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Introduction
Nipah virus (NiV) is an enveloped negative-stranded RNA 

virus belonging to the genus Henipa virus of the Paramyxoviridae 
family. NiV is highly pathogenic and emerging zoonotic virus that 
is responsible for several outbreaks of severe respiratory illness and 
viral encephalitis, first recognized in Malaysia on September, 1998 
[1,2]. As in all mononegavirales members, the RNA genome of Nipah 
virus is encapsulated by a viral coded nucleoprotein (N) to form a 
ribonucleoprotein (RNP) complex. This RNP serves as the template 
for viral RNA synthesis by the polymerase (L) protein during both 
transcription and replication [3-7]. The encapsulation provides the way 
for phosphoprotein to bind with N protein and recruit L protein [8-10]. 

Cytosolic transcription and replication of the viral genome is 
mediated by the RNA-dependent RNA polymerase (RdRp) complex, 
which includes the ribonucleoprotein (RNP) and viral P and L proteins 
[11-13]. The complex is formed by the domains α-MoRE from N 
protein, PXD and PMD from P protein [14,15] and Domain I from L 
protein [16]. The N and P proteins have been shown to interact with 
each other being able to form Alpha MoRE-PXD (N-P) interaction 
where the P protein and the L protein form PMD-Domain I (P-L) 
which latter serve as a way to recruit L onto nucleocapsid template [17]. 
The two interactions must be formed separately prior to the binding 
of RdRp complex with RNA template for replication. N-P and P-L is 
essential for their biological activity in nucleocapsid RNA replication 
in vitro [18].

Previous studies showed that RNA virus proteins are enriched in 
intrinsic disordered regions (IDR) due to their high mutation rate [19]. 
In normal physiological condition IDRs have no define secondary and 
tertiary structure [20]. The computational and experimental studies 
proved that MeV proteins involved in replicative complex have large 
intrinsically disordered regions (IDRs) [21-23]. Using computational 
approaches, we render the result of disorderness to all proteins in Nipah 
virus and show the abundance of IDRs within the RdRp complex of the 
virus. Due to the abundance of disorderness in whole proteins found 

in RdRp complex, we report the structural prediction of four domains, 
i. e., Alpha MoRE, PXD, PMD and Domain I which form the complex.
In our study, we propose the Alpha MoRE-PXD interaction in RdRp
complex as a putative drug target to inhibit the virus. The approach
aimed at disrupting this interaction and blocking transcription and
replication of virus.

Materials and Method
Sequence retrieval and intrinsically disordered location 
prediction

Protein sequences of different domains of RdRp complex were 
retrieved as FASTA format from NCBI () and ViPR (http://www.
viprbrc.org/) for this study. Identification of intrinsically disordered 
location of these domains was performed by DisEMBL [24], RONN 
[25] and IUPred [26] prediction program. DisEMBL was run using
default settings. The Hot-loop and Coil results were both included
in our evaluation. IUPred was run under the long sequence default
settings. RONN was used in default setting. Depending on prediction,
the results of all amino acids were utilized to a 0-1 scale. Residues
with values of 0.5 or greater indicate the possibility to be disordered.
According to this analysis values of all residues were further combined
and averaged.
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Abstract
Nipah virus is an emerging zoonotic paramyxovirus that is responsible for severe outbreaks in humans and livestocks. 

This negative stranded RNA virus carries RNA-dependent RNA polymerase (RdRp) complex which is required for viral 
RNA replication and transcription as a catalytic subunit of viral replicase. We have investigated the 3D structures of 
four domains from three proteins- Nucleocapsid (N), Phosphoprotein (P) and Polymerase (L) which contribute to form 
RdRp complex. The presence of intrinsic disorder regions in those proteins under native condition which made the in 
vitro study of structure difficult. In our study, the 3D homology models of the domain Alpha MoRE and PXD (forming 
N-P complex), and domain PMD and Domain I (forming P-L complex) were generated and evaluated. Protein-protein
docking studies of these four domains was performed which elucidated the structural aspects of RdRp complex and
also showed the nature of individual interaction (N-P and P-L). The evidence of the weak binding of Alpha MoRE with
PXD than the binding affinity of PMD to Domain I have suggested that, the Alpha MoRE-PXD interaction as a valuable
drug target.
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Secondary structure prediction 

The secondary structures of four domains were analyzed by using 
Jpred [27], PORTER [28], and YASPIN [29]. Jpred is followed by 
combination of three programs (Jnet, Jhmm, Jpssm).All programs were 
used in default settings providing the result of helix, strand and coil 
with the confidence value (0-9) where 9 is the best confidence. 

Homology modelling and evaluation

Modeller 9.15 [30] was used for homology modeling of protein 
three dimensional structures. The multiple alignment of query sequence 
was provided with known sequences called templates to calculate a 3-D 
model containing all non-hydrogen bond atoms. In order to confirm 
suitable templates, PSI-BLAST [31] against all existing molecules in the 
protein data bank (PDB) was performed. Besides, HHpred [32], ps2v2 
[33], phyre2 [34] and CPH models 3.2 server [35] were also used to 
get suitable template. The ps2v2, phyre2, CPH models 3.2 servers were 
provided direct model of target domain. The model of Alpha MoRE, 
PXD, PMD were found from phyre server and the model of Domain I 
was found from CPH models server which used as template. 

The stereo-chemical properties of protein models were assessed 
by two different servers, i.e., RAMPAGE [36] and ERRATv2 [37]. 
RAMPAGE provides Ramachandran plot to analyse the quality of 
model where >98% of the favorable region resemble as a good quality 
model. Good model with high resolution structures generally produce 
values around or higher than 90% in ERRATv2. 

Protein-protein docking

Molecular docking was performed by two web-based servers 
Patchdock [38] and pyDock [39] to identify the substrate binding site 
and affinity of proteins. Patchdock compute the molecular surface of 
protein and discard the complex with unacceptable penetration of 
one protein to another protein. Finally it gives complex with ranking 
according to geometrically shape complementarities scores. pyDock 
generates the result with best rigid body orientation including 
electrostatic, desolvation energy and limited vanderwaals contribution. 
In the analysis, 50 protein-protein complexes were analysed for each 
interaction from which the best fitting was chosen. The global energy 
of both two interactions was tested in Firedock [40]. The molecular 
graphics software PyMOL [41] was used to visualize. The root mean 
square deviations (RMSD) between the models and the template were 
calculated by PyMOL. The RMSD value of two interactions found from 
Patchdock and pyDock were also calculated by the same software. 

Protein-protein interaction analysis

Protein interaction calculator [42] analyses protein-protein 
interaction by calculating disulphide bonds, hydrophobic interactions, 
ionic interactions, hydrogen bonds, aromatic-aromatic interactions, 
aromatic-sulphur interactions and cation-π interactions between 
proteins in the complex. The Protein Interfaces, Surfaces, and 
Assemblies (PISA) server [43] was used to analyze the interface in the 
models of both complexes.

Results and Discussion
Prediction of intrinsic disorder regions

According to structural analysis, intrinsic disorder regions 
prediction which provides the way to characterize protein with defines 
secondary and tertiary structure. In the result, ~ 30% amino acid (Table 
1) in N protein (532 amino acid residues) has disordered amino acid 
and most prominently the C-terminal region (after 400 amino acid 
residues) show greater unstructured amino acid which is the interaction 
prone area. P protein (Table 1) contains the variable amino acid almost 
in all over the protein having ~ 50% disorderness. L protein (Table 1) in 
the same complex show little disorderness. 

The order structures of L protein have been supposed to bear precise 
protein scaffold which have enzymatic activities for transcription and 
replication. The present study has shown that long order structured 
regions were found in N and P which are essential to form RdRp 
complex suggesting a strong overall trend of disorder in RdRp complex. 
As the flexible region has no define secondary and tertiary structure the 
study has focused on four interacting domain of all three proteins and 
explored out their ordered structure.

Secondary structure analysis and homology modelling 

As RdRp complex acts as a catalytic subunit of viral replicase, it 
plays important role in increasing the severity and number of this 
infectious virus through regulating the replication and transcription 
of virus itself. So it is essential to predict the tertiary structure of the 
complex where the secondary structure show the amino acid lies in 
helix, strand or coil. The result of secondary structure revealed that 
alpha helix dominating among secondary structure elements followed 
by alpha helix, extended strand and beta turns for all sequences. In this 
study all domains show >70% alpha helical structure (Table 2) and lack 
of beta sheet except PMD domain which have very few amino acid 
shown beta sheet in prediction.

Template identification server have suggested template for modelling 
of these domain. Comparative modelling template was unable to give a 
good model of required domains. Therefore to get a good model, we had 
used theoretical model as template found from different servers for each 
domain. In this study, the model of Alpha MoRE, PXD, PMD and the 
model of domain I were found from phyre server and CPH models server, 
respectively, were used as template. The result of Alpha MoRE (Figure 
1), PXD (Figure 2), PMD (Figure 3) and Domain I (Figure 4) showed 
100%, 97.9%, 99.1% and 96.3% respectively in the favorable region in 
ramachandran plot (Table 3). All these results suggested that all models 
were reliable and structurally validated. The overall quality factor were 
investigated by ERRAT (Table 3) which scores about 100%, 97.619%, 
98.077% and 92.350% in Alpha MoRE (Figure 1), PXD (Figure 2), PMD 
(Figure 3) and Domain I (Figure 4), respectively. The predicted structures 
were confirmed well to the stereochemistry indicating a reasonably 
good quality model. The quality of a model can also be approximately 
predicted from the sequence similarity of both structure (model used as 
template and the final model). The RMSD of four models were 0.703 Å, 
0.264 Å, (12.992 & 0.762) Å, 0.722 Å of Alpha MoRE (Figure 1), PXD 

Protein (aa) Regions of disorder (aa) Disorder (%)

L (2244) 36-46, 185-200, 249-255, 492-505, 600-620, 631-646, 660-675, 685-705, 775-795, 915-924, 1049-1070, 1067-1088, 1142-1150, 1264-
1292, 1338-1355, 1461-1480, 1568-1580, 1702-1720, 1790-1811, 1883-1884, 1887-1891,1940-1943, 2135-2144, 2204-2215 14.97

N (532) 18-26, 60-62, 112-132, 140-147, 179-195, 345-385, 424-446, 453-473, 492-532 32.89
P (709) 27-38, 55-109, 118-120, 124-145 53.31

Table 1: Prediction of Intrinsic disorder amino acid in N, P and L proteins of Nipah virus.
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Domain Secondary Structure PORTER% YASPIN%
Jpred

Average%

Jnet% Jhmm% Jpssm%

Alpha MoRE
α-helix 90.48 76.19 80.95 80.95 80.95 81.9
β-sheet 0.0 0.0 0.0 0.0 0.0 0.0
coil-coil 9.52 23.08 19.05 19.05 19.05 17.95

PXD
α-helix 90.19 74.5 66.67 68.63 68.63 73.724
β-sheet 0.0 0.0 0.0 0.0 0.0 0.0
coil-coil 9.8 25.49 33.33 29.41 29.41 25.488

PMD
α-helix 75.7 53.27 52.34 52.34 45.79 55.89
β-sheet 0.0 18.69 6.54 2.8 10.28 7.66
coil-coil 24.3 34.58 58.88 55.14 42.99 43.18

Domain I
α-helix 75.52 66.15 71.88 71.35 70.83 71.15
β-sheet 1.04 2.6 2.6 2.6 2.6 2.29
coil-coil 23.44 31.25 28.13 26.04 26.56 27.08

Table 2: Calculated secondary structure elements by Porter, YASPIN, Jpred.

Figure 1: Homology modeling of Alpha MoRE. The model is colored from blue at the N-terminus to red at the C-terminus. (A) is tertiary structure of Alpha MoRE and 
(B) is result of validation from remachandran plot.

Figure 2: Homology modeling of PXD. The model is colored from blue at the N-terminus to red at the C-terminus. (A) is tertiary structure of PXD and (B) is result of 
validation from remachandran plot.
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(Figure 2), PMD (Figure 3), Domain I (Figure 4), respectively, referring 
the model are similar from the model generated by the server. Therefore, 
the predicted models were acceptable for further structural analysis. The 
results of validation suggest the better understanding of conformational 
figures of all models. These structures will provide a good foundation for 
structural analysis of total RdRp complex. 

Protein-protein docking and interaction analysis

The analysis of protein interaction with other proteins is the key 
point to know the intermolecular complexity of any complex formed 

by two or more proteins. In this study, protein-protein docking was 
applied to explore the binding mechanism in RdRp complex. The 
binding analysis provides the overall structural feature of the complex 
and gives the information about binding affinity of one protein with 
another. The binding of Alpha MoRE to PXD is shown in Figure 5 
which have four hydrophobic interaction with 5Å and four hydrogen 
bond with 4Å (Table 4). 

The pairwise RMSD value calculated by pymol for Alpha MoRE-
PXD interaction is 0.000 in PXD and 0.001 in Alpha MoRE however, the 
complex from patchdock align with the complex from pyDock referring 
that the complex has no difference in either server. PMD bind with 
Domain I (Figure 6) by 10 hydrophobic interactions and 3 hydrogen 
bonds (Table 5). In the case of PMD-Domain I, the pairwise RMSD 
value is 0.003 in PMD and 0.000 in Domain I calculated according to the 
same way that was done Alpha MoRE-PXD interaction. Consequently, 
both of two interactions have the validity for further analysis.

Comparison between two interactions

The protein-protein interaction plays an important role in structure 

Figure 3: Homology modeling of PMD. The model is colored from blue at the N-terminus to red at the C-terminus. (A) is tertiary structure of PMD and (B) is result of 
validation from remachandran plot.

Figure 4: Homology modeling of Domain I. The model is colored from blue at the N-terminus to red at the C-terminus. (A) is tertiary structure of Domain I and (B) is 
result of validation from remachandran plot. 

Name of the 
model

ERRAT v2
RAMPAGE (ramachandran plot)

Favourable 
region%

Allowed 
region%

Outlier 
region%

Alpha MoRE 100.00 100 0.0 0.0
PXD 97.619 97.9 0.0 2.1
PMD 98.077 99.1 0.9 0.0
Domain I 92.350 99.3 1.1 0.6

Table 3: Result of validation of all domains.
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based drug target identification. The study opens the way to the structural 
evaluation of RdRp complex, because the gain of structure arising from 
two interactions may lead to the formation of the complex. The strongest 
binding interaction was characterized by protein-protein binding energy 
which is given in Table 6. The interface areas of 631.4 Å2 and 726.8 Å2 of 
PXD-Alpha MoRE (Figure 5) and PMD-Domain I (Figure 6) respectively 
represent that surface buried in PXD by the Alpha MoRE is smaller than 
the buried surface area of Domain I by PMD domain. 

It implies that PXD-Alpha MoRE interaction is less strong than 
PMD-Domain I interaction. This assume due to previous studies 
which reveal that weak complexes have loosely packed interfaces that 
are smaller than in tight complexes [44]. The lower buried surface area 
of the NiV Alpha MoRE-PXD interaction is consistent with the lower 
affinity of the binding reaction as compared with the PMD-DomainI 

interaction. Moreover another reason for less tightly bound complex 
of NiV PXD-Alpha MoRE is the type of interaction and their number. 
The PXD-Alpha MoRE share 4 hydrophobic interactions where PMD-
Domain I share 10 hydrophobic interactions suggesting complexity as 
more hydrophobicity infer stronger binding. Additionally PMD-Domain 
I have aromatic-aromatic and aromatic-sulpher bond determine the 
increasing of binding affinity of PMD to Domain I (Table 6). 

The Alpha MoRE-PXD complex cannot be excessively stable for 
this transition to occur efficiently at a high rate. By the analysis of the 
result, it is predicted that the PXD domain of P protein can be used as 
drug target for protein ligand docking approach.

Conclusion
We presented the prediction of disorderness in proteins of RdRp 

Figure 5: Interaction analysis between Alpha MoRE (shown as red cartoon) 
and PXD (shown as blue cartoon). Hydrophobic interacting residues are shown 
in yellow color whereas hydrogen bond interacting residues are shown in green 
color. One ionic interacting residue is also shown by magenta color.

Figure 6: Interaction analysis of PMD (shown as red cartoon) and Domain I 
(shown as blue cartoon). Hydrophobic interacting residues are shown in yellow 
color whereas hydrogen bond interacting residues are shown in green color. 
Ionic interacting residues are also represented by cyan color. Additionally 
one aromatic aromatic interacting is shown by skyblue color and black color 
residues represent one aromatic sulphur interaction.

Table 5: Binding of PMD domain to Domain I.

Hydrophobic interaction (5Å)
Position Residue Chain Position Residue Chain

154 VAL DomainI 66 LEU PMD
166 TYR DomainI 104 LEU PMD
166 TYR DomainI 107 MET PMD
169 ILE DomainI 104 LEU PMD
169 ILE DomainI 107 MET PMD
170 MET DomainI 107 MET PMD
170 MET DomainI 111 ILE PMD
180 ILE DomainI 66 LEU PMD
184 TYR DomainI 10 TYR PMD
184 TYR DomainI 66 LEU PMD

Hydrogen bond (4Å)
Position Residue Chain Atom Distance Position Residue Chain Atom

184 TYR DomainI OH 3.81 9 LYS PMD O
184 TYR DomainI OH 3.37 63 ASP PMD O
177 CYS DomainI SG 3.35 67 ASN PMD ND2

Hydrophobic interaction (5Å)
Position Residue Chain Position Residue Chain

25 TYR PXD 13 ALA Alpha MoRE
25 TYR PXD 4 LEU Alpha MoRE
29 ALA PXD 7 LEU Alpha MoRE
38 ILE PXD 7 LEU Alpha MoRE

Hydrogen bond (4Å)
41 THR PXD OG1 3.43 14 LYS Alpha MoRE O
24 GLY PXD O 3.73 1 THR Alpha MoRE N
34 GLU PXD OE2 3.24 8 ARG Alpha MoRE N
22 LEU PXD O 3.22 10 ARG Alpha MoRE NH2

Table 4: Binding of Alpha MoRE domain to PXD domain.

Interaction analysis (Å) Alpha MoRE-PXD PMD-Domain I
Hydrophobic interaction 4 10
Hydrogen bond interaction 4 3
Ionic interaction 1 1
Aromatic-Sulpher interaction 0 1
Aromatic- Aromatic interaction 0 1
Interface area (Å2) 631.4 726.8
Interaction in pyDock (kcal/mol) -14.963 -30.296
Interaction in Patchdock 5742 15010
Interaction in Firedock 4.18 -71.50

Table 6: Types of interaction of two complexes and their binding energy.



Citation: Alam MJ, Sultana MS, Ahmed J, Purkaystha A, Zubaer A, et al. (2015) Structure Analysis of Interacting Domains of RNA Dependent RNA 
Polymerase (RdRp) Complex in Nipah Virus. Biochem Physiol 4: 187. doi: 10.4172/2168-9652.1000187

Page 6 of 7

Volume 4 • Issue 4 • 1000187
Biochem Physiol 
ISSN: 2168-9652 BCP, an open access journal 

complex which have highly disordered region. By this finding we fuel 
up our work to design the model of interacting domain rather than 
whole, contribute to form RdRp complex. Tertiary structure of these 
domains helps us to get the pattern of interaction with one another. 
It reports that Alpha MoRE-PXD interaction is more flexible than 
PMD-DomainI interaction. PMD-Domain I move through PXD-
Alpha MoRE interaction during viral RNA synthesis [14] and from 
our analysis we have found PXD-Alpha MoRE interaction is less stable 
than PMD-Domain I interaction considering that the contact between 
PXD and Alpha MoRE within the RdRp complex has formed/deformed 
repeatedly to give access the polymerase (L protein) to move through the 
nucleocapsid template. We concluded our study by providing result that 
the Alpha MoRE-PXD interaction can be used as a target for antiviral 
drug design. This study has given an idea to design a new drug molecule 
against the PXD domain which will bind with more affinity than Alpha 
MoRE. This inhibition of PXD-Alpha MoRE interaction will stop the 
formation of RdRp complex hence transcription and replication also be 
stopped and the virus will be inhibited.

References

1.	 Chua KB, Lam SK, Goh KJ, Hooi PS, Ksiazek TG, et al. (2001) The presence 
of Nipah virus in respiratory secretions and urine of patients during an outbreak 
of Nipah virus encephalitis in Malaysia. J Infect 42: 40-43. 

2.	 Chua KB (2003) Nipah virus outbreak in Malaysia. J Clin Virol 26: 265-275. 

3.	 Bhella D, Ralph A, Yeo RP (2004) Conformational flexibility in recombinant 
measles virus nucleocapsidsvisualised by cryo-negative stain electron 
microscopy and real-space helical reconstruction. J Mol Biol 340: 319–331. 

4.	 Bhella D, Ralph A, Murphy LB, Yeo RP (2002) Significant differences in 
nucleocapsid morphology within the Paramyxoviridae. J Gen Virol 83: 1831-
1839. 

5.	 Cleveland SB, Davies J, McClure MA (2011) A bioinformatics approach 
to the structure, function, and evolution of the nucleoprotein of the order 
mononegavirales. PLoS One 6: e19275. 

6.	 Longhi S, Receveur-Brechot V, Karlin D, Johansson K, Darbon H, et 
al. (2003) The C-terminal domain of the measles virus nucleoprotein is 
intrinsically disordered and folds upon binding to the C-terminal moiety of the 
phosphoprotein. J Biol Chem 278: 18638–18648. 

7.	 Takacs AM, Barik S, Ban AK (1992) Phosphorylation of specific serine residues 
within the acidic domain of the phosphoprotein of vesicular stomatitis virus 
regulates transcription in vitro. J Virol 6: 5842–5848. 

8.	 Chan YP, Koh CL, Lam SK, Wang LF (2004) Mapping of domains responsible 
for nucleocapsid protein-phosphoprotein interaction of Henipa viruses. J Gen 
Virol 85: 1675-1684. 

9.	 Furutani MO, Yoneda M, Fujita K, Ikeda F, Kai C (2010) Novel Phosphoprotein-
Interacting Region in Nipah Virus Nucleocapsid Protein and Its Involvement in 
Viral Replication. J virol 84: 9793–9799. 

10.	La Ferla FM, Peluso RW (1989) The 1:1 N-NS protein complex of vesicular 
stomatitis virus is essential for efficient genome replication. J Virol 63: 3852-
3857. 

11.	Cevik B, Kaesberg J, Smallwood S, Feller JA, Moyer SA (2004) Mapping 
the phosphoprotein binding site on Sendai virus NP protein assembled into 
nucleocapsids. Virology 325: 216-224. 

12.	Chuang JL, Jackson RL, Perrault J (1997) Isolation and characterization of 
vesicular stomatitis virus PoIR revertants: polymerase readthrough of the 
leader-N gene junction is linked to an ATP-dependent function. Virology 229: 
57-67. 

13.	Moyer SA, Smallwood-Kentro S, Haddad A, Prevec L (1991) Assembly and 
transcription of synthetic vesicular stomatitis virus nucleocapsids. J Virol 65: 
2170-2178. 

14.	Habchi J, Blangy S, Mamelli L, Jensen MR, Blackledge M, et al. (2011) 
Characterization of the interactions between the nucleoprotein and the 
phosphoprotein of Henipavirus. J Biol Chem 286: 13583-13602. 

15.	Habchi J, Mamelli L, Darbon H, Longhi S (2010) Structural disorder within 

Henipa virus nucleoprotein and phosphoprotein: from predictions to 
experimental assessment. PLoS One 5: e11684. 

16.	Harcourt BH, Tamin A, Halpin K, Ksiazek TG, Rollin PE, et al. (2001) Molecular 
characterization of the polymerase gene and genomic termini of Nipah virus. 
Virology 287: 192-201. 

17.	Dochow M, Krumm SA, Crowe JE Jr, Moore ML, Plemper RK (2012) 
Independent structural domains in paramyxovirus polymerase protein. J Biol 
Chem 287: 6878-6891. 

18.	Horikami SM, Curran J, Kolakofsky D, Moyer SA (1992) Complexes of Sendai 
virus NP-P and P-L proteins are required for defective interfering particle 
genome replication in vitro. J Virol 66: 4901-4908. 

19.	Huang M, Sato H, Hagiwara K, Watanabe A, Sugai A, et al. (2011) Determination 
of a phosphorylation site in Nipah virus nucleoprotein and its involvement in 
virus transcription. J Gen Virol 92: 2133-2141. 

20.	Wright PE, Dyson HJ (1999) Intrinsically unstructured proteins: re-assessing 
the protein structure-function paradigm. J Mol Biol 293: 321-331. 

21.	Bernard C, Gely S, Bourhis JM, Morelli X, Longhi S, et al. (2009) Interaction 
between the C-terminal domains of N and P proteins of measles virus 
investigated by NMR. FEBS Lett 583: 1084-1089. 

22.	Bourhis JM, Canard B, Longhi S (2006) Structural disorder within the replicative 
complex of measles virus: functional implications. Virology 344: 94-110. 

23.	Bourhis JM, Receveur-Brechot V, Oglesbee M, Zhang X, Buccellato M 
(2005) The intrinsically disordered C-terminal domain of the measles virus 
nucleoprotein interacts with the C-terminal domain of the phosphoprotein via 
two distinct sites and remains predominantly unfolded. Protein Sci 1: 1975–
1992. 

24.	Linding R, Jensen LJ, Diella F, Bork P, Gibson TJ, et al. (2003) Protein disorder 
prediction: implications for structural proteomics. Structure 11: 1453-1459. 

25.	Yang ZR, Thomson R, McNeil P, Esnouf RM (2005) RONN: the bio-basis 
function neural network technique applied to the detection of natively disordered 
regions in proteins. Bioinformatics 21: 3369-3376. 

26.	Dosztányi Z, Csizmok V, Tompa P, Simon I (2005) IUPred: web server for the 
prediction of intrinsically unstructured regions of proteins based on estimated 
energy content. Bioinformatics 21: 3433-3434. 

27.	Cole C, Barber JD, Barton GJ (2008) The Jpred 3 secondary structure 
prediction server. Nucleic Acids Res 36: W197-201. 

28.	Pollastri G, McLysaght A (2005) Porter: a new, accurate server for protein 
secondary structure prediction. Bioinformatics 21: 1719-1720. 

29.	Lin K, Simossis VA, Taylor WR, Heringa J (2005) A simple and fast secondary 
structure prediction method using hidden neural networks. Bioinformatics 21: 
152-159. 

30.	Sali A, Blundell TL (1993) Comparative protein modelling by satisfaction of 
spatial restraints. J Mol Biol 234: 779-815. 

31.	Altschul SF, Madden TL, Schäffer AA, Zhang J, Zhang Z (1997) Gapped BLAST 
and PSI-BLAST: a new generation of protein database search programs. 
Nucleic Acids Res 25: 3389–3402. 

32.	Söding J, Biegert A, Lupas AN (2005) The HHpred interactive server for protein 
homology detection and structure prediction. Nucleic Acids Res 33: W244-248. 

33.	Chen CC, Hwang JK, Yang JM (2009) (PS)2-v2: template-based protein 
structure prediction server. BMC Bioinformatics 10: 366. 

34.	Kelley LA, Sternberg MJ (2009) Protein structure prediction on the Web: a case 
study using the Phyre server. Nat Protoc 4: 363-371. 

35.	Nielsen M, Lundegaard C, Lund O, Petersen TN (2010) CPHmodels-3.0--
remote homology modeling using structure-guided sequence profiles. Nucleic 
Acids Res 38: W576-581. 

36.	Lovell SC, Davis IW, Arendall WB 3rd, de Bakker PI, Word JM, et al. (2003) 
Structure validation by Calpha geometry: phi,psi and Cbeta deviation. Proteins 
50: 437-450. 

37.	Colovos C, Yeates TO (1993) Verification of protein structures: patterns of 
nonbonded atomic interactions. Protein Sci 2: 1511-1519. 

38.	Schneidman-Duhovny D, Inbar Y, Nussinov R, Wolfson HJ (2005) PatchDock 
and SymmDock: servers for rigid and symmetric docking. Nucleic Acids Res 
33: W363-367. 

http://www.ncbi.nlm.nih.gov/pubmed/11243752
http://www.ncbi.nlm.nih.gov/pubmed/11243752
http://www.ncbi.nlm.nih.gov/pubmed/11243752
http://www.ncbi.nlm.nih.gov/pubmed/12637075
http://www.ncbi.nlm.nih.gov/pubmed/15201055
http://www.ncbi.nlm.nih.gov/pubmed/15201055
http://www.ncbi.nlm.nih.gov/pubmed/15201055
http://www.ncbi.nlm.nih.gov/pubmed/12124447
http://www.ncbi.nlm.nih.gov/pubmed/12124447
http://www.ncbi.nlm.nih.gov/pubmed/12124447
http://www.ncbi.nlm.nih.gov/pubmed/21559282
http://www.ncbi.nlm.nih.gov/pubmed/21559282
http://www.ncbi.nlm.nih.gov/pubmed/21559282
http://www.ncbi.nlm.nih.gov/pubmed/12621042
http://www.ncbi.nlm.nih.gov/pubmed/12621042
http://www.ncbi.nlm.nih.gov/pubmed/12621042
http://www.ncbi.nlm.nih.gov/pubmed/12621042
http://www.ncbi.nlm.nih.gov/pubmed/1326645
http://www.ncbi.nlm.nih.gov/pubmed/1326645
http://www.ncbi.nlm.nih.gov/pubmed/1326645
http://www.ncbi.nlm.nih.gov/pubmed/15166452
http://www.ncbi.nlm.nih.gov/pubmed/15166452
http://www.ncbi.nlm.nih.gov/pubmed/15166452
http://www.ncbi.nlm.nih.gov/pubmed/20668089
http://www.ncbi.nlm.nih.gov/pubmed/20668089
http://www.ncbi.nlm.nih.gov/pubmed/20668089
http://www.ncbi.nlm.nih.gov/pubmed/2548001
http://www.ncbi.nlm.nih.gov/pubmed/2548001
http://www.ncbi.nlm.nih.gov/pubmed/2548001
http://www.ncbi.nlm.nih.gov/pubmed/15246262
http://www.ncbi.nlm.nih.gov/pubmed/15246262
http://www.ncbi.nlm.nih.gov/pubmed/15246262
http://www.ncbi.nlm.nih.gov/pubmed/9123878
http://www.ncbi.nlm.nih.gov/pubmed/9123878
http://www.ncbi.nlm.nih.gov/pubmed/9123878
http://www.ncbi.nlm.nih.gov/pubmed/9123878
http://www.ncbi.nlm.nih.gov/pubmed/1850004
http://www.ncbi.nlm.nih.gov/pubmed/1850004
http://www.ncbi.nlm.nih.gov/pubmed/1850004
http://www.ncbi.nlm.nih.gov/pubmed/21317293
http://www.ncbi.nlm.nih.gov/pubmed/21317293
http://www.ncbi.nlm.nih.gov/pubmed/21317293
http://www.ncbi.nlm.nih.gov/pubmed/20657787
http://www.ncbi.nlm.nih.gov/pubmed/20657787
http://www.ncbi.nlm.nih.gov/pubmed/20657787
http://www.ncbi.nlm.nih.gov/pubmed/11504554
http://www.ncbi.nlm.nih.gov/pubmed/11504554
http://www.ncbi.nlm.nih.gov/pubmed/11504554
http://www.ncbi.nlm.nih.gov/pubmed/22215662
http://www.ncbi.nlm.nih.gov/pubmed/22215662
http://www.ncbi.nlm.nih.gov/pubmed/22215662
http://www.ncbi.nlm.nih.gov/pubmed/1321276
http://www.ncbi.nlm.nih.gov/pubmed/1321276
http://www.ncbi.nlm.nih.gov/pubmed/1321276
http://www.ncbi.nlm.nih.gov/pubmed/21613447
http://www.ncbi.nlm.nih.gov/pubmed/21613447
http://www.ncbi.nlm.nih.gov/pubmed/21613447
http://www.ncbi.nlm.nih.gov/pubmed/10550212
http://www.ncbi.nlm.nih.gov/pubmed/10550212
http://www.ncbi.nlm.nih.gov/pubmed/19275899
http://www.ncbi.nlm.nih.gov/pubmed/19275899
http://www.ncbi.nlm.nih.gov/pubmed/19275899
http://www.ncbi.nlm.nih.gov/pubmed/16364741
http://www.ncbi.nlm.nih.gov/pubmed/16364741
http://www.ncbi.nlm.nih.gov/pubmed/16046624
http://www.ncbi.nlm.nih.gov/pubmed/16046624
http://www.ncbi.nlm.nih.gov/pubmed/16046624
http://www.ncbi.nlm.nih.gov/pubmed/16046624
http://www.ncbi.nlm.nih.gov/pubmed/16046624
http://www.ncbi.nlm.nih.gov/pubmed/14604535
http://www.ncbi.nlm.nih.gov/pubmed/14604535
http://www.ncbi.nlm.nih.gov/pubmed/15947016
http://www.ncbi.nlm.nih.gov/pubmed/15947016
http://www.ncbi.nlm.nih.gov/pubmed/15947016
http://www.ncbi.nlm.nih.gov/pubmed/15955779
http://www.ncbi.nlm.nih.gov/pubmed/15955779
http://www.ncbi.nlm.nih.gov/pubmed/15955779
http://www.ncbi.nlm.nih.gov/pubmed/18463136
http://www.ncbi.nlm.nih.gov/pubmed/18463136
http://www.ncbi.nlm.nih.gov/pubmed/15585524
http://www.ncbi.nlm.nih.gov/pubmed/15585524
http://www.ncbi.nlm.nih.gov/pubmed/15377504
http://www.ncbi.nlm.nih.gov/pubmed/15377504
http://www.ncbi.nlm.nih.gov/pubmed/15377504
http://www.ncbi.nlm.nih.gov/pubmed/8254673
http://www.ncbi.nlm.nih.gov/pubmed/8254673
http://www.ncbi.nlm.nih.gov/pubmed/9254694
http://www.ncbi.nlm.nih.gov/pubmed/9254694
http://www.ncbi.nlm.nih.gov/pubmed/9254694
http://www.ncbi.nlm.nih.gov/pubmed/15980461
http://www.ncbi.nlm.nih.gov/pubmed/15980461
http://www.ncbi.nlm.nih.gov/pubmed/19878598
http://www.ncbi.nlm.nih.gov/pubmed/19878598
http://www.ncbi.nlm.nih.gov/pubmed/19247286
http://www.ncbi.nlm.nih.gov/pubmed/19247286
http://www.ncbi.nlm.nih.gov/pubmed/20542909
http://www.ncbi.nlm.nih.gov/pubmed/20542909
http://www.ncbi.nlm.nih.gov/pubmed/20542909
http://www.ncbi.nlm.nih.gov/pubmed/12557186
http://www.ncbi.nlm.nih.gov/pubmed/12557186
http://www.ncbi.nlm.nih.gov/pubmed/12557186
http://www.ncbi.nlm.nih.gov/pubmed/8401235
http://www.ncbi.nlm.nih.gov/pubmed/8401235
http://www.ncbi.nlm.nih.gov/pubmed/15980490
http://www.ncbi.nlm.nih.gov/pubmed/15980490
http://www.ncbi.nlm.nih.gov/pubmed/15980490


Citation: Alam MJ, Sultana MS, Ahmed J, Purkaystha A, Zubaer A, et al. (2015) Structure Analysis of Interacting Domains of RNA Dependent RNA 
Polymerase (RdRp) Complex in Nipah Virus. Biochem Physiol 4: 187. doi: 10.4172/2168-9652.1000187

Page 7 of 7

Volume 4 • Issue 4 • 1000187
Biochem Physiol 
ISSN: 2168-9652 BCP, an open access journal 

39.	Cheng TM, Blundell TL, Fernandez-Recio J (2007) pyDock: electrostatics and
desolvation for effective scoring of rigid-body protein-protein docking. Proteins
68: 503-515. 

40.	Andrusier N, Nussinov R, Wolfson HJ (2007) FireDock: fast interaction
refinement in molecular docking. Proteins 69: 139-159. 

41.	DeLano WL (2002) The PyMOL Molecular Graphics System. Proteins Struct
Funct Bioinformat 30: 442–454. 

42.	Tina KG, Bhadra R, Srinivasan N (2007) PIC: Protein Interactions Calculator.
Nucleic Acids Res 35: W473-476. 

43.	Krissinel E, Henrick K (2005) Detection of protein assemblies in crystals.
Comput life sci 369: 163-174. 

44.	Dey S, Pal A, Chakrabarti P, Janin J (2010) The subunit interfaces of weakly
associated homodimeric proteins. J Mol Biol 398: 146-160.

http://www.ncbi.nlm.nih.gov/pubmed/17444519
http://www.ncbi.nlm.nih.gov/pubmed/17444519
http://www.ncbi.nlm.nih.gov/pubmed/17444519
http://www.ncbi.nlm.nih.gov/pubmed/17598144
http://www.ncbi.nlm.nih.gov/pubmed/17598144
http://www.ncbi.nlm.nih.gov/pubmed/17584791
http://www.ncbi.nlm.nih.gov/pubmed/17584791
http://link.springer.com/chapter/10.1007%2F11560500_15
http://link.springer.com/chapter/10.1007%2F11560500_15
http://www.ncbi.nlm.nih.gov/pubmed/20156457
http://www.ncbi.nlm.nih.gov/pubmed/20156457

	Title
	Corresponding author
	Abstract 
	Keywords
	Introduction
	Materials and Method 
	Sequence retrieval and intrinsically disordered location prediction 
	Secondary structure prediction  
	Homology modelling and evaluation 
	Protein-protein docking 
	Protein-protein interaction analysis 

	Results and Discussion 
	Prediction of intrinsic disorder regions 
	Secondary structure analysis and homology modelling  
	Protein-protein docking and interaction analysis 
	Comparison between two interactions 

	Conclusion
	References
	Table 1
	Table 2
	Table 3
	Table 4
	Table 5
	Table 6
	Figure 1
	Figure 2
	Figure 3
	Figure 4
	Figure 5
	Figure 6

