44]. The purified 
Arp2/3 complex has no activity, but it can be activated by NPFs to 
promote the polymerization of G-actin [1,43-45].

NPFs contain two domains, the C-terminal conserved output 
domain (VCA domain) and the N-terminal diverse regulatory 
domain. The C-terminal VCA domain includes a verprolin 
homology motif or V, an amphipathic connector region or C, 
and an acidic peptide or A. V domain can bind G-actin and CA 
domain is responsible for binding Arp2/3 complex [46,47]. The 
N-terminal regulatory region of WASP contains a GTPase-binding 
domain, which binds to the C-terminal VCA domain through 
intramolecular interaction, making WASP in an inactive state [48]. 
Under the external stimulation, GTPase Cdc42 can competitively 
bind to the GTPase-binding domain, and the intramolecular 
interaction disintegrates subsequently to release the VCA domain, 

then WASP is activated to direct Arp2/3 complex to initiate G-actin 
polymerization to form F-actin [48]. However, the N-terminal 
region of P78/83 does not show similarity with any identified 
NPFs, there is a unique multifunctional regulatory sequence 
(MRS) located near the N terminus of P78/83 [49]. MRS can 
serve as a degron to mediate P78/83 degradation in a proteasome-
dependent manner. In AcMNPV-infected Sf9 cells, MRS can 
bind to BV/ODV-C42, which modulates the P78/83-Arp2/3 
interaction to orchestrate actin polymerization [49]. In addition, 
nucleocapsids are found to be able to nucleate actin polymerization 
in a concentration-dependent manner in vitro, and P78/83 is found 
to bind actin directly [40]. In conclusion, P78/83-Arp2/3 complex 
plays a key role in baculovirus nucleocapsid transport.

BV/ODV-C42, a nucleocapsid structural protein, is capable 
of directly interacting with the viral proteins P78/83 and ODV-
EC27 to form a complex [50]. BV/ODV-C42 contains a nuclear 
localization signal (NLS) motif at the C terminus. During AcMNPV 
infection, BV/ODV-C42 binds to P78/83 in the cytoplasm to 
form a protein complex and cotransports to the nucleus under the 
direction of the NLS motif of BV/ODV-C42 [51]. In addition, 
studies have shown that BV/ODV-C42 plays a key role in the 
nuclear actin polymerization process, besides its role in recruiting 
P78/83 to the nucleus [52]. In the absence of BV/ODV-C42, even 
if P78/83 was tagged with a NLS, polymerized F-actin filaments 
could not be found in the nuclei of virus-transfected cells, despite 
other actin polymerization elements (i.e., G-actin, P78/83, and 
Arp2/3 complex) are present [52]. Furthermore, both the kinetics 
of pyrene-actin polymerization and F-actin-specific staining by 
phalloidin indicated that anti-BV/ODV-C42 can significantly 
attenuate the efficiency of F-actin formation [52]. Therefore, 
BV/ODV-C42 is directly involved in the formation of F-actin in 
vivo and in vitro. One possible hypothesis is that BV/ODV-C42 
not only mediates the entry of P78/83 into the nucleus, but also 
maintains the stability of P78/83 via its interaction with P78/83, 
thus indirectly participates in the formation of F-actin.

In addition, it is interesting that BV/ODV-C42 was 
found to contain a putative pocket protein binding site (PPBS), 
which may be involved in the interaction with pocket proteins 
of host cells, such as retinoblastoma protein (pRB), p130 and 
p107 [50], subsequently regulate other cell activities via pRB. 
Tyrosine kinase activity of nuclear c-Abl is regulated in the cell 
cycle through a specific interaction with pRB [53]. c-Abl can 
phosphorylate neural WASP (N-WASP) to regulate actin comet 
tail formation [54]. There are two molecular masses of 78 and 
83 kDa P78/83 synthesized late in baculovirus infection, and the 
83-kDa protein was a phosphorylated derivative of the 78-kDa 
protein [55]. Therefore, it is possible that there is a c-Abl homolog 
exists in insect cells to phosphorylate P78/83. Studies showed 
that elimination of the interaction between BV/ODV-C42 and 
pRB resulted in the separation of c-Abl homolog from P78/83, 
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and the hypo phosphorylated P78/83 cannot effectively activate 
the Arp2/3 complex to initiate actin polymerization [52]. Hence, 
BV/ODV-C42 may serve as a scaffold protein that provides a 
molecular platform for c-Abl homolog to phosphorylate P78/83 
to regulate the activity of Arp2/3 complex, and ultimately regulate 
the polymerization of F-actin. Recently, Ac102 was found to be a 
component of the P78/83-C42-EC27-Ac102 protein complex [31], 
and be involved in modulating BV/ODV-C42 ubiquitination and 
consequently ensures P78/83 activity as an NPF to initiate actin 
polymerization [35].

Figure 2: The possible roles of actin in the transportation of 
nucleocapsids in host cells. (I) Shortly after the baculovirus 
nucleocapsids enter into the host cytoplasm, cytoplasmic G-actin 
is induced to polymerize to form F-actin cable, propelling the 
nucleocapsids to migrate to the nuclear membrane. (II) At the 
nuclear membrane, induced actin polymerization is ended, 
the nucleocapsid is detached from the F-actin tail, then the 
nucleocapsid enters the nucleus via the nuclear pore complex. (III) 
The viral genome is released to the virogenic stroma (VS). (IV) The 
viral genes are replicated and transcripted. (V) With production 
of early viral proteins, G-actin in cytoplasm is recruited into 
nucleus. (VI) At the late stage of infection, P78/83, BV/ODV-C42, 
Ac102, VP80 and Ac34 are produced. (VII) P78/83 and Arp2/3 
complex are transported into the nucleus, initiating the nucleus 
G-actin polymerization to form F-actin. (VIII) Nucleocapsids are 
assembled and egresses from the nucleus along F-actin.

In conclusion, the possible roles of actin in the transportation 
of nucleocapsids in host cells are as follows (Figure 2). Shortly 
after the baculovirus nucleocapsid is released from the endocytosis 
into the host cytoplasm, cytoplasmic G-actin is induced by P78/83 
to polymerize to form F-actin cable, propelling the nucleocapsid 
to migrate to the nuclear membrane. At the nuclear membrane, 
P78/83 is degraded, P78/83-induced actin polymerization is 
ended, and the nucleocapsid is detached from the F-actin tail, then 

the nucleocapsid enters the nucleus via the nuclear pore complex, 
releasing the viral genome to the VS, subsequently initiating 
the replication and transcription of viral genes. With production 
of early viral proteins, G-actin in cytoplasm is recruited into 
nucleus. At the late stage of infection, P78/83, BV/ODV-C42, 
Ac102, VP80 and Ac34 are produced, P78/83 and Arp2/3 complex 
are transported into the nucleus, initiating the nucleus G-actin 
polymerization to form F-actin. Then nucleocapsid is assembled 
and egresses from the nucleus along F-actin under the interaction 
of VP80 and myosin. Progeny virus is produced, one replication 
cycle is complete. A recent study showed that the host microtubule 
transport system is also involved in the nucleocapsid transport 
from nucleus to plasma membrane to produce BV [56].

Conclusion and future direction
Viruses are non-cellular organisms that must parasitize and 

propagate in host cells. Viruses have no metabolic mechanism 
and enzyme system, they use the material and energy in the host 
cells to complete their replication cycle. Cytoskeleton has been 
used by almost all viruses to complete the key process of infection 
in cells, including virus localization, virus replication and gene 
transcription. The Baculoviridae family is widely used in both 
biotechnology and biological control, and potentially hides a 
treasure trove of genes and molecules that could lead to innovative 
biotechnology [57]. Baculovirus infection can induce G-actin to 
accumulate in the nucleus to form F-actin, which is unique among 
all pathogens. The studies on the interaction between baculovirus 
and actin are helpful to further uncover the transport mechanism 
of viral nucleocapsid and the role of actin played in the nucleus 
of virus infection cell. At present, more and more attention has 
been paid to the role of nuclear actin in cell life activities, and 
baculovirus infection can be used as a useful tool to reveal the 
function of nuclear actin and study the role of different motor 
proteins played in cells, which will be beneficial to promote the 
progress of the whole life science.

On the other hand, the specific mechanism of actin in 
the process of baculovirus infection is still unclear. The entry, 
polymerization, and depolymerization of actin are regulated 
by a variety of cellular signals. To date, these signal pathways, 
and the virus or host proteins involved in them are little known. 
One important reason is that, unlike mammalian systems, there 
are relatively little studies on the actin polymerization and 
depolymerization in insect systems, and many important genes 
involved in actin regulation have not been cloned and studied. With 
the elucidation of the specific mechanism of interaction between 
baculovirus proteins and actin in the future, the mechanism of 
actin rearrangement in baculovirus infected cells will be clearer 
understood, which will promote the understand on the baculovirus 
molecular biology and the interaction between baculovirus and 
actin network.



Citation: Li S, Jiang H, Gan T, Lv Y, Huang L, et al. (2021) Overview of the Role of Actin in the Intracellular Transport of Baculovirus. Adv Biochem Biotechnol 6: 
10105. DOI: 10.29011/2574-7258.010105

5 Volume 6; Issue 01

Adv Biochem Biotechnol, an open access journal
ISSN: 2574-7258

Acknowledgments
We are grateful to Dr. Shimao Zhu of Shenzhen Weiguang 

Biological Products Co., Ltd, China, for his valuable suggestions. 
This work was supported by the Provincial Regular University 
Key Research Platform and Project Foundation of Guangdong 
(2018KTSCX248).

Conflicts of Interest: The authors declare no conflict of interest.

References
1. Rohrmann GF (2019) Baculovirus Molecular Biology, 4th ed., National 

Library of Medicine, National Center for Biotechnology Information, 
Bethesda.

2. Ferrelli ML, Marcelo FB, Mariano NB, Ghiringhelli PD, et al. (2012) The 
Baculoviral Genome. 

3. Slack J, Arif BM (2007) The baculoviruses occlusion-derived virus: 
virion structure and function. “Adv Virus Res 69: 99-165.

4. Ayres MD, Howard SC, Kuzio J, Lopez-Ferber M, et al. (1994) 
The complete DNA sequence of Autographa californica nuclear 
polyhedrosis virus. Virology 202: 586-605.

5. Jehle JA, Blissard GW, Bonning BC, Cory JS, et al. (2006) “On the 
classification and nomenclature of baculoviruses: a proposal for 
revision.” Archives of virology 151: 1257-1266.

6. de A. Zanotto PM, Kessing BD, Maruniak JE (1993) “Phylogenetic 
interrelationships among baculoviruses: evolutionary rates and host 
associations.” Journal of invertebrate pathology 62: 147-164.

7. Braunagel SC, Summers MD (1994)  “Autographa californica nuclear 
polyhedrosis virus, PDV, and ECV viral envelopes and nucleocapsids: 
structural proteins, antigens, lipid and fatty acid profiles.” Virology 202: 
315-328.

8. Charlton CA, Volkman LE (1993) “Penetration of Autographa californica 
nuclear polyhedrosis virus nucleocapsids into IPLB Sf21 cells induces 
actin cable formation.” Virology 197: 245-254.

9. Charlton CA, Volkman LE (1991) “Sequential rearrangement and 
nuclear polymerization of actin in baculovirus-infected Spodoptera 
frugiperda cells.” Journal of virology 65: 1219-1227.

10. Dreschers S, Roncarati R, Knebel-Morsdorf D (2001) “Actin 
rearrangement-inducing factor of baculoviruses is tyrosine 
phosphorylated and colocalizes to F-actin at the plasma membrane.” 
Journal of virology 75: 3771-3778.

11. Roncarati R, Knebel-Morsdorf D (1997) “Identification of the early 
actin-rearrangement-inducing factor gene, arif-1, from Autographa 
californica multicapsid nuclear polyhedrosis virus.” Journal of virology 
71: 7933-7941.

12. McDonald D, Carrero G, Andrin C, de Vries G, et al. (2006) 
“Nucleoplasmic beta-actin exists in a dynamic equilibrium between 
low-mobility polymeric species and rapidly diffusing populations.” The 
Journal of cell biology 172: 541-552.

13. Pederson T, Aebi U (2005) “Nuclear actin extends, with no contraction 
in sight.” Molecular biology of the cell 16: 5055-5060.

14. Hess RT, Goldsmith PA, Volkman LE (1989) “Effect of cytochalasin 
D on cell morphology and AcMNPV replication in a Spodoptera 
frugiperda cell line.” Journal of invertebrate pathology 53: 169-182.

15. Kasman LM, Volkman LE (2000) Filamentous actin is required for 
lepidopteran nucleopolyhedrovirus progeny production. The Journal 
of general virology 81: 1881-1888.

16. Ohkawa T, Volkman LE (1999) “Nuclear F-actin is required for AcMNPV 
nucleocapsid morphogenesis.” Virology 264: 1-4.

17. Volkman LE (1988) “Autographa californica MNPV nucleocapsid 
assembly: inhibition by cytochalasin D.” Virology 163: 547-553.

18. Ohkawa T, Rowe AR, Volkman LE (2002) “Identification of six 
Autographa californica multicapsid nucleopolyhedrovirus early genes 
that mediate nuclear localization of G-actin.” Journal of virology 76: 
12281-12289.

19. Wang Q, Chen JZ, Wang Y, Wang XJ, et al. (2012) “Localization of 
AcMNPV NLA genes in Sf9 cells.” Bing du xue bao Chinese journal of 
virology 28: 172-177.

20. Gandhi KM, Ohkawa T, Welch MD, Volkman LE (2012) “Nuclear 
localization of actin requires AC102 in Autographa californica multiple 
nucleopolyhedrovirus-infected cells.” The Journal of general virology 
93: 1795-1803.

21. Greber UF, Way M (2006) “A superhighway to virus infection.” Cell 
124: 741-754.

22. Gouin E, Welch MD, Cossart P (2005) “Actin-based motility of 
intracellular pathogens.” Current opinion in microbiology 8: 35-45.

23. Hollinshead M, Rodger G, Van Eijl H, Law M, et al. (2001) “Vaccinia 
virus utilizes microtubules for movement to the cell surface.” The 
Journal of cell biology 154: 389-402.

24. Ohkawa T, Volkman LE, Welch MD (2010) “Actin-based motility drives 
baculovirus transit to the nucleus and cell surface.” The Journal of cell 
biology 190: 187-195.

25. Volkman LE, Zaal KJ (1990) “Autographa californica M nuclear 
polyhedrosis virus: microtubules and replication.” Virology 175: 292-
302.

26. Qin F, Xu C, Lei C, Hu J, et al. (2018) “Autographa californica 
multiple nucleopolyhedrovirus enters host cells via clathrin-mediated 
endocytosis and direct fusion with the plasma membrane.” Viruses 10.

27. Newsome TP, Marzook NB (2015) “Viruses that ride on the coat-tails 
of actin nucleation.” Seminars in cell & developmental biology 46: 155-
163.

28. Mueller J, Pfanzelter J, Winkler C, Narita A, et al. (2014) “Electron 
tomography and simulation of baculovirus actin comet tails support 
a tethered filament model of pathogen propulsion.” PLoS biology 12: 
e1001765.

29. Small JV (2015) “Pushing with actin: from cells to pathogens.” 
Biochemical Society transactions 43: 84-91.

30. Wang IH, Burckhardt CJ, Yakimovich A, Greber UF (2018) Imaging, 
Tracking and Computational Analyses of Virus Entry and Egress with 
the Cytoskeleton. Viruses 10.

31. Hepp SE, Borgo GM, Ticau S, Ohkawa T, et al. (2018) “Baculovirus 
AC102 is a nucleocapsid protein that is crucial for nuclear actin 
polymerization and nucleocapsid morphogenesis.” Journal of virology.

32. Marek M, Merten OW, Galibert L, Vlak JM, et al. (2011) “Baculovirus 
VP80 protein and the F-actin cytoskeleton interact and connect the 
viral replication factory with the nuclear periphery.” Journal of virology 
85: 5350-5362.

33. Mu J, Zhang Y, Hu Y, Hu X, et al. (2016) “The role of viral protein 
Ac34 in nuclear relocation of subunits of the actin-related protein 2/3 
complex.” Virologica Sinica 31: 480-489.

34. Mu J, Zhang Y, Hu Y, Hu X, et al. (2016) “Autographa californica 
multiple nucleopolyhedrovirus Ac34 protein retains cellular actin-
related protein 2/3 complex in the nucleus by subversion of CRM1-
dependent nuclear export.” PLoS pathogens 12: e1005994.

https://www.ncbi.nlm.nih.gov/books/NBK543458/
https://www.ncbi.nlm.nih.gov/books/NBK543458/
https://www.ncbi.nlm.nih.gov/books/NBK543458/
https://www.intechopen.com/books/viral-genomes-molecular-structure-diversity-gene-expression-mechanisms-and-host-virus-interactions/the-baculoviral-genome
https://www.intechopen.com/books/viral-genomes-molecular-structure-diversity-gene-expression-mechanisms-and-host-virus-interactions/the-baculoviral-genome
https://pubmed.ncbi.nlm.nih.gov/17222693/
https://pubmed.ncbi.nlm.nih.gov/17222693/
https://pubmed.ncbi.nlm.nih.gov/8030224/
https://pubmed.ncbi.nlm.nih.gov/8030224/
https://pubmed.ncbi.nlm.nih.gov/8030224/
https://link.springer.com/article/10.1007/s00705-006-0763-6
https://link.springer.com/article/10.1007/s00705-006-0763-6
https://link.springer.com/article/10.1007/s00705-006-0763-6
https://pubmed.ncbi.nlm.nih.gov/8228320/
https://pubmed.ncbi.nlm.nih.gov/8228320/
https://pubmed.ncbi.nlm.nih.gov/8228320/
https://pubmed.ncbi.nlm.nih.gov/8009843/
https://pubmed.ncbi.nlm.nih.gov/8009843/
https://pubmed.ncbi.nlm.nih.gov/8009843/
https://pubmed.ncbi.nlm.nih.gov/8009843/
https://pubmed.ncbi.nlm.nih.gov/8212560/
https://pubmed.ncbi.nlm.nih.gov/8212560/
https://pubmed.ncbi.nlm.nih.gov/8212560/
https://jvi.asm.org/content/65/3/1219
https://jvi.asm.org/content/65/3/1219
https://jvi.asm.org/content/65/3/1219
https://jvi.asm.org/content/75/8/3771
https://jvi.asm.org/content/75/8/3771
https://jvi.asm.org/content/75/8/3771
https://jvi.asm.org/content/75/8/3771
https://jvi.asm.org/content/71/10/7933
https://jvi.asm.org/content/71/10/7933
https://jvi.asm.org/content/71/10/7933
https://jvi.asm.org/content/71/10/7933
https://rupress.org/jcb/article/172/4/541/44166/Nucleoplasmic-actin-exists-in-a-dynamic
https://rupress.org/jcb/article/172/4/541/44166/Nucleoplasmic-actin-exists-in-a-dynamic
https://rupress.org/jcb/article/172/4/541/44166/Nucleoplasmic-actin-exists-in-a-dynamic
https://rupress.org/jcb/article/172/4/541/44166/Nucleoplasmic-actin-exists-in-a-dynamic
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC1266405/
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC1266405/
https://www.sciencedirect.com/science/article/abs/pii/0022201189900050
https://www.sciencedirect.com/science/article/abs/pii/0022201189900050
https://www.sciencedirect.com/science/article/abs/pii/0022201189900050
https://www.microbiologyresearch.org/content/journal/jgv/10.1099/0022-1317-81-7-1881
https://www.microbiologyresearch.org/content/journal/jgv/10.1099/0022-1317-81-7-1881
https://www.microbiologyresearch.org/content/journal/jgv/10.1099/0022-1317-81-7-1881
https://pubmed.ncbi.nlm.nih.gov/10544124/
https://pubmed.ncbi.nlm.nih.gov/10544124/
https://www.sciencedirect.com/science/article/abs/pii/0042682288902954
https://www.sciencedirect.com/science/article/abs/pii/0042682288902954
https://jvi.asm.org/content/76/23/12281
https://jvi.asm.org/content/76/23/12281
https://jvi.asm.org/content/76/23/12281
https://jvi.asm.org/content/76/23/12281
https://pubmed.ncbi.nlm.nih.gov/22519180/
https://pubmed.ncbi.nlm.nih.gov/22519180/
https://pubmed.ncbi.nlm.nih.gov/22519180/
https://www.microbiologyresearch.org/content/journal/jgv/10.1099/vir.0.041848-0
https://www.microbiologyresearch.org/content/journal/jgv/10.1099/vir.0.041848-0
https://www.microbiologyresearch.org/content/journal/jgv/10.1099/vir.0.041848-0
https://www.microbiologyresearch.org/content/journal/jgv/10.1099/vir.0.041848-0
https://www.cell.com/fulltext/S0092-8674(06)00193-0#:~:text=Microtubule%2Dmediated transport of macromolecules,with severe diseases and syndromes.
https://www.cell.com/fulltext/S0092-8674(06)00193-0#:~:text=Microtubule%2Dmediated transport of macromolecules,with severe diseases and syndromes.
https://pubmed.ncbi.nlm.nih.gov/15694855/
https://pubmed.ncbi.nlm.nih.gov/15694855/
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC2150758/
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC2150758/
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC2150758/
https://pubmed.ncbi.nlm.nih.gov/20660627/
https://pubmed.ncbi.nlm.nih.gov/20660627/
https://pubmed.ncbi.nlm.nih.gov/20660627/
https://pubmed.ncbi.nlm.nih.gov/2408230/
https://pubmed.ncbi.nlm.nih.gov/2408230/
https://pubmed.ncbi.nlm.nih.gov/2408230/
https://pubmed.ncbi.nlm.nih.gov/30441758/
https://pubmed.ncbi.nlm.nih.gov/30441758/
https://pubmed.ncbi.nlm.nih.gov/30441758/
https://pubmed.ncbi.nlm.nih.gov/26459972/
https://pubmed.ncbi.nlm.nih.gov/26459972/
https://pubmed.ncbi.nlm.nih.gov/26459972/
https://journals.plos.org/plosbiology/article?id=10.1371/journal.pbio.1001765
https://journals.plos.org/plosbiology/article?id=10.1371/journal.pbio.1001765
https://journals.plos.org/plosbiology/article?id=10.1371/journal.pbio.1001765
https://journals.plos.org/plosbiology/article?id=10.1371/journal.pbio.1001765
https://pubmed.ncbi.nlm.nih.gov/25619250/
https://pubmed.ncbi.nlm.nih.gov/25619250/
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC5923460/
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC5923460/
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC5923460/
https://jvi.asm.org/content/92/11/e00111-18
https://jvi.asm.org/content/92/11/e00111-18
https://jvi.asm.org/content/92/11/e00111-18
https://jvi.asm.org/content/85/11/5350
https://jvi.asm.org/content/85/11/5350
https://jvi.asm.org/content/85/11/5350
https://jvi.asm.org/content/85/11/5350
https://link.springer.com/article/10.1007/s12250-016-3912-4
https://link.springer.com/article/10.1007/s12250-016-3912-4
https://link.springer.com/article/10.1007/s12250-016-3912-4
https://journals.plos.org/plospathogens/article?id=10.1371/journal.ppat.1005994
https://journals.plos.org/plospathogens/article?id=10.1371/journal.ppat.1005994
https://journals.plos.org/plospathogens/article?id=10.1371/journal.ppat.1005994
https://journals.plos.org/plospathogens/article?id=10.1371/journal.ppat.1005994


Citation: Li S, Jiang H, Gan T, Lv Y, Huang L, et al. (2021) Overview of the Role of Actin in the Intracellular Transport of Baculovirus. Adv Biochem Biotechnol 6: 
10105. DOI: 10.29011/2574-7258.010105

6 Volume 6; Issue 01

Adv Biochem Biotechnol, an open access journal
ISSN: 2574-7258

35. Zhang Y, Hu X, Mu J, Hu Y, et al. (2018) “Ac102 Participates in Nuclear 
Actin Polymerization by Modulating BV/ODV-C42 Ubiquitination during 
Autographa californica Multiple Nucleopolyhedrovirus Infection.” 
Journal of virology.

36. Marek M, Merten OW, Francis-Devaraj F, Oers MM (2012) “Essential 
C-terminal region of the baculovirus minor capsid protein VP80 binds 
DNA.” Journal of virology 86: 1728-1738.

37. Marek M, van Oers MM, Devaraj FF, Vlak JM, et al. (2011) 
“Engineering of baculovirus vectors for the manufacture of virion-free 
biopharmaceuticals.” Biotechnology and bioengineering 108: 1056-
1067.

38. Tang XD, Xu YP, Yu LL, Lang GJ, et al. (2008) “Characterization of 
a Bombyx mori nucleopolyhedrovirus with Bmvp80 disruption.” Virus 
research 138: 81-88.

39. Blissard GW, Theilmann DA (2018) “Baculovirus entry and egress 
from insect cells.” Annual review of virology 5: 113-139.

40. Lanier LM, Volkman LE (1998) “Actin binding and nucleation by 
Autographa california M nucleopolyhedrovirus.” Virology 243: 167-
177.

41. Cai Y, Long Z, Qiu J, Yuan M, et al. (2012) “An ac34 deletion mutant 
of Autographa californica nucleopolyhedrovirus exhibits delayed late 
gene expression and a lack of virulence in vivo.” Journal of virology 
86: 10432-10443.

42. Qiu J, Tang Z, Yuan M, Wu W, et al. (2017) “The 91-205 amino acid 
region of AcMNPV ORF34 (Ac34), which comprises a potential C3H 
zinc finger, is required for its nuclear localization and optimal virus 
multiplication.” Virus research 228: 79-89.

43. Goley ED, Ohkawa T, Mancuso J, Woodruff JB, et al. (2006) “Dynamic 
nuclear actin assembly by Arp2/3 complex and a baculovirus WASP-
like protein.” Science 314: 464-467.

44. Mullins RD, Pollard TD (1999) “Structure and function of the Arp2/3 
complex.” Current opinion in structural biology 9: 244-249.

45. Mullins RD, Heuser JA, Pollard TD (1998) “The interaction of Arp2/3 
complex with actin: nucleation, high affinity pointed end capping, and 
formation of branching networks of filaments.” Proceedings of the 
National Academy of Sciences of the United States of America 95: 
6181-6186.

46. Chereau D, Kerff F, Graceffa P, Grabarek Z, et al. (2005) “Actin-bound 
structures of Wiskott-Aldrich syndrome protein (WASP)-homology 
domain 2 and the implications for filament assembly.” Proceedings of 
the National Academy of Sciences of the United States of America 
102: 16644-16649.

47. Welch MD, Mullins RD (2002) “Cellular control of actin nucleation.” 
Annual review of cell and developmental biology 18: 247-288.

48. Kim AS, Kakalis LT, Abdul-Manan N, Liu GA, et al. (2000) “Autoinhibition 
and activation mechanisms of the Wiskott-Aldrich syndrome protein.” 
Nature 404: 151-158.

49. Wang Y, Zhang Y, Han S, Hu X, et al. (2015) “Identification of a novel 
regulatory sequence of actin nucleation promoting factor encoded by 
Autographa californica multiple nucleopolyhedrovirus.” The Journal of 
biological chemistry 290: 9533-9541.

50. Braunagel SC, Guidry PA, Rosas-Acosta G, Engelking L, et al. 
(2001) “Identification of BV/ODV-C42, an Autographa californica 
nucleopolyhedrovirus orf101-encoded structural protein detected 
in infected-cell complexes with ODV-EC27 and p78/83.” Journal of 
virology 75: 12331-12338.

51. Wang Y, Wang Q, Liang C, Song J, et al. (2008) “Autographa 
californica multiple nucleopolyhedrovirus nucleocapsid protein BV/
ODV-C42 mediates the nuclear entry of P78/83.” Journal of virology 
82: 4554-4561.

52. Li K, Wang Y, Bai H, Wang Q, et al. (2010) “The putative pocket protein 
binding site of Autographa californica nucleopolyhedrovirus BV/
ODV-C42 is required for virus-induced nuclear actin polymerization.” 
Journal of virology 84: 7857-7868.

53. Welch PJ, Wang JY (1993) “A C-terminal protein-binding domain in the 
retinoblastoma protein regulates nuclear c-Abl tyrosine kinase in the 
cell cycle.” Cell 75: 779-790.

54. Burton EA, Oliver TN, Pendergast AM (2005) “Abl kinases regulate 
actin comet tail elongation via an N-WASP-dependent pathway.” 
Molecular and cellular biology 25: 8834-8843.

55. Vialard JE, Richardson CD (1993) “The 1,629-nucleotide open 
reading frame located downstream of the Autographa californica 
nuclear polyhedrosis virus polyhedrin gene encodes a nucleocapsid-
associated phosphoprotein.” Journal of virology 67: 5859-5866.

56. Biswas S, Blissard GW, Theilmann DA (2016) “Trichoplusia ni kinesin-1 
associates with Autographa californica multiple nucleopolyhedrovirus 
nucleocapsid proteins and is required for production of budded virus.” 
Journal of virology 90: 3480-3495.

57. Theze J, Lopez-Vaamonde C, Cory JS, Herniou EA (2018) “Biodiversity, 
evolution and ecological specialization of baculoviruses: A treasure 
trove for future applied research.” Viruses 10.

https://jvi.asm.org/content/92/12/e00005-18
https://jvi.asm.org/content/92/12/e00005-18
https://jvi.asm.org/content/92/12/e00005-18
https://jvi.asm.org/content/92/12/e00005-18
https://jvi.asm.org/content/86/3/1728
https://jvi.asm.org/content/86/3/1728
https://jvi.asm.org/content/86/3/1728
https://onlinelibrary.wiley.com/doi/abs/10.1002/bit.23028
https://onlinelibrary.wiley.com/doi/abs/10.1002/bit.23028
https://onlinelibrary.wiley.com/doi/abs/10.1002/bit.23028
https://onlinelibrary.wiley.com/doi/abs/10.1002/bit.23028
https://pubmed.ncbi.nlm.nih.gov/18809445/
https://pubmed.ncbi.nlm.nih.gov/18809445/
https://pubmed.ncbi.nlm.nih.gov/18809445/
https://www.annualreviews.org/doi/abs/10.1146/annurev-virology-092917-043356
https://www.annualreviews.org/doi/abs/10.1146/annurev-virology-092917-043356
https://pubmed.ncbi.nlm.nih.gov/9527926/
https://pubmed.ncbi.nlm.nih.gov/9527926/
https://pubmed.ncbi.nlm.nih.gov/9527926/
https://jvi.asm.org/content/86/19/10432
https://jvi.asm.org/content/86/19/10432
https://jvi.asm.org/content/86/19/10432
https://jvi.asm.org/content/86/19/10432
https://pubmed.ncbi.nlm.nih.gov/27894868/
https://pubmed.ncbi.nlm.nih.gov/27894868/
https://pubmed.ncbi.nlm.nih.gov/27894868/
https://pubmed.ncbi.nlm.nih.gov/27894868/
https://pubmed.ncbi.nlm.nih.gov/17053146/
https://pubmed.ncbi.nlm.nih.gov/17053146/
https://pubmed.ncbi.nlm.nih.gov/17053146/
https://www.sciencedirect.com/science/article/abs/pii/S0959440X99800347
https://www.sciencedirect.com/science/article/abs/pii/S0959440X99800347
https://www.pnas.org/content/95/11/6181
https://www.pnas.org/content/95/11/6181
https://www.pnas.org/content/95/11/6181
https://www.pnas.org/content/95/11/6181
https://www.pnas.org/content/95/11/6181
https://www.pnas.org/content/102/46/16644
https://www.pnas.org/content/102/46/16644
https://www.pnas.org/content/102/46/16644
https://www.pnas.org/content/102/46/16644
https://www.pnas.org/content/102/46/16644
https://www.annualreviews.org/doi/abs/10.1146/annurev.cellbio.18.040202.112133
https://www.annualreviews.org/doi/abs/10.1146/annurev.cellbio.18.040202.112133
https://www.nature.com/articles/35004513#:~:text=The Rho%2Dfamily GTPase%2C Cdc42,terminal region of WASP proteins.
https://www.nature.com/articles/35004513#:~:text=The Rho%2Dfamily GTPase%2C Cdc42,terminal region of WASP proteins.
https://www.nature.com/articles/35004513#:~:text=The Rho%2Dfamily GTPase%2C Cdc42,terminal region of WASP proteins.
https://www.sciencedirect.com/science/article/pii/S0021925820444205
https://www.sciencedirect.com/science/article/pii/S0021925820444205
https://www.sciencedirect.com/science/article/pii/S0021925820444205
https://www.sciencedirect.com/science/article/pii/S0021925820444205
https://jvi.asm.org/content/75/24/12331
https://jvi.asm.org/content/75/24/12331
https://jvi.asm.org/content/75/24/12331
https://jvi.asm.org/content/75/24/12331
https://jvi.asm.org/content/75/24/12331
https://jvi.asm.org/content/82/9/4554
https://jvi.asm.org/content/82/9/4554
https://jvi.asm.org/content/82/9/4554
https://jvi.asm.org/content/82/9/4554
https://jvi.asm.org/content/84/15/7857
https://jvi.asm.org/content/84/15/7857
https://jvi.asm.org/content/84/15/7857
https://jvi.asm.org/content/84/15/7857
https://pubmed.ncbi.nlm.nih.gov/8242749/
https://pubmed.ncbi.nlm.nih.gov/8242749/
https://pubmed.ncbi.nlm.nih.gov/8242749/
https://mcb.asm.org/content/25/20/8834
https://mcb.asm.org/content/25/20/8834
https://mcb.asm.org/content/25/20/8834
https://pubmed.ncbi.nlm.nih.gov/8371345/
https://pubmed.ncbi.nlm.nih.gov/8371345/
https://pubmed.ncbi.nlm.nih.gov/8371345/
https://pubmed.ncbi.nlm.nih.gov/8371345/
https://jvi.asm.org/content/90/7/3480
https://jvi.asm.org/content/90/7/3480
https://jvi.asm.org/content/90/7/3480
https://jvi.asm.org/content/90/7/3480
https://pubmed.ncbi.nlm.nih.gov/29997344/
https://pubmed.ncbi.nlm.nih.gov/29997344/
https://pubmed.ncbi.nlm.nih.gov/29997344/

