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Attachment organelles of M. pneumoniae and its gliding TS Nl — - N4 , Figure 5: Attachment organelle in M. pneumoniae [7]. The C-terminal of Figure 6: Mechanism of M. pneumoniae infection and immune

motility mechanism [5]. The -} AL fy | D NS A P1 plays a crucial role in the attachment process. It is mostly clustered at the response [9]. Different proteases and proteins from mycoplasma
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of P1 and HMWs and glucose content [8]. C-end makes it very efficient for such purposes [5, 7].
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with Prokka annotation to identify the genes present. Literature research
was done on M. pneumoniae and its infection in humans. For the analysis X _
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AlphaFold was used to predict the protein structure, and PyMOL was used
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C-terminal domain, while the GDS of adhesin P18 5,4 iy the DNA fragment by KBase. Other proteins found in the same gene

neighborhood, also had cell adhesion properties. The structure of the amino acid
sequence (from KBase) only partially covers the structure (7BWM) from blastp, but

; they do align. There was found that the KBase sequence only contains a shorter C-
to compare the AlphaFold and PDB structures. To see the difference in et eease D) Cryo-EM structure of M. pneumoniae Adhesin

S o 6f SET GBS terminal domain of adhesin P1 and no N-terminal domain. In addition, its
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was used. The protein adhesin P1 was searched in the STRING DB. To | i sequence ID (red= N-terminus, blue= C-terminus). Adhesin P1 was overexpressed in silico in the plasmid pBAD-sfGFP This enables

create an in silico overexpression of the mgpA gene, Benchling was | “ . . further study of the protein structure and functionality, host interactions, immune
c) Figure from “Immunodominant proteins P1 and P40/P90 from human

used. The primers were designed with PrimerBLAST to isolate the gene pathogen Mycoplasma pneumoniae’. Crown shown in green comes on top of | recognition and potential vaccine production. Since P1 exhibits such a central role in
from the genome. These primers contained restriction sites needed for the seven-blade beta-propeller (orange) with the N-terminal domain arranged adhesion and inhibition of the immune response, targeting its C-terminal is a leading

o . d it [5].
ligation in the pBAD-sfGFP plasmid. round il and sensible strategy for development of mRNA vaccines.

a) PyMOL structural alignment of PDB structure
(id: 7BWM) (green) and AlphaFold structure (red).
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