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Recent research on catabolite control protein A in microorganisms

WU Yan, GU Yang, REN Cong, YANG Sheng, JIANG Wei-Hong*
(Key Laboratory of Synthetic Biology, Institute of Plant Physiology and Ecology, Shanghai Institutes for Biological
Sciences, Chinese Academy of Sciences, Shanghai 200032, China)

Abstract: Carbon catabolite repression (CCR) is defined as the phenomenon that microorganisms preferentially
utilize a rapidly metabolizable carbon source (normally glucose), along with inhibition of some gene expression and
enzyme activities related to catabolism of non-preferred carbon resources. In low-GC Gram-positive bacteria, the
key regulator for exerting CCR is CcpA (catabolite control protein A), which is a pleiotropic regulator involved in
various physiological process in addition to CCR, including central carbon and nitrogen metabolism, biofilm

formation and toxin gene expression. This paper reviewed the recent research advances of function mechanisms and

molecular structure of CcpA.
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1942 4£, Jacques Monod 25 W 42 3], KImAT i
Escherichia coli 157 %5 R 2= UM VR A i YR 30 55
USRI I A A0 5 25 B W A S5 A T AR R T 25
B, BT B BUAEK IS . BEJS BFUER M,
HIAREAAAEIT, o AR P 2 i) S H A s A Qs
FHOR IR R ik, XA R AR Z Ry Wk 53 fil AU )
BH3& (carbon catabolite repression, CCR) %W !,

E. coli %y T 40 17 Hh /15 CCR A5 (1) G Bt i
5 5 N e 5k 0E 1 CRP (cyclic AMP receptor
protein), M FR 4 fi# A W R S 2R 1 (catabolite
gene-activator protein, CAP)™, 5% 7 5 rp R 5 4

25BN, A AR BE 8 B 10 EIIA 45 #48k (BITAS)
AT RAIRES, RERS S IR BRI (adenylate
cyclase, AC), fEALHLN cAMP 15 %, 1 cAMP
WS R SN TS CRP &5 5 B E A1k, KRG
TS AR o3 A AR G I DR R A x5 AU,
HATWEAEAE B 0 2 S8 EDAYS @ik, ML
PR sh AR A B
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i 5L ZE AT 18 (Bacillus subtilis) “5% GC & &
22 PGBH P R CCR N HL 5 K B B AN AH [
HEAHRSLMET, B. subtilis FRGAE] cAMP ', IR
K3 CRP KUK & . 1991 4, Henkin 25 7 %
LT B. subtilis " 25 o3 fif A P4 i a1 ) R A
cepA, FEZIER P RTG S, RERE AR R A A B0 o-
VER A LR amyE (FNHEIVE-, T2 CepA
& B. subtilis F1 31 CCR RN [ KRB T 2 )5
FRIAIE 5T 3 AR 4k AE FLARAR GC 5 2 2% 1 PH P B b
LT CcpA (M AFALE, 1 Clostridium acetobutylicum "',

Staphylococcus xylosus . Lactobacillus pentosus ",

Lactococcus lactis""", Listeria monocytogenes 2

Streptococcus thermophilus "', Enterococcus faecalis "™,
Thermoactinomyces sp. E79 ' 2 . X e} 57 45 . %
B, & PTS REGMAK GC 7 & 55 2% [ FH R &
A fE LA CopA M) CCR 280 I 35 AT i Y5 1y AR Ui
e, HiXe CepA A HATRm KRS E.

2 CepARYZ HIHIAIEIER

2.1 KRBT CepARYCCRI A

7F CepA W3 E 4 R I 11, Nicholson 2% !
AR, WG EZE R B B, subtilis (1€ K B 2 1Y
B K amyE J3 3)) T X £ 4F cre(catabolite repression
element) 7 11, %A 555 A% J5 AT LA R A6 25 B )
amyE 1¥] CCR 2N, 1% 55 ik Rl 4 R0 R AT,
MIMUEW] cre £ i 7& 2 5 CepA #i CCR 240 1)
BT T BEE RN, BR amyE S),
VF 2 2 H Ui A RN T WA cre i1 I AF
75, W gntR( 2 5PV !, xld( 35K
BEARI™ abnA( Z BBTRAEIRE ™ . 1995 45,
Kim 2% PV i i+ EMSA. footprinting SZ46iFH] T CepA
LAY amyE ¥ ke a4 sUAL ) cre £ 5 amyO 4545
1M HAX P & -5 AT 2L B EY) Hpr PR 5 (0 )52
AR W], R ZHIE LT CepA b cre fif
RURE A i B ILBIE 8 1 P-(Ser)-HPr ({12 5 #2,
HPr(histidine-phosphoryl protein) 15 4124 FR 4% 4t Fll 22
GRIRIE AR AL S, 1 A A IR IR FE A
T '8 %5 7% I 22 4t (phosphotransferase system, PTS)
El(enzyme I) ff 4k T DL 3 B8 4 B =X A I % (phos-
phoenolpyruvate, PEP) 4 KW BEATBEIRIL, F-H5%
A3 2 9 BT 0 B i R R AL 1Y) PTS &R 4% ; HPr
22 2 IR bk Ak B S A5 Hpr 308G / B 1R G
HPrK/P(Hpr kinase/ phosphoesterase)”” i f# 1k " #
WAL, JER P- (Ser)-HPr Jf- 15 e i {2 K 1~ CepA

ERE Ak, 55 CCR g 2,

HPrK/P 1) 3% £ 52 Il P9 ATP 55 6 M1 1% L 51
(ATP/Pi) LA K #ifi % Bl A ™40 1, 6- — B IR IR Bl
(FBP). 6- fif i 7 %5 B (GOP) 7K 1 f) 5 B72, 24
78] 75 W S R IR AT AE I, B P KT 1Y) ATP/Pi
5 R 2 WA I P 0 O HPOKUP (R O I, K
HPr (1] 22 54 1% 5% J& % 1% 4k, #% J5 P-(Ser)-HPr &5
CepA 454 TE AW, 5 AU YR AR BE R 11
cre NS Ly, PEIILEE S (1B 1) B

HAFIE RIS, B. subtilis "PER HPr b, iLAE1E
— > HPr [ [A] # 7 %84 & [ Crh (catabolite repression
HPr-like protein)®", Wi #1425 CepA K #if) CCR
RN, HAT AR R i 3 SR . Hpr
B2k J5, Crh HREH 4 Hb 58 B Hpr (1) D) fg, 1M Crh
B, CCR RN I F A2 5 B2 i LLBE
PR AR B AR R A O BRUR I, gD Mg™ - R g IR 6
B IR citM FEREE PEH 2 Crh s B, Crh H
HIACAE 2 1 e mp gl R L B
2.2 {RET CepARICCAIRI A

MR BIEAE RS, BRG 1 CCR M 4h,

Glu

Cell membrane

_/+

T A0 44 B A b R A TR IR, R N ATP R FBP /K P 1) T i i
THHPHK/P S v, ¥ HPr 2 S IRk IL IR L . P-(Ser)-
HPr 5 CepATE S EZ G W), 5 H B B cref sids &, MM
BFL 38 /3% % K A 5 . FBP Y5 G6P R B 5 Cep A-P-(Ser)-
HPrYjerefy s 46 o
Bl RGCEEE=IKIAME R CepAKRBIRICCR/
CCAZ R HLH
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A SEILP AT DA, X R AR A ik o3 A
W0 (carbon catabolite activation, CCA). CcpA K
#i ) CCA BNV ML 5 CCR 2N 2581, B CepA 7E
HEFILiE Y P-(Ser)-HPr 5% P-(Ser)-Crh (¥ 8 F 55 H
36 DR 4 58 1 80 (T cre JR 31 ) 54, B0 L TR
ek (B 1) 5T CopA X LEFE 5Ll CCA #UW
AT 2L BHIE Y, HANFE SR T, CepA SEitE
BELIE 0 S IS 1) ere T3 40— MR JE 811X N B 520
HER, 1 amyE". bglP¥. cccA™. detP™". glpFt™,
phoP™ .\ acud®™ %% 5 ifif CepA SEEHT RN I,
cre JP— AL T A 87 L3, 0 ackA™ . pta™,
ilvB™ %, A5 4857 CopA BRI RN AL H 3 T
X KK cre 741, W alsSD™,
2.3 CepAZH5RyHEHMIBIZEE

VFZ YN copA FE DR 2R SE AR RRBR Al B T
CCR ZAR Ak, JRF I AR LAY, i Ksz 240
) DA R gl b B i R R i M A, X
KW CepA 2 5 i I AL 1) CCR/CCA 24 M Ak,
] fe B AR i D RE .
2.3.1 BRI AR A 2 E

R PP AP 2 A% 20 L A 00 AT 5 N A PN 1) A 26 A
VI I EE L L e . SRR, P g i
PRIV 22 GBI IE IR 252 1) CepA IR 4%

TE B. subtilis ™, Y b bl I A 0oL A2 OC B I H- i
W -3- folk I M S W 1) A gap BT, T AE SR W,
gap BT IS U T CepA 1I47AE B, {H CepA
HAHEE gap P 7454 P, i it 5 m
PTS F4¢ S AU 1A 4 1 77 =X A1 25 gap 5
T gkAh, B, subtilis v 4 At R H R A 1Y
pek BT BT AR T CopAP”,

1F L. lactis ', las ¥\ 19wt 2 55 0 I 74
(VIR SR TG . TR R Je L- LRI, X
BG5S AE copA R T RR AT 75%s
CepA BTG, N IBRISNG A L- LI it S e v 2 1Y)
PR S EUCE = b Ol SBRWSE N, 1 AR Y
R e = = 2l LR U
2.3.2 B IR

TERRIR =5 (G FRHE D, A B d e b At =
(1 PR TR R I AN B A S dE N =R RGN, 12 2 AR Ak
LIRS LR CABWHEEACTR =) o3 Wb B M fb, X FK
by B s U AR (carbon overflow metabolism). 7E B.
subtilis "R TR I, RIS vl 1 o 265 0 i 7
AR, copA AR A 23 kAR R B I % B
GUIL R A2 - A T IR A R & TR 11 T A O

Tl VR 2 7% g RN TR T g 1 i h S TR pta 5
ackA 5% F| CepA [F1E T W9 5 i TR BR 28 £ 1k 4l
filg A 2F il CAB BRI A R OC R  £ 19 LR A5 19 104 2 L
FE A alsSD 37852 CepA fIE £ W% 5 A, 5
LT8R AR fR AU A ORI acsA acudBC 5%
FI| CepA 345 BY. B 9738 & B, L. lactis )
CepA b B (et I E R A= ik L- SLIR M zhae 'Y, i
LeRF A AR, AERLEA mh, CepA 51
TR AR}y L8 SABWR . L- FLIRR S v] 43 Wb
PR AR, TR Tt N TCA JHH I kit i
2.3.3 WA ERFIRAE H A

WIS ATE FH A AR ) A 4 A A AL A Ak o i 5
AremE R, Hh =R RIG L (tricarboxylic
acid cycle, TCA cycle) s A7 5P I it 72 rh (1) O 8
PR, TR Nl A AR R . IR AN
FUTAEAR YA R S K L R 1445 ). B. subtilis
Hr, CepA W] DA H 2 ek A4 2 5 TCA fEFA )
FrE ROl id L N citZ (R ik B0 SirEmREE
AR citM-yfIN #9012 CepA M ) CCR 4
INAIONERE L LA N DU RES . &7 o RIS E ol (B
H X & 48 CitS/CitT 75 %% 3| CepA ¥ B4 40
il B, gbAl, TCA R b ] =4 1 e 12 [ 22 2
CepA A¥E, HlanDYsK — o, W3ER]R. T
KIR. JEHIR M %18 RS 0E h detP B2 Yt 1%
R PRI DA B T I A A% D (R AL A7 R ¢ detS/detR 1)
525 CepA (¥ &7,

WeAh, B. subtilis 1] resABCDE #:49).1- “O. 4
HE A0 JH €5 35 s 1) cocd FETRI PO 4D 41 i €2 % bd
AL cydABCD #1135 2 5 S o
TR AR ad, X SR DA (1) Rk 1 52 2] CepA 11
o
234

Z: 55 AR I %

TEEDRENS IATARTRIG I . BEIEAR S OE 1R
AT S AR TP 18] 7= ) A e iy B G 43 B4 2
12, CopA MR MR I ALY AT (e B4 . B.
subtilis A FALIERE, 2R 1 AP G e 1E He
R BRI . S 5B AREY A B
TR I 1 gltAB ¥\ 74t , ZERN T B 0E 7
BORE IR R ) P AR BB, TIAE copA S€78 kv A
TG A PR IR vh 1) P AR 3R 30 gleA B ¥4
PGS, [N CopA BEWE ] B2 M} gltA B )
THERBIBOEEH . Cepd WRFARRT, gltAB Joik
BTN N S AT - 4 B R I AR AR K2 M
RN ZE . 54h, S H5REREMR AR NA
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ity (1) G A BE K] rocG JR3Z2 3] CepA ) CCR ZNAE FH
1E ccpA FEAB R rocG 1) CCR 0N # il b, 32
BRI A gk, TR IN A SE AR AL H 4 B -
b BRIk b AR RS2 B 1Y,

73375 FER (branched-chain amino acids, BCAAs),
W se AR MR 502 R 5 A ) =2 2
CepA B ¥) CCA N I 4% . BCAASs J& 8 [ 5
s (M 2R, o] DO U A R R K D
T LI 6 5 5 P 2 S ) S I IO P R s S ) S i
DT (25 FAT B I T D TR %) = 2R 2 ) AR i
(BT B. subtilis " 5157 BCAAs 4445 B 1) 6
BTN ilv-leu B9\ 1, %R 1 H 52 CepA )
W Y, LGRS A R T I R 2 A R
(RE) G s, I BB AR 5 2 BRI & IR D K
2.3.5 0 HAm AR PR RR A 52

CepA [ T 202 5ok, FACH 4551,
TEHLCT A Yy id 2 55— Bk R () A B R, =
il PR BRI R IA .

EEER = AR E C. acetobutylicum ATCC
824 1, cepA PWTA, EANEE pH FIMHOLT, R
AR RAE RS A T IR SRR, AT Gk I
A M X W] CopA H LS M S5 T %
PR IR A R (R T 4

7E — S8 300 B 0 IR U BE BR B (Streptococcus
pyogenes). 4z (A% EK R (Staphylococcus aureus).
7R K MR B (Clostridium perfringens) 7', CcpA
LR BOE TR MR R Rk B0 Ak, FERRZERL
& (Lactobacillus plantarum) 11, CcpA 2 5 i #2
dnaK( gatBHUR w5 ) groESL #:9\F ( I 5 F

Ci - Li 4
|‘lbll \l‘ ‘ " : _’.A‘
- 4
CepA ¢ {4 \ ¢ )

N subdomain (L} U L
I

domain

FEAR ) BB, copA 5878 bR IR AE FAUE I A7 05 3
Lo BT A A Ak W) B s 48 B. subiilis % S.
aureus SA113 1, CepA il it i #5¥ cidA. icaA. citB.
citZ SRR IE LA M) I (biofilm) (K17 & 77,
1t C. perfringens ', CcpA 1l 1L $i i pilT. pilD K
PRI (1 4 3% 30t i 4 A 4% TFP st i s iz sh ™, |
%A ) 7890 77 R AR )4 1) 78 93 B 1 IR Mg T
CepA, (HEAABLE] M AE R 7,

3 CepALHMSINRERTRIER

3.1 CepABIZEHREMNT

CcpA J& T Lacl-GalR # s Al 75 i 7', HN
K it ) DNA 45 45 45 #) 13 (DNA binding domain,
DBD), C A &5 I SRR I% 0 45 K945, (core domain),
Z 5 [FPE RSB LA T fEE K2R
& B. megaterium ', CcpA ] N K ity DNA 45 &
SERIIE R 60 N IEIRIEIEA ., B P DNA 45
0 1 3 A o i iE (helix1~3) T M iE - #6411 -
12 JjE (helix-turn-helix, HTH) 45 ¥4, 45 & DNA %L
WRTE RV 5 H helix4 JERUBCEEIRTE (hinge helix),
454 DNA XUZENE o« C A S A% 00 45 K 3 i 55
61~332 N KRR EL A, v 4r K NOEZ5He (N
subdomain) f C VI &% #J 35 (C subdomain). N . 2%
T 4 > o 1R E (10, IX), BHIE 6 P17 B
iz h (A~E, 1), Z5FRLHEYML . C WL
R 5 A a i@ (IV~VIID, % 5 DB IS
JB (F~I, K)o PHAN LG5 44 350 18]t BE-alV. Bl-oIX.
BI-BK JE I 3 AN, A 43 AN I 3 1) mT LA Jig e 7
( ®l 2). B. megaterium ] CcpA 5 P-(Ser)-HPr,

CepA-P-(Ser)-HPr-cre L AR 1 o W53 T IMCepATE IS 284K, 5PN TP-(Ser)-HPr4i &5 JE R A4k, 2T 5 crefir i

ditr; B, ABIPREHIER90°.

B2 B.megaterium CcpA-P-(Ser)-HPr-cre & S E0 5"
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P-(Ser)-Crh S5 3L BB [ cre JF A\ 45 6 (S 6 R &5
Py B 2459 B A B5°4 7, H i CepA 1 N K 5t
DBD & C A ¥ % /0 45 #4302 0] 1 i F AR AN B
IA T e 4416 CepA PR XE3R AT 7. B. megaterium .
B. subtilis\ L. lactis F1 Wi ¥ 1) CepA C 7K iy 45 4 ik
J N Kiis DNA 45 & 85 R 3800 45 ¥t 243 5l 743 21 A
*FF [75-77]o
3.2 CepASHATIMESHTH “FE” HlH
—MEDL T, CopA 7 B 45 G351 174 P-(Ser)-
HPr KW A G 5 cre ¥ 4 45 4. 18 E R
CcpA-P-(Ser)-HPr-cre 52 45 44 1 CepA 1) &5 16 1 fiit
B H: [¥) CopA(apoCepA) £ #, W LLR B, 4ty
P-(Ser)-HPr Jii, CcpA 1) C WG58 LT A2 5 i,
H N 25 M8k 28 T 3~8° M Je e, Ml “ 6 ”
MR & A “ I8 7 R & YO 3C). CepA 5
P-(Ser)-HPr {41 B.AF Al £ 22l i CepA 4k
PR TN PS5 R o B 1. IX S BRAAk 2 N 45
Fydek o B2 T, 1SR SZER, Hirb CepA ff) Tyr295,
Ala299., Val300. Leu304 25 44 J /@ 4% 3 v] DL 5
P-(Ser)-HPr [f] 1le47. Metd8, Met51 %5 23 3 iR ik
LT R % 25 1 A f (8] 3). CepA B P-(Ser)-HPr 45
&5, J5 A i) Serd6-P W 5 CepA 1 Arg303 1 HI,

Switch
activation
DNA-bound

i Arg303 Jig % If b 2 it % Tyr89 £7 & ¥ o 4, ik
—5 5% Tyr91 F1 Thr306 [i] &0 HE K Wi, Tyr91 ¥
Thr61 fF i, i N K %t DBD () HTH 45 #) % /£ 2
180° JiE#t, thAs A CopA BB B W2 i (1 HE 51,
M AE CepA 5 cre £ s 454 77 CepA £ F N
ZERJHRT N A DBD 2 8] (1) Thre1 [ & AR 4k 2
XA TP I G

FRAE T HPI WM RN EL ChS
CepA A 54 - I HLHl 5 HPr 2840, {H HPr 5
CepA 1454 fE It Crh w1 10 15 447 BV, 6- R -
A, 1, 6- RETR - FUBE[F] CepA 145G ] LIk
H AR HEAT 0, 89590 CepA-P-(Ser)-HPr 55 cre (1]
%/ﬁ\ [28]o

Yk 2 204 K 1, CepA AT LLIRIR 22 5L B 1
cre Py gy, 1XEE cre O AT — B AR SEHE, )
A —E ) ZE 5. CepA a] [F]iX 46 7= 1) cre i
R, AR G I PR R A 1 [ I BB — L
FEBR [ 26148 2 Schumacher 25 " /3 51 LL 52 CepA
Woid . 30 K BEMLIG cre A7 555 CopA JL&5 5, @
X AR SR M, I CepA-P-(Ser)-HPr £ &
W5 B3R =A cre 7 /US5SSR FIVE RAHE K. 1E
5N cre £ 55 45 4 F, CepA (&5, JoIL 2

A: JhifiiFkapoCepA (i ()15 CepA- P~(Ser)-HPr-cre A (R CopA(LL () M L5 H TR I . S 50K “TFR7 A R Sk Ak (fid
PEA 5 7R): CepARIThr61. Tyr89. Tyr91. Thr306. Arg303; HPrffjSerd46-P""., B: 5jP-(Ser)-HPr(fi4h ¢ F 5 CepA NIL45
Fe 35 e Thr6 1A AR AE G PI Cop A S AR B BE X IFHEFES, NI 1 PT LA 45 5 DNA R B BEIRIE(ZL (), TapoCep AP FAA 14
B ™, C: apoCepA(li{h) ik 5 CepA- P-(Ser)-HPr-cre s 45 A Cep A (L1 4) AR B 8] . 454P-(Ser)-HPrJ5, CcpA

(RTHTHEZ ) e T £9180°,

B3 P-(Ser)-HPrigZE & BB CepALE g™
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DNA 2 & gt os K AEAN R BE 2 e AR IXAS
R, CepA DNA 45 & 45 K 55 (#) Arg22. Leu55
TX PR AR ST 1 28 2 IR Ak 2K TR ) cre T3 A IR ST X,
M —LeE R, W5, A18 4%, wLlhnseS
cre R (& 4 ik B2 U, T 4 CepA-P-(Ser)-HPr
BEMRE AR cre i 45 FISEMPEAT.  HIL,
FRARYE 2 WUBF N LI AR, FRATTAT DAL 48,
CepA A7 A7 BH it B0 RO, Tt t cre {7 kUK AL
B I U, AT A BELE N B ) cre {7 T — AR
JE BT X P BRAE A AE Y, W amyE bgIPP
cccA, detPP", glpFPY . phoP™. acud™ %% ; ifi
CepA 17 A0S NI, e cre A7 ji— AL T 3
+ Eif.
3.3 CcpALgEiEi BT 5R

i1 CepA BHA Z a4tk M¥=Dhae, FHaibr o
SN VE 2 A BRACH I AR, DR AT 0 B ST L 5
HIBERIR AR, Xt CepA BEAT 548 K LSS AR
& 1D R NS A R T B

1E B. megaterium 1, CcpA &A= T4S. TH. N49S
R RAR T, AR xyld BECRIRHmH] L FLOREFR B
RIIEH AR ™ XA IEREIEIIN T CopA
N K%t DBD &5 #4)15, Thrd ;& HTH 45 #4 1) 55 — 4>
SILIR, Argd7 7T N A3 DBD 5 C AR #% 0 45
FIRIIERAL, Asnd9 25 T8 AREE o 1R)iE 5 DNA
NS G e IR =AM R AR ALz FE R Je, AT
AEA W CepA 5584 cre ML gE & (T xyld L
WEI cre A7 550), AR 52 W 5 A K AH G 1 56 DAL 1 38
T (Cnor SCEBER A ), AT H#E CepA ) CCR
RN 5 s A D RE 2 JF . BeAk, BREHEIA B.
megaterium CcpA 5 P-(Ser)-HPr 5§ P-(Ser)-Crh 454
(¥) 5% B 20 5 1 5k 3k A7 Tyr295. Ala299. Val300.
Leu304 %5, Hp Y295R RAF)5, CepA LAIAKHS T
P-(Ser)-HP (1) 77 X5 cre i s 454, 1] A299E 5874%
Ji CepA ok Y cre f7 35 45 & ™. B. subtilis CcpA
(RIAH Y 2 R 7k 3 A= A300W . A302W. L306W,
K308W 2248 5, ANREXT xynP. gntR. ackA } alsS
71 54K CCR/ICCA 2 ™Y,

e 4h, X} CepA w2 5 P-(Ser)-HPr A% K4 iff 17
(1) 24 LR R S AT S8R 5% CepA 145 D g it
AR . B, B. megaterium CepA K 'f: YSOE
(15848 J¢ B.subtilis CepA HAHNAL £ YOOW [ 5845
] 558 CepA 5 cre fir 5 1) 45 A AT P-(Ser)-HPr,
JE i 41 ik Y 1Y) CCR/CCA %% N 3 1] B. megaterium
CepA Z 5528 K 1 () OB 2 FE IR A Ak R303D KA

JG 45380 CepA RRELE G 2 cre fr it ™

FIRWFFERERT CepA 15 B 2 FE IR IR 1 D g
BEAT TRV, IR TATLUR 28 - 2 r Ll
X CepA BEAT 7 45 Fa) 1) 5 S DLH: 22 0 7 Th g
P

4 FREEARE

CepA 13 1) CCR BNAFAE T Z FIHIK GC 7 &
BB Y, H 2 A T et AR 2] e i
FE R FIRIF 9T, %51 CepA REMS I 1 4y & Ly B4k
SRR S L A IR TP RN, T ik T
BSOE SEILLE DI RE, R 22 AR R R Ak
KA AW 2 — o {F B. megaterium P C. A5
TH 6 CepA HEAT FEAL S AL LL 3 5 CCR R 14
W ik, A%, A JEfE AL Em T
M A, FRATT IR T I8 I 2R AU T B i CepA
I Tyfe, 18I BE kBl sm A CopA [ 2E 48 1) g Sl 5L B
SRR AN ERAE, AT RAS ERAR I T B R

(& £ xx K]
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