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The Nobel Prize in Chemistry 1962

Max Ferdinand John Cowdery
Perutz Kendrew

RIL—ID, 1953 F (AN EIZRHLTHO TCERFRE
BEBE AL 1959F (2R a—EIANELT7ZUDEE
2R, RIL—YIEANESTOE D DIEEESS5ATHEBLE-,

The Nobel Prize in Physiology or Medicine 1962

Francis Harry James Dewey Mauric.e Hug.h.
Compton Crick Watson Frederick Wilkins

for their discoveries concerning the molecular structure of
nucleic acids and its significance for information transfer in living
material”
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Robert J. Lefkowitz Brian K. Kobilka

The Nobel Prize in Chemistry 2012 was awarded "for studies
of G-protein-coupled receptors”

Brian K. Kobilka
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Power/generator = 1.75 x 10° pN nm s
(x 70 of kinesin, x 400 of myosin, x 450 of Fi-ATPase)
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J. Lederberg & Tatum (1946)
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ASM News vol.66, p.727- (2000)
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Table (flagellar partial structures detected in non
flagellate mutants)

Suzuki et al., J. iﬁ@@*ﬁiﬁ?ﬁ‘%*ﬁﬁ@*ﬁiﬁ’\jﬁ&E

Bacteriol. (1978)
Suzuki et al., J. Bacteriol. (1978)

(Minamino et al.&Y3| F)






BI~AE

WBARAE

(cited from MMBR 65; p445-, 2001)
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Polar flagellum
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KcsA....prokaryotic K+ channel
similar to Shaker type
(Science, Doyle et al., 1998)







0 mM NaCl 100 mM NaCl

M254 (motB mutant) expressing MotA/MotB (WT)

PomA/PotB7 PomA/PotB7

WT-MotA/MotB WT-MotA/MotB

0 mM NaCl 100 mM NacCl

M254 (motB mutant) expressing PomA/PotB7

KEFAFERENE

(“Q |
J
= oo

TR LAF ERENE




Cytoplasmic region of

PomA

@ The L259Q, L270R and L271P mutations
abolished the motility and the polar
localization of stator.

@ These mutations may cause structural

C_termina| region Of F||G change of the C-terminal domain and the
mutant FliG is probably not able to interact

with PomA.

We want to directly detect the interaction between
FliG and PomA to understand how to generate a torque

FliG ring

FliG is speculated to move dynamically in the motor complex to change
the direction of motor rotation.
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