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pmrA FIEEENME B{H DK E E W IRAI TR BE

wrE, EWE, XKE, K-8, BHAEF, BEE, F K, KAIRK"
(LARLXFABHAFE TR%E LA A% 271018)

WE ARE pmrd KR8 KGR TTRAEWEYREAG YR, ARG ETITREATERWDF pmrd A B
Bk AR (ApmrA ) A BE AT S b ok St BR 68 A A ARSI AR R AL D AR H v A R N ER FRATHR 4
R .pH 5.4 Wit G ApmrA 695 F T8 A 1 A WT 69 53.92%; A M BE3e I £ 5 4 X, 28 Mia (pH 5.4)/6 ApmrA o & 2 Jit
W EALA WT 49 54.68% ; & 82 rib J& ,ApmrA 09 7k 3h 86 /) (B KM 5 5 8 WT 49 35.20%,59.10% ; ApmrA 2 B2 W38 )& 3t
EDERMER LB REOGEDSRES ARMALEMLE R —EREI G 28 R FIKTRMAE G WI(P<
0.05), Rl B BR Bh 38 )5 pmrA AR Sk MR A B Z e SR E MR A 3, AR AT @me i 5K T WT, %4#.pmrd
KWL RAGEDITREA AR A Z AR it h Bt %,

XKEBR DITRE; prrd KW Bk, AW, wRM,; BHARSK®

XEHS  1009-7848(2023)03-0147-10 DOI: 10.16429/j.1009-7848.2023.03.016

AT FEVD 1[G (Salmonella typhimurium ) J2& YRR AE A A A ST, Al XA
— e WL B IR EOR T T )T AR 553 W ML A 28 A8 M LA DNA 45 Jfa 41
Qefg nl g BTG MKnt | e #R R I ER 9 28 A5 P RE WA A — MG TR R T R = 4E ST
2017 48 WK B A 2R IE TP TTIRE SR ARG IR IR AR AR RS, AR 3 b 0 R R LA K
ANRPIRI S R BB EEOEE, HIoRHm  gYh il m RS R A ey AR, £
WK R TTIRE BRAGFEW TTIRE AE Tl A B T8 At 2 5 | e 2 I 1 5 i 1) o 22
LAY ER A FEVD T IR . ZEILVD T IR A R Ly JoD, AR W D 1 200 0 1 2 0] b B 45 PR3
UPTTIREEM, V0 1T QT 4 5 | B T 1 4 T v 2 ) (FBIEE LA RS ) T 32 i )t i T
g F BB, LR R B SIS R R RIS, Liu SRRV PR (pH 5.5) hE
PP 38 5 R R T2 2 B, WARRBSEM 2 h 5 R VD T T A W RO 1 6e 1 Fiz 3l hg
TR JURE I B it 7 A2 SLIR ATP 20 7 AR B AR 2SRRI 4R, AHOCHY N 7E S ML IE 75 i — 20
FAESMMG pH H NREE] 5.4 24, X FEmRIF  HR,
Ba oy A Vb 1) DGR 7™ A IR 3 M, R S5 i Vb T I WITIRE S ARZ WA 73 RZ5 (Two—compo-
P AN RE$2 5 X R R A I HR BT, AR S I R nent regulatory system,TCS), U1 PhoP/Q EnvZ/
M )i (Acid Tolerance Response,ATR), it A fig 2% OmpR .PmrA/B %, H PmrA/B 457 RS v
& 2E 2E YIS (Biofilm ) (9 IE WP, 25 PR i ol A& T BT N B B N 45 2 1 (Reaction: Regulatory

i 4 4 ) ™ B R protein, RR protein)PmrA , 5 8178 A IR 5515 5 1)
2 A R 2 48 (Histidine protein Kinase, HK)
BB # . 2022-03-19 PmrB 2[R 44 5 0 XL 5> JH 45 R G, % R SR

EETHE: AR IACLO ™ k7 AR A4 R A58 A BA 2 i3 PP TR S B S A T L R T T A 1
2R (SDAIT-09-09)s BV BEARIKR i s ot ) 452 75 X MR8 (OB o Freitas 450
RISV A (CARS=37): WFFE R N-+ —fe b im 22 R N BE (C12-HSL)
% H %*ﬂr‘iﬁﬁﬁﬁﬂiﬁgﬁlﬁ H (31801 BT pmrd B pmrB B2 FEER T W %051
609) ; B 5 1 S A R TE) [ B BB A8 A 7R L N e Hﬂ’ . o
£ 391 (2019YFE0103800) TCRE T R P . Hua S51OMF5E BT, BRI 50 2 35 1)

E—1EE: M, L, WLk FFH#  (Cronobacter sakazakii)PmrA/B 4145y R 455

BIEESE: A7 E-mail: zhlx@sdau.edu.cn SHe A RIS FE I | A0 R AE O AR A Y
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L EAEIN) ,pmrA FEIR A 2k 2 PmrA/B XUZH 43
T R G BERR AL R i PR A, SO 1Y
SR PR AL AN RO, A AIORT BB R T A T
[iZDANS

H AT T R ZEVD T IR s R 2 T
W2 Joik38 5 7 A= )75 S Tt BR AL, B HLO6H IR B B
FNLL BB 38 545 I B8 R 0 1 28 SUIR AP PE T, iz
JoIh 368 5 2 A 5 e A ) B L D K pmrA. FE DR R A
Z 5 B ARERE AR LRI R
BPAERE (WT) FURT A EE B pmrA J R SRR B
(ApmrA) I WFTE XS G 58 BRI 30 X Bl i FE Vb 1)
T AT T J8 A R A ) TS J B T B 52 00 53 BT pmirA
PR R I 38 B3 FE VD 1) IR R AR W RROE B A L
il o

1 MRE7RE
1.1 EHREIRFA

RO ITIRE  (Salmonella typhimurium
ATCC14028) HPA#k (WT) B pmrA HEDH K bR
(ApmrA), WARRN KGR B2 S TR R
PRI T AL = ARAE . ApmrA WA EE S WLEL R e
SRR T

LB W% (LB Broth), JB & 1 ¥k KX & B R
(Tryptic Soy Ager, TSA), dtathlifrd A A
FRA W SRR (o3 A all) | 1 24 4 Ak 2 1R AT R 2
Al 4 A YR 95% T R HEEEILIE AL 2 R A
PR ] PBS 2Pl (CCK-8 I &, Jbitdesik®
PHEABR A W) s BCA A a0 &, AL st B it
AEYRHE A A W] LIVE/DEAD Jekh, F8ER ¢
HRBHEA R AW
12 FENFESES

G154DWS K, L) B s /5 238 7% i
¥, #%[E Eppendorf 23 F] ;BioTek Epoch2 % i #5
1%, ZE[E Molecular Devices 23 Fl ;HF safe-MJQ1
RIZLANACK W, i ) BB 2 AR A PR A ]
LSM880 'L 2 £ g 5% , 5 [E Carl zeiss 23 F
96 FLM LA .24 FLILFLAR 4l 35 37 0L, 56 [ B T
YANSIS
1.3 Ak
131 HERNEAL RRMa Ab B A R AF T -80°C
) WT K ApmrA & 1% 1Y LA 42 Fh 355 fif 19 LB

iR 37 CREH IR 18 h i fk 2 k., HUIG 1k
JE B R T pH 7.2 B9 LB B335 CR A 4l)
K pH 5.4 /) LB 35555 (FH 3 mol/L R R 1A 7 pH
{8, BRI 10 4 ) v 37 CiE ¥ K5 9% 4 h, 10 000xg 4
CEO 10 min, KB LI, AR PBS YRk 4 2
W, TR R RO FE 29k 6 1g(CFU/mL) , 4 FHU2,
1.3.2 MWEERPE I E  F B 1301 5 5 3 X T b
HEAT A AL B ki pH {E 2 3k 5.4,5.0 F1 4.5
(3 mol/L 2R R A 15 ), MEHWEE LN 6 Ig
(CFU/mL), H 1 mL & WAEWZERN T 9mL pH 3
(R0 B R BR PR 85 ) Y LB (3 mol/L. HC1 #8745 ) |
37 CHRL 2 h, BURR L O h F1 2 h BRI ¥, 38 4 B
WA T TSA, BT 37 CHIR B IR B 3% 24 h J5 %t
TR PR AATER, G RN 2 h R
B (CFU/mL) 59 IR HEE 2 (%) .

133 AKWm&nmmeE BEhENm WD X
ApmrA W53 9 H2 Fl TR E LB & pH 5.4 (191
MR yi R b )37 CEG S, B 2 h RHC 1 mL
PRVRRE 35 YA B 5 IR A T TSA, & F 37 ClE
TR IR R SR 24 h J5 AT VAT, R A K
HHESTRN

1.3.4 AEYEERE SN E 8130 95 PR e
IR R 380 TR W R RS W 2 29 6 1g(CFU/mL) , Bt
200 wL #F0F 96 fLk , 25 1 LB R 1R S B M X
AN REARER 6 4L, T 25 ClHE 5 774 55
Fr 1~7 do SR PG5 i 58 e £ 30 % AR W 8 1
¥ 35 TR 47 1) 96 FLAR MBS TR A B | 57 58 W, JC A
A FRER K VAR 3 Wk, BR IR, IR T B AT
45 min ; f 200 wL 0.25% (J5 it 43 50) i 45 i 5 g
WA 96 FLAR , 54 4 30 min; 7Y, T4
FRER K BEMR 3 Wk, F T 45 min; K 200 L
95% £, BTN A 96 FLAR , B £2 30 min ; B b {30 2
0D57Onm {ﬁ[lzt]o

1.3.5 Vkshae s milE W 1.3 9 R RO
ODegoonn TH A 1.0+0.2, L 3 WL B W, 55 FP T 3K B IR
SR, R CE 20 min B VTS 4 W, 8 ST AR
BT 25 CHi% 24 h, WA WHRES 3 K, lifbs R
JO 5 A A, RO BE AR IC U7 10 /L R
J,5 ¢/ NaCl,2.5 o/L i %4 , 0.3% 40 R BrAE 4
1.3.6  FRmsiKELARERNE B 13179
B VR E 4 OD oo TH R 1.0+0.2, 0 52 B 30400 B3 e i
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ODgoonn TH (A o) 3 BU 2 mL 45 2N A 2 mL —
K IRERZE T 2 min, IR T EE 15 min, 54 L
HH, BUK AR I A OD oo 1 (A 1) 3 BUH TR A B4 T
W ,37 CRrE R IR 6 h, B INE ODggon, TH
(Ay) , BAWMRER 3K, RIEHKE(%)=(A-
ADIAX100, H B (%)=(A —A,)/Ax1001,

1.3.7 AW BRI PE M F IR 1.3.4 4507
BRI 4 d WAEWIE, FEfLINER TR, PBS
Ve 3 WBR Z i, B SLAA 10 pL CCK-8 1t
K& 100 WL PBS 22 vl ,37 ClELHE TR 4 h, SR
J&i FABEAR G 72 OD gsgn, TEI7,

1.3.8 MIAMREGY (EPS)RYME &8 1.3.4 105
Bl g R R 4 d AR, SRR SR, PBS ik 3
IR ISIF DA, FH A0 ) J0 4 A=y s O 8
F 1 mL PBS ZZWi, 17 1 mL &S AIIA 1 mol/
L. NaOH % 0.4 mL, 150 t/min 4 C7Z % 3 h, hn
A 0.85% NaCl ¥ 0.6 mL,6 000xg 4 CE.L> 20
min,0.45 wm 7K R UEME IR FIH W, 3 B s 2
W RS L BRA 22 W SR FH R I - R 1 A
N7 AR E ML FH AR AL 22 OD,, 1H ; M 51
A EIE R BCA & HE 5 & @ H bR
HEMZE  BEAR UM E ODsgon, fHIY,

1.3.9 BB R4 WA WA R T IR A4
PIRESE Y B 1.3.1 49 v R il 30 A R W 38 TRV
JE 3 v BN 1g (CFU/mL) , 35 R0 40 18 15 7% I
T 25 CHIRE AT 4 d, 75520, PBS niidk
3 BRI , E WX T 5 H LIVE/DEAD 4k}
X A= Wy IE R G e €5 30 min, A2 AYLRLE FH PBS
b A 2 7 N A~ W =) | B 9 WL S )
YR . LIVE/DEAD Je b6 (1% 40 il 72 WO'E T
LS B RER SYTO-9 Fl i 5841 g &2 BRAL (A 1)
Pl %4, BB ML, SYTO-9 4T A & Ik K
485 nm, AT 498 nm; PT BEEF I & DK
535 nm, & B 637 nm, i 20x# 55 & 63x
MW EE, i ZEN Blue Lite 2_3 #F 1K) z-
stacks & % 3D DIREFEAT — 45 52 BRIMG A # 20
1.3.10 Fdlgeitsrtr Al EE 3 W, I8 A
P>k H SAS (Version 9.0, SAS Institute, Cary,
NC, USA, 2006)# AR A B BETT 5115007,
{8 1 Origin 2018 4K {F2: 18], iR 30 45 5 - 2 +
PRfEIRF IR, 25 57 B EIKF P<0.05,

2 #ERERH
21 pmrA EES AR ERGEDVITREE
1< i 22 19 22 M

N T VM pmrA B PR SR B R A AR G PR R
ERAFW, X WT & ApmrA 7 pH5.4 #1 pH7.0
) LB i A K i e it AT g . WT A ApmrA 1Y
AR IEE 1 PR, e RS ERIAE TR,
5 WT AHLG, ApmrA 0925 K AR GBI B A WIBLIA 5 4
WT F1 ApmrA #£ pH 5.4 () LB 35 F# A= K i
B2 h AAEKEE W AR T pH 7.0 19 LB 5 57
B Bl A B 7 B ) ) S TR VR OB Wk T —
B, XELERFKW pmrA e B R AN 0 FR A5 98
WITIRE A KYERE . MUY, Mendoza—Mejia
SEPOR T 37 ARAN[R] () R PR S A R RS K AR
ANTAl pH(4.5,5.5,6.5 1 7.5) T £ K PEGE, i 52
¢ B S B KL D] 58 AR A 5 B A R R ) A R R0
AR 225, SARIR A5 R — 5.

10 -

9t

i< ‘4?_;3—:'*:‘.:%— = ;.‘:—i.:-z

- o= - WT Ki&ERE
- L= Apmrd A& RL
—e— WT RRifi N
—A— ApmrA FE N

lg(CFU-mL™)

TA V& B
Total number of colonies/

sz s w»
1 F 15 ]
Incubation time/h

1 EKHZ

Fig.1 Growth curves

2.2 pmrA EEER KT R ED TR E BN
A

2 WoR AN [E e pH AR 3N WT K ApmrA
(T 2 8 0 RS0, T R e R JE VD T T IR T
F14 T P i T B3 prA. 3 RIS FUAS 6] 38 pH
{ELZ 1] (14 28 B DT R BE 5% i i 25 (P < 0.05) .
% pH 5.4,5.0,4.5 MW B 5 WT K& ApmrA 1) i
FiR fE 1 10 3% & T X B4 (P < 0.05) , & B iR Wy 3a 4k
Bl AL VD I R A S SR , Tiward ZEP0E
BidEvH TR BT pH 5.5 BR¥FEE 1 3% 2 ODgoomn
HH 0.4, TR, 45 KR LR W0 8575 %W 1Y
FAE R R ERE, SAKR AR 2.
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80 -

WT ax
ApmrA §

ay

40 X

[ERtES

by

by %
20 -

dx ©x

Survival rates/%
3
N

72 54

A 4.5
AREE

5

iy 750N
pH &
T a—d: ARE/NG FRERR [E — AR A R B30 pH (E R 22 5
FH(P<0.05) ;x—y: AR FEFR R F — Wl pH E T WT F1 Apm-
A Z5RREP<0.05),
B2 AEBEMELSEI WT F1 ApmrA i ER 14 5 505

Fig.2 Effect of different acid stress treatments

on acid tolerance of WT and ApmrA

FE TR W0 kb B (pHS.4,5.0 A1 4.5) F pmrA %
PRl Bt Ak 114 i 12 BE ) KT WT(P < 0.05) , T 7E
KMo h — K225 ABE(P>0.05), XLss
SRFEHT | R0 b R AITLLE S R S5 PmrA/B 1 5[]
P FH 2 B3 98 V0 1T BB = A it 8 o N 1 T PR
£, MRWEF A HOE i PmrA/B 4350 70T K
W T R RE J1 . Perez S5 58 KB, pmrB REWE K
N IAEE R HY RS S5 T 2 pourd |, HE T 4 TP
TR TR A i FR BE T o A0 oA 2 Igh 2R

PR i 38 Ab BE S  ApmrA BT R BB J1 4T B 3
TXHRAH (P<0.05), X EHER T PmrA/B 443 5b
AL T AR O AP AL, L 20 R R R 4
pH HRAS RS L FAMER G U T 5 &
4% AR, RpoS(0°) Fur AN 431815 &
¢ PhoP/Q #B-5 X E A VDT T FCTR =4 ATR 45 562,

T X5 WT #l ApmrA #5472 38 40 3 (pH 5.4,
5.0 F1 4.5) ¥ 7= A% i R e A, H pH 5.4 A4
i 2 R A BR pH fE, PR $% pH 5.4 1 BE 5%
A= 0 B T I R AR A A5 A O R S i
2.3 pmrA EESREEBRHERGELITREE
) RE T B BE 71 B9 22 M

G5 i 58 Y (0 00 S 2B W IR BURE T 1 5 SR
P 1, FEHE B KR ) i b B 2 R] 58 L
YRR BT ZE VD 1] LG TR A6 JEE 1) O o5 7 0 5% i) J
E(P<0.05), A=Y BIE Wi 24 a5 5% B[] 19 42 4
M £ (P<0.05), KmMiafE ApmrA 149 IR
JE N i E AT WT, AR LA R ApmrA 1Y
AP RS WT JCH 22 5 (P> 0.05), X %
W] pmrA 2% FRR 3 360 347 5% ) BRU A5 €D 1T EG AT Y
EYIIY KA. ST, SR WT F1 ApmrA (194
YIRETE B AE 2 4 KRR 5 R i35 TR a4l
(P<0.05),1M%5 6 KM 7 KAL WT A9 BT 1%
W E ST ARMIBA (P<0.05), £ pmrA 2K
Bl SR 52 e PR A 30 0 A ) B ) B ROJE G . WT Al
ApmrA LR 0 J5 0 A P EAE SRS 4 R B3 = THl
3d(P<0.05), MiAME WAV AR 5 KR E &
THT 4 d(P<0.05), i 3K UIIR Wk 38 &b 21 A] G fin P
T AR AR AR AR IR 45 R A, 5 R
5 4 RIAEY I B 7EAS [ A0 BN ¥ R B
MRS, WESRRERKES 4 XL IR
HEAT FL A OCHE AR DI A2 . 45 SR g £k R dE ot
g5 SR YRS A Y R AN R A W (EPS) K AW
B PR TR AR 285 65, AT A7 k2 ) T Bl it i 2
R e 5 WT K ApmrA Y WL RE 71 0 22 5
Al BEJE EPS A= it LS A R D9 1 15 TR B2 B
M)

Rz 1 WT 1 ApmrA B4 ¥ BE T2 B B

Table 1 Biofilm formation ability of WT and ApmrA
. WT ApmrA
Hd Khia b it A e

1 0.15~+ 0.00 0.16"™+ 0.01 0.16" + 0.00 0.16"™ £ 0.01
2 0.22™ +0.03 0.19™+ 0.00 0.19 + 0.00 0.21%~+ 0.01
3 0.40™ + 0.04 0.42™ + 0.02 0.33 + 0.02 0.38™ + 0.02
4 0.42~+ 0.03 1.36" + 0.04 0.41+0.03 0.79™ + 0.08
5 1.20™ + 0.05 1.65> £ 0.05 1.08™ + 0.09 1.44™ £ 0.03
6 1.96™ + 0.04 2.61"™ £ 0.08 1.96*™ + 0.06 1.97*™ +0.11
7 2.14™ + 0.01 3.10™ + 0.09 2.10™ + 0.06 2.14™ + 0.06

T ra—e AN F/NG FRER IR R — B bR IR — M0 b BUAS [R] 355 37 1] 0] 22 53 35 (P < 0.05) sm—n: A RI/ING S RER IR R — & bk 7] — 35 37 0 il

AN TR 31 Ao #E W) 22 57 635 (P < 0.05) sx—y : A E/NG FhERIR [ — B 32 i) [ — e 4L 51 WT AL ApmrA 7] 25 5 535 (P < 0.05) .
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2.4 pmrA EE K IFERERGEDITKE S
BRAF R R0
24.1  pmrA FEPRER SR 8 B A5 FE VDT IR A
TKBhRE IR VD] IR Y32 Bl BE 77 3 28 i
EMEBILFEER, HAE 2R EEiz5)
ER SIS NES  NSp E R A D R R S 7
(7] B 7E 2 ) ) Jea 20 R e 2 o £ 53 54K 5 24 ) B
7SI P 3 R R W an Ak 3 BR AT FEVD 1) G AT
VKB HE SIS pmrA 5 R 2K R 36 Ak L 1)
(3 B AE R BR A5 FE V0 1T QTR UK B0 g T 5% ) d 25
(P<0.05), MRria Ab BRI 4L 5 T WT Fl ApmrA
VK BN EE J1 (P < 0.05), H i ig e J5 WT 99k 21
HEJT /2 ApmrA 1Y 2.80 1%, 3X 2% BITR W8 F pmrA
F B RE P AP T IR R UK BBE 7, X AT RE 2
pmrA F R B S A B R T T HHE 7 B2 R AIE,
T 5 980 ke AR R R 1 T 7 A G B P
FIb T TS A IE W T IR Uk s g 7
T T 5 M 2 R ) 9
2.4.2  pmrA FEPR BT ER W38 BRAGFEV TR
FMH KM K AR SZ0 A 02 B K
KBRS EY I S VIR G, WITIREA
PIEIE L5 1 BB (IR &G M), B 5 2R Wy sk
AR O I E TR, XA RS iR
F14) 3 THT I 7K PR A DG 3 T S 7K P 7 v 4 R B 5 )
R AR R AR 2 ) IR AR AN TR T
PR AE YRR B, 3% 2 IR 3 Ab BR AT pmrA
B PR e 20 o TR R e T K MR B SR M R, G
WO AR W ih  WT i 3% sk 3 8 % & T
ApmrA (P < 0.05), Balaure ZPOF5T R B pmrA ikt
K25 g 2 W iE AR h 5 OREEE G R S AC iR
2, DT 52 M TR R 1) 32 17 B 7K PR 5 AR 06 A —
B, MM pmrA 3 PG FIER 36 b B X R A5 € v
[T H R AE I L B2 m (P> 0.05), " BE & H
TROGEDITRE A SWREENEARD, S
FOL A R BTy T 25
2.5 pmrA EEREIFERERGEDITKREE
) BE AR A M R R

CCK-8 a5l iy 7K i 1k P i £ WST-8 i 4
2 e v % O T i A A TR, L i A
Ja i 55 R B R O, 3 A R ST R 45 R
i 9 ODason, T, 8RR H 45 P AR 28 20 B 104 4380 1%

JEns

St ac N A it
/ U A mmin
4}
g
<
R = 3k ad
3
<
B \
=3 é z be
P bd
= /
1 \
0
WT bk ApmrA
Strain

fEra-b: AFVNE FHRFIRFE — B WT Hl ApmrA Z 8] 22 57
3 (P <0.05) ;e—d: A /NG Tk 7R R — AR A 7] 15 1 30
Qb2 7] 22 53 3 (P < 0.05).

3 EEMBAEIT WT 1 ApmrA ik 3h gt /1B %0
Fig.3 The influence of acid stress treatment on the

migrate ability of WT and ApmrA

R2 BEELEI WT F1 ApmrA R HK i
MEREMNZ N
Table 2 The influence of acid stress treatment on the

surface hydrophobicity and self-aggregation of WT

and ApmrA
AR 4 Joi8 4k 28 WT ApmrA
FOB FAR AWria 2275195 15.47°+0.52
BMbiE 2237°+£2.04 13.320+1.78
B R K it 7.09+048  10.43 = 1.37
B34 9.35+047  9.59+0.27

e ra-b  ANRVNE PR IR WT R Apmrd 2 [8] 22 5 .35 (P < 0.05) .

PER & 4 R R 0 Ab BEXT WT J2 ApmrA A5
TEPERSZ 25 LI pmrAd F5 B B 36 Ab
P[] %) 22 BAR T BR A7 FE VD 1 TG TR AR P RS 1
PESZ I 35 (P < 0.05) . ARZRWE AL BT ApmrA
BTG S WT SR —20, WM s WT AR
TG E ST Apmrd (P < 0.05), 8 ApmrA Y
1.81 %, Bao &l it XTT AR A, 5 pmrd
FER B AR AR L, B A PR v 2 i B T AT 2 i
YA BAEYBE it B s, X R
pmrA 3K 2 5 B 50 B ik AT e A P BEE B
AR, SAGR IR A5 R — 2 QS M e 45 R R W
i Jolh 38 F1 pmrA 3 DS RE % D3 [R] 42 = BRG FE VD TT IR
TR W B P 40 L ) a0
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. / U wsr i owf b ﬁﬁ%m
§ 0.8 g np /
g ‘ _E 60 ay
E ol
M= o6l ay % @ 50 7
2 P = 073 < 2 /y
= \ 5 30 ] ax
8 = X
£ ozf % 20 \ I
= § 10 ~ \
¥ \
0.0 Moo
wT itk Apmrd WT 14028 Apmr4
Strain Iﬁﬂ(
W ra=b: AN[F/NG FREFRIR A — 5 RS 1] B30 b 3 8) 22 5 Sstrain
H(P<0.05);x-y: /NG 51525 [ — Wit 4b 38 WT Al ()
ApmrA 3] 22 5 i 2% (P < 0.05). ;E *r ax N At
B4 BB AIEXT WT F1 ApmrA 4 ¥ 58 1 7% i 1 % o /// L
Fig.4 Effect of acid stress treatment on metabolic E o
=60 ay
activity of biofilm of WT and ApmrA g2 0 >
RN E /y
S e = £ wf
2.6 pmrA EEBRKSEBERGEDTREE 2% | i
YIERS S HEFIE B S Bl \\\ I
B 4156 5 9 (EPS ) 2 ph MLAN S8 L1 86 1% ! \
Wy ot L [ Ky BB — = A ST AR S5, SR AE YRR g0 WT ApmrA
B LB 4, e S R 1 e ol

e K (adrA ) TG B E (csgA A esgD) 4 A%, BE
2 1 20 18] AH B AR R R e T A, &S L 6
G300 R R 38 J5 15 R A 4 R[] TR PR AR 0 6
ShZBE L AME RS R, SRIEE WT A
ApmrA BIMIGN R S A B ETHE  (P<005),
M ApmrA TE A [7] 5% 5% i) 6] PN H: i Ah 2 05 i
T B ENT WT(P<0.05), KRZEMIMEK WT
I ApmrA (ML ZRERIE (& 2 TR B2 5 (P>
0.05) . HH BT R W30 AL BN pmrA PR BR A%
FEVD 1T IR B AR W IR A1 3R 5 W 198 AT — 7 (2 3t
YERT, X5 UG 2E V0 1) TG 1Y B AR RS 1 S AR
FEEAR IS PR 25 R — B, DU R 38 A B X B A5 €
UOT) EQRR A W S i b 3R 5 0 8 e R A — T T )
FIE A2 200 B X BB A5 S AR O e 1, 2 A DG
PRI AR 3R 00 ) 5) — 5 T ] g J& pmrA JE PREON, B B
BRI GRS S B b e AR s G, e T
AW RAR G AR PRI ik, HOAH SC 1 ML A R F
5%, WAk, M ARG Wt 2 — Rl 25 | g 08 4
SRYD 1T IR XA AR R 4K hT, IR e kR
IS ER) 90 s 2885 BT S A= 0 B ) R 1781

(b)
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The Effect of pmrA on Biofilm Formation Ability of Acid Stressed Salmonella typhimurium

Yang Kehui, Luo Xin, Zhu Lixian"
(College of Food Science and Engineering, Shandong Agricultural University, Taian 271018, Shandong)

Dong Pengcheng, Liu Yunge, Zhang Yimin, Mao Yanwei, Liang Rongrong,

Abstract In order to explore the role of pmrA gene in acid tolerance resistance and biofilm formation of Salmonella ty-
phimurium (S. typhimurium) induced after acid stress. Measuring the growth curve, acid tolerance response, and biofilm
formation ability of the wild—type (WT) strain of S. typhimurium and pmrA deletion mutant strain (ApmrA) to prelimi-
narily confirm whether acid stress and the lack of pmrA affect the biofilm formation ability of S. typhimurium. Further
determined the strain characteristics of WT and ApmrA such as swimming ability, surface hydrophobic ability and self-
aggregation. At the same time, metabolic activity, extracellular polymeric substance (EPS) content and biofilm microstruc-
ture of the biofilm formation also should be analyzed to explore the mechanism of pmrA deletion on the biofilm formation
ability of acid stressed S. typhimurium. The result: After acid stress, the acid tolerance of ApmrA was 53.92 % of WT.
On the 4th day of biofilm culture, the biofilm formation of ApmrA was only 54.68% of WT. The swimming ability and
hydrophobicity of ApmrA were 35.20% and 59.10% of WT, respectively. After acid stress, the biofilm metabolic activity
and the extracellular polymeric substances content of ApmrA were increased to a certain extent compared with those
which had not experienced, however, they were dramatically lower than those of the WT strain (P<0.05). In the mean-
time, the three—dimensional structure of the biofilm of the ApmrA was still relatively scattered and the number of living
cells in the membrane were prominently less than the WT strain (P<0.05). Conclusion: pmrA gene was closely associat-
ed with S. Typhimurium, especially in acid tolerance response and biofilm formation.
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