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Research progress on the molecular mechanisms of heat stress in
foodborne pathogens

XIE Xie', HAN Bing-Hua', DU Xin-Ying?, QIU Shao-Fu'?, XIANG Ying”"

(1. School of Public Health, Zhengzhou University, Zhengzhou 450001, China;
2. Center for Disease Control and Prevention of Chinese PLA, Beijing 100071, China)

ABSTRACT: Heat stress is a major environmental factor influencing the survival and pathogenicity of foodborne
pathogens during food processing and storage. To survive adverse temperature conditions, these bacteria can generate
heat stress responses through multi-level regulatory mechanisms, thereby maintaining cellular homeostasis and
enhancing environmental adaptability. In recent years, with the deepening of related research, the molecular
mechanisms gradually reveale of foodborne pathogens responding to heat stress. This review summarized the major
heat stress response strategies of foodborne pathogens, with emphasis on cell envelope remodeling, gene expression
regulation, protein homeostasis, antioxidant defense and metabolic adaptation. It also discussed the regulatory
mechanisms underlying these responses. This review provides a theoretical basis for understanding thermal
adaptation in foodborne pathogens and for developing strategies to improve food safety control.
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0 51 &

BRI B AT 5] A Ak O 36 T A 25 Y I
JE AR, E R T5 G B s T SO GR Y IR L C E SE
LR, MR E LS S AR . IR A
NGeit, EEREEY 6 (N EEIRMER, Hrhanpatns
JE K S FOE R R (https://www.who.int/news-room/
fact-sheets/detail/food-safety), 2022 4 H [ Bt £ I 59
o R FAF B BN, A EBOR N B A
ot Horh, YOI ECTA AR A 3 o s,
HLIREEIE I S U AL E AR 55 e T .

A Ry 5 W B A AT Ol R A A 0 SR B R R AR
TER SR 8 s i B b E g R T R B0 T G
BRI, 24 T R A IR S A, A Sl
Z— R RR A I 3 P Bk T S S04 i
BE AT . A . DNA L RNA 55 248 00, LA
FAZRATE 1 F AN2 5 i A S5 06 5 R g A R4
HB A R SO A AT I e FR T ) R AR T i i 32
PR AT SR 07 . PR A G M, 8 28 BB AR I BFE IR
AbHRJE AR TE N MR, SR T AR A, RO
AR BE T A TS YRR L R, RS e
BOR RS RSP, SFoEEE L ek R Ba
FERAE L

B R M B0 AR S B A M AR, HOUR B N RE T Y
RO e TAE B AR & R g, i &5k — &
B R4 TR I, A03E 3 R MK 522 (A (heat shock
proteins, HSPs)[ ik | $T4A L R G 3TE LA A RS
TS, AR SHRHMANE ST B4R RNA
FNFMAE (AR Ak, 330 AR (b, M2 [7) 4 FH 200 79 0 380 7
RO, X b o 2R Gk R 40 AR, R EOR T
XY B AR A A B AL 5 RS T Tz e, AR RS
PR SCHREE R, XTBA 5¢ T B IR B0R e a8 T R
ML R B IE BR T T IR 5 081, BRI RS
AR A8 R B HURIAESE, DA iE— 2040 7R (i
O BT P B A FHLE . TR R BT R A e A R
WE LIRS

1 RET: AIEHSFHEBESSEME
RrtEEELE

L1 2RISR RIS

TE B S AR, B IR B0 T 2 2 B W]
R AE AT, FCrb A 22 R AL R — P SR T
SRS, TEED RN LA 2R 2 F T A RE LSS R BT
S22 W B FE U0 1] T B4 Tl SR R A i 3 2R R A MR A
42 CCTIHANM AR RN, SR 2R, PRI

PRAE 80 °ClifA T 4HMI T 404 Ak, HAMMAR B M, Wik
RARS B B IH 2T ARHES, X v] ReJE—Fhii /20
i B EE . B AACH ) A A AL, T
A L2 AR AL IS 1 A T2 VR 140 i 0 S ol PR T a2
SZRH, T AR AR A e R B AR LT, B
SR, R R,

20 TR I 53 L e R e AR A 22 P U Z
(filamentous temperature-sensitive protein Z, FtsZ), ‘& HELE
LIS 53 A7 m 20 258 1 Z PR FF 4R 5 T Ui i HA AR DR i — A
KA S 52 i o412, R, S FsZ #0915 % 2hfig
8¢ Z PR O 2 R B B L . Z SREE
A H O Y RE 7 A2 25 0 AR 2 2 Min RS (MinC . MinD
F1 MinE £ ) MIZE#% ] 2£ (nucleoid occlusion, NO) &R G5
HIUSL M MinC F12 4% 4] € [H 1~ (synthetic lethal with a
defective min system, SImA)fYZRIEL A, S FtsZ
REHTI 2 B, 51 KAM52450, IR 22
RICETESFFHENT B geAh, FsZ MR A BEis 232 3140
i 43244 ) 2 11 (SOS-induced cell division inhibitor SulA,
SulA)WEZM, 440 & 7E PR BRI A 2544 T 772k DNA Hi 4 ik
& SOS W&, B [ SulA 133k, SulA Al ik #4854
AW FisZ BRI IRA T,

A 1 22 R AL 55 A LR R R O A R R Y
AR E S IR D] 20 B 0 S0 9T 2 (cell eycle response
regulator, CtrA)RYJE I IRTE A2 G 4561, T CtrA BYTEPE
) 4% 37 1 Ui ST g 41 0 R % ¥ (dual-function  histidine
kinase CckA, CckA)HI™ 28584517, CekA 38 1 Hus b 5wk
FRERE M sh A V), SCEIXT CtrA BRS BRI $E M
2RV Ko W 25 VAT IR A% 1 R 8 TEMNEIRZS T : CekA H
WiBR b )5, % h 9% R %% B2 25 [ (phosphotransfer protein,
ChpT), Kl Ik 56 4% B8 25 W0 1> °F Jiie e B2 i 55 F—CrA
CpdR. CtrA HY#MR k. (phosphorylated CtrA, CtrA~P)GEWS A
B B = 85 B2 IR 1 (adenosine triphosphate, ATP){KHHi 1Y
AAA+TE AR 5 ¥ (ClpXP protease complex, ClpXP)/~ 5
H) CtrA 2 /K@, AR TG CtrA 7E4HH
NIFREAFTE; TEBRIRERIRAT : CekA ML i CtrA~P
HIEBER . Fl, FEREHER I, CckA SH8iE T
BN, LBERILIY) CpdR 2@ s2mn 2R i ClpXP
AR R T i 7 A S L B, T kR A% Cr Al 35
CtrA BITEPE ST T, 206 R e R e R 3 2 (A0 G 1
WIJCH 5 3l DNA i, 5 S HI00k 58 i il fsint 3 3t i
JARRERR A BHT, 5285 ] B RIN AR TCTE EH 43 24 ¢
2P, TERZZIRATES(E 1),

1.2 4HREARAE FR4A I BN ASIEE

2T JE 2 200 T U R i) 7 A B BRI ) 5 — 3 IR
LA LR 25 R 25 P P T 1 e A A AT A8 R A R R A
FH o TR AR Sy 4t B B 00 DB i 2 —, Y TR B T e
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200 TR ) RS ST T S BN, R 200 TR o Y R
ViR A RIS L8], 2 25 TR B3 2l M ke 3 1 Ui B AR Ak o
AL 5 1 60 A0 i 1 R (saturated  fatty acid, SFA)LL,
A IR N BERG VTR (cyclopropane fatty acid, CFA), LA
g W AN A G I B2 (unsaturated fatty acid, UFA)F) 4L A
AR 720 R R T A2

G1-Sil PR B

Gl%

cka P04 CekA
T TR VK

|
ChpT
CtrA
CpdR-P % CpdR
|
ClpXP

S

CtrA-P
| GHENS
STl Lt
CUrAZE (1 IR LA

VE: 0 S A B CeA 3R A 8 K2 R CekA FY IR it/ R 16
REBIUIHSTBKBIY . 2 CekA VENEARET, CokA HIUHERR £: 141
Ji, 5 2 A R ER A ol Chp T K B IR AL A& 2% CteA FIIG Bl
JH75 F (response regulator CpdR, CpdR), CpdR A REER 1k BH 11 H: firt
% CtrA BIEE FKAR, MIMZERF CtrA BUTEPE; 24 CckA 1 W B R R
i, Bk CtrA il CpdR I LBERRIL . 7E G1 i, CtrA HiiafL,
HIAKIFFE o 16 G1-S i JERT BL, CtrA BEEBERRALFIRESAR, MM
iy R Ry Y=
B 1 BB AR CckA JAHE CtrA TEMIR
Fig.l Schematic diagram of dual function histidine kinase CckA
regulating CtrA activity

SFA H MR LM%, R THls T R 5%
HERR, Jf 2ok 1 58 43 IR A AR A Ty AR BB B Pk, i
YRR A B B S B R PO s — Y R RO T TR
Wi fRA L R i (fally acid biosynthesis, FAS-IT)X s K & K
YRR I Sh 2545 . 76 FAS-IT 4 FIERE 2R A 2R M (acyl
carrier protein, ACP)ZBEAEALH, B-Hi R EE-ACP &1 1
(B-ketoacyl-ACP synthase I, FabB)Fil - JE8E-ACP & i 11
(B-ketoacyl-ACP synthase 11, FabF)n] i i i B AR fL 1) 22 5+
P A R R4 42 FE R AN R IR BE R, FabF fi
AL A FINE iR (unsaturated fatty acid, UFA), JLHA M F
5= -9% P R (cis-vaccenic acid, C18:1)AJ4 /%, {H FabF X #
RS R, SRR T 23 T s (R g S R i 1 Ak AL 0
PRI 2 20 AT AR IR e (I K B R e M
7 [ FabB 7137, {HH T FabB £ UFA HUECREAR, i
Kk UFA M RZH0, BRI SFA HHITHE. i@
#, UFA Y5 SFA Z Lt AT/ A PEAG B sk 1 G R bR . LA
BABFEVP I ATCC 14028 Shfl, BlA A KA T,

UFA/SFA 1y A5 St 25 AR, 2 B A0 1w 1 o s
[y N I [ e I 2 A AR

YN B LE R AN AR BEE , EaLIE T CFA Ay
YIA EE [ Bl I . i BB CFA A Ak, A S-
IR - L-#5 % B2 (S-adenosyl-L-methionine, SAM)$Z{IL {3 FH
FEAEASEM IR UFA 20005 B, DT 7E iR 105 %
Hi A — AR R T B SR 40 TN A 2224 N IE CFA
e i # A B L, W 9E ON BYER I B B AR K i AT
AW 1.7 FIBRAE B bR KA AT B MG 1655 # £ T ofa FER R
FEAR(A cfa). BRITTRLL 5353 o, WP A U TR AR A 2E A
T 5 ) R B0 AE W% 25 19 UFA-CFA S50 3008, i3 R ik
243 TR R P X AR o A RS BG E— 2R W, AE 60 °C
AbFR 30 min 57 57 °CALFE 15 min 5, A cfa SR RIAETR L
TP A BIEAR T 1.1 log0CFU/mL F1 0.9 log;CFU/mL,
XFPAAEPE AR 71 cClm#A- AR f i 1525
FRRASRIENE, M5 T CFA 7ERR T 40 18 52 PR $BE F1 b iy
SRR,

B TG U R 443 B R R A, A0 TR A 3 e e R
o UFA (IR e AR 15 AR 2 . S S S R A B
NIMES TG cis-UFA 354k has i 5 R SFA (1)
LRE trans-UFA; X FPEE Ak 8 25 B2 Th 1 IR 04 28 30 15 RN AL
SRIRIAE I [R5 AR T EX AR IR 1 B 2 FE KT
ATCC 43889 i #4 BRI Ak r 3 b £ o ol Al 16 R B Rl A
AHASIRLE, BEARBESE sh ik, 3 & T IR IR & AH 1 5
W IR TRAR A P FRG 7E, e e R P38 450 T RO A0 i 25
) 5 B A A T A 26

2 OFHLH]: EE R R EHLH

YHBR TE A AR AW AR b B kb TR 2
AP0 R B, 3L R A B P IR AR T AT RE L
AR FEERFEATNE T A (A 2)o 2 BB I8 R 2 ML 1R F 3
IR TEFE [ (heat shock genes, HSGs)3 ik NG & R4E, Pk
] HSPs AR M ka4 R aE M7, 7 B3, ANpK
& DNA R 752 R I3 B RNA RE T g8
I 55 22 SRR AR B S TR A B, B R T R aE B
BBV . MEGR LG AHOCIE R 2R3k . X FIokS iEHE & H B
KB A2 HSPs P RLE1E, XSl 4T3l X AR
EAMBE . EWHIT SRR T AR 20 i A AL
e UL DR RS IR 5 R A B = AR ) e 4
PR30 R 2 T R FE T AR .

21 BRERET A SHOMKEERREE AN
2,11 Ak A B 6 E B AL S FOR A

PR o A DG DR R L g i 2 L A A O oo, 7
A DB R A B IR HOCHE A A AERE T o TER B IS
R, 2 DA R AR A SR T L HSGs 3R 3k .
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i SHLSPS BePR ko T
H H/32 O.E/24
3 i : N./‘.-—‘m( HSP60 (U, N )
Eéﬁ%"“' FE®En ) HSGs|  FeRBLENT
2,8 i Skl @@= HSP70 | gommmm|(HrcA . HspR. CtsR)
! 1) s
: uspoo | VI | RNAJE \,’ _______ Y
i 1 s !
. i HSP100 DN A B IR %, L fbE R :
: fE | ATPHbN
— : —_— N A3 FLig 1
~ ROs | I EROS . E%Migg"
o " e OxyRESE €— SoxRSES L2
i | (Ozi S Hzoz)l

1 1% M4 (reactive oxygen species, ROS); /N7 2K [ (small heat shock protein, sHSP); #4%( BH 25T A Hi ik (superoxide radical, O,-+); it
‘b & (hydrogen peroxide, H,0,); 4 AL 0 5% 5 7 (OxyR transcriptional regulator, OxyR); #8 %Ak ¥ 0 & IR R 45 (SoxRS
two-component regulatory system, SoxRS).
2 B PE B AL

Fig.2 Mechanism diagram of bacterial heat stress response

H A2 A S 4 RSB 2 ()i o
F5 ()6 FHIE 5 (3) RNA # 1 (4) DNA L O
RSP o TV R IE i St oo E, Hk R EE
it sigma N o° 5 o™ I sigma [HF o 5 o JAHE A
NFFEE, B RNA RA IS 6& AR A5
KR F, XL F30E TR RE . HRA Y
AL RO R A R RIS, AN XSS 8 25 AR AR
AR, DL %E FPHIE N T4 HrcA. HspR. CtsR %, &
IR T 552 ) DNA U T P54, Ml HSGs 1
Bl o IR A, X 26 RH 8 R A R AL
5 DNA 385, fBREe 4, MmifE 3 HSGs KR ERE
LARDG B B RNA ELEETOL T HSGs 19 5°-AE B IX
(5’-untranslated region, 5’-UTR) i1 8 2544 52 A8 AL AR
B MR, H R AR IARLS G 575
(shine-dalgarno, SD), FH IF#ZMHALZE G TR Tt B 45 44 fi
W€, FEEEBIRR AN, R mRNA FFIIEECRPT, DNA
FF MG B SR PR, ATVE R TR YRS RN AR
TR e 7 I AR, AE XA IR AT, R T R
R Ja 2hFl 1 ER DNA #9548 k2% F ALY RNA R4 T
SEAOR, IR SRS T UL DR s i 1282233

T DNA FHHNEFG I TEEAL, A A P 1o kB U5 5 4
BET 3R 52 A R
2,12 #ARLE G 65 FARAB B W 4

HSPs J&—2ii b = EARSFRATHHE, e TERSEH
TR AN B R RGBS, RIS TR E A RS
RS R HSPs BRI 4% sHSP, HSP70 .
HSP60 #E[1, HSP90 [ F1 HSP100 FE [14F, ‘EAi i@ —&R 5
ITFAR A S EIME, AR B R 2 A S AS BB

sHSP R 5 — i N o4, ZE S0 38 ) 1 e il i 5
Fik, DL ATP AEKH0r 28 A SERA, i sk AL
PEMAVEE R, I SEEEASA R ENE S, I
TMRHLE T AV SRR, Wl T 4 N 1 B I B . X
FivbIL i SHSP FERG ORI TE 2 o0 PRI, Afa sk As ik
E L% HSP70. HSP60, HSP100 Z5HE1 742 Pk F b 31
PP g BT AR R AVDT TRE H, — MRl
“Tif #4375 (locus of heat resistance, LHR)FJHEKIZH 5 4mfi T
YIREiR KT ARG, HAZOA 50 EPiFr sHSP (sHSP20
1 sHSPGI) L) K —Fh B ClpK. WFFEER, 1 sHSP20 5
ClpK 11 P [E] Z2% BV AT fe A A PR BRI ( Pseudomonas) Al 58 %
WP I Cronobacter) FTHFAMESE R 100 £ 40K 1),

1 HSGs HIBEHHI
Table 1 Regulatory mechanisms of HSGs

PR AT e IE T PAFEIED 275 30k
IR a* groESL . dnaK-dnaJ [27,33]
1E [ R KIGH o groESL . dnaK-dnaJ. grpE. ibpA %5 [26,41]
i B 2 A A ® gspA. csbA. katE % [27]
PRI LG A A SR T HrcA groESL. dnaK % [26]
) P SRR R HspR dnak . groEL [28]
& AR A IR CtsR clpP . clpC . clpB . hrcA-dnaK | groESL [28]
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HSP60 J& T—2& ATP KM T8, AEdfftre
hORYER ZFMER, GBS . MG S E SN
YRR, EEAZAY R, HSP6O Tk smarwtsy, HLU
GroEL/GroES & & WA AAAAEIIE AT %, PhilEE
HRAEMTE . fERBFFET, GroEL SR 3 -4
Fa 3 T AR ARG F4 (9 IO 25 A 0 . 2 B LA 25 fy Bl iy v
JE1) 445 g 33 R 7 T BR300 A0 R T 45 M9 3 . GroES LR
(GroES co-chaperonin single ring, GroES)JlJJ&—/FLFR, 4
75 F 3 GroEL #li 1 —ufs, TEMARIRE Gk, EAXS
RAEEA T, IR e ATP KRR FRENYTE, [RIES IR
B trans O] E5GAERIRIEY) o cis SHY ATP /KBS ik & trans
Y Bl R T (adenosine diphosphate, ADP)H1 GroES f# 5,
BHURYIEM . SR trans BEWHIEL, XIFR cis ZEK
BIRERE . GroEL/GroES & &AM Rl /G 2 0 IEfi &
A%, HEKMEREAW P, XBEA S50 FHHMAE
GUHHEAER, (HIFAEFEE ER Sy, XTAERFAAE N 2 1 PR
BEXEE,

HSP70 2 — Xt £ Fl a8 S50 1 B 08 i A% 0o TR 422
B, HIaem RO T ATP KRIEPR, 15 HSP40
BRI A HSP40 1 iR B 45 A R R I B K A B,
IR J5 A4 FL3s 5L 45 HSPT70, [RIINHECHE HSP70 /Y ATP % 1 .
ATP /K f#f2ff HSP70 BisEicdy, BELIEHRAE®, BS, 7684
2 2¢ # [K T~ (nucleotide exchange factor, NEF)AJ BT,
ADP i ATP #4ft, HSP70 FERURH), (AP TRITE.
X—EA M ZRIEAT, LT &5 RTS8 O
il HSP70 # 5 HSP60 R UME, HSP70 157 FI45 & Al
FRE B ERE AR AR A, IRl L 45 HSP6O ik
TR ZRNTE

HSP90 & — /i & — (b RS M, Bk
SIS — KR EN . ZRESEBZ O EE,
MAEZ AE B 8 TS . HSPOO 3 % 78 8 1 P & 1% 5 1A
BB A, TER TR C L in i FHRRWE K
PR, RS TS AR AR R X ek P R R A,
fdr L RE A R B o R A HEAE S, R Y= YRR . HSPYO
F 9 1 32 B K 55 [ 1 (heat shock factor, HSF)FIHVA e 5%
SEICF (heat shock transcription element, HSE)JR¥ 5 fKs
wyel, R e R L . S BHE S BRI B, LIRS
Hop. p23 S0 TFAHBRISEE, BR—NERNEZE
IR T el A R, 5 & B Hsp9o [A] 16 26
HtpG 5 Hsp70 45 (DnaK-Dnal) I H M. LK H# A
MR SEEG R B, AhtpG 2275 T B3 2% fift AdnaKdnaJ (AKJ)
RARM A K BLEG, #2785 HSPOO 7E 4% E 4 1 T £ ik
HSP70~HSP40 JIRYI R, — & 768 1150t it i b AT
AN H R,

HSP100 ZKHRLIA FEAE N EAMRBEHEAER. &
IR ATP KM R R E, Esh AR A RRER

R IR R 2 R, ORI BT 9 HSP70 S HHH R 4E
HHITEAPRE . KIGFFETH ClpB & R K i
RARER, o F R AL SIS R S B eEEY, &
55 HSP70 A RLHWHB R GG T LR S 2 M EE,
AR R R A R 1T, S A MR A ) S R
LEE SEUOV% B, A 4 15 2P B 26 K OF 32 R B B 4R A5 19
AAAHREEF ClpG/ClpGGI JGf; HSP70 Bl nJ B 1M 51 A
RPGFEFEAREM, ITTEXS 5808 W5 e b 7 3
PR A 2 BT R TR T 52 5 PR Y T o

HSPs ZEM5 N 51 4wl LR, 3ok B2 DM Y ATP AR
PEECARRB AL, IR R TR AR | B A IR &
A ERRTE . AR RE O RE, H R MR
PEERENEN, EREME T ANZER . SEes R
ML P B AR AS AR R AN AR AR R B AR AR S
TREAERE . R, AN A HRHT R A (UK T 52— HSP 2
g, SR T4 W2 EE A A A DR IE), TR B v 255 1) I 384 975
YL, A O RS Y AFR B AL S At (R 2).
22 HEMBIER THE KR HIRGIESEHLE

TERIE AT, M ACHTE S 2R, PP B 715
396 R, T R 1) L TN A M R 1 43 4R (O,) iR TR
B Oy7s; Oy en] LI 4b o H,0,, Jfiff— 4% A
H1 2 (hydroxyl radical, *OH)% R 41| AT AR 1) ROS 3
ROS SFH R, 11 EM ROS & LZHI#Ud; DNA, HA
JEAAG S, I AR A BT W, KT R R A
JHTR 2K ROS, HKCY Bl L A ) &5 13 i
WIMHTE AL AR e T AR . BRI AT 25 PR ROS R
FIFEE i A T A, B AL N E R TE A R B
BRI 45 b BT L R GRS R BRI £
A2 ROS KAEFGI P LB LA 45 3 B
Wi SN 7. OxyR Fl SoxRS EEHIFT iE shit W AW
ROS ;- PEB B R ik

OxyR J&—/INMEZ B A0 B Hh s BE CR AT % s
FEIEHE AT, OxyR AL FHEE MR S 40 M A H,0,
AKF-FH i, OxyR e 2 RR vk I 2 i S8 AL TE 13+ N
i, AL OxyR M EAMAE, eIt &
FNPUAAAIE RS 3 DR E P41, TR0 i AL R
Wt ok AL I A I R L S A Tl 5 R R Rk B,
HETTIE BRANML N A9 H,O, Al ROS W48 kbt 72K
JBHF R, OxyR k2 5 AR BRAE H0 80T X 4L Ab 401 49 B
JE, UIESE T AR R R e S A R

SoxRS F G2 4 I 51 B 1 SR AL A 5 I 24 A s TR
2%, H1 SoxR i?%?‘(SOXR transcriptional regulator,
SoxR)Fl SoxS % 5% KT (SoxS transcriptional activator, SoxS)
PRI S DR -2 B, 6B 008 A S P o o, 7 I 8 Jlhal
SoxR J&T MerR ZKJ&, A [2Fe-2SI18kMifk, T4 A L
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Table 2 Functions and stress roles of major HSPs in foodborne pathogenic bacteria
ATP N e A A H— 5%
ﬁ%gfﬁ( Wﬁﬁ'& fg’ﬁ:}:ﬁ %;‘/H\}{J\ na g Sk
Jriks RIGFFEALE 52 °CA3 HIHAKEF 30 min
R AR AR IR S d; RIS EL AR F AR AR L AibpAB (AAB).
sHSP 1 RAENTRE, HIFLMH  ibpd i RIKMRAE 42 °CTFAERE 2 h JF 1 FREY = [36-40]
B RG2S | Pt
45 0R: R RRIGE B K
B FRR KGR oK e WE
T R E e #ﬁii%;giﬁﬁg fg HSPs 1%
] Bosl, RN N DRI %
HSP60 (GroEL/GroES) b= r [i] ﬁ;xl&%ﬂt SR g ol R SO 2 [41-43]
e (i 2 KT
Fik: BUR L B HEAFBE 4 53 °C, 15 min &b
HSP70 S5 A IKEERYT R S R HUSRIN L XT XF (56~62 °C) s il S A5 R
(DnaK/Dnal/GrpE b= &a, SR AR (SGF, pH 3.0) M 3214 7 [44-46]
R5E) fi s 5 i GE Ry AR BT S, il iR
SR R R AR Y T BRI
Jrik: KGR bR A5 K AdnaKdna
I TR S R A 1 (AKJ). AhtpG (AG)FI AdnaKdnaJAht;jG
HSP90 (HtpG R “gPUEAD, RIS (AKJGYEE 30, 37, 39 CHAT Ik % 47-48
(H6) * e S hipG RS K S [4745)
T K, HSPOO 113k 5 B2 (1) HSP70~HSP40
JEE Wy ) e
e R4 T oCkE
Ip Z5 a 143 R IR I » 30, 1. -
HSP100 (Clp #%t) = H%%Etli;f FRE LE: AERE W SRR, T 7 [40,49-50]

RAGER

TRIRIIERAAAEPY AT, SoxR HY[2Fe-2S]
AL, S SoxS BIFRIK, BOEHY SoxS i —FiE S
& sodA TENMZAPUAMIER P FRE, b sodd HiEH
Mn-SOD 2R O, oCHEE, nliEIEALh H,0, 1 0,0
T Hy0, MJ& OxyR ARG EZLGEH S, IS SoxRS 5
OxyR RGZIAIRIHRIN AT, Sk Ff R G0 B9 BRI R
T, Wik TAAREEE A EL . AR IR
Hi XA ] ROS 4345 e i 4 Sk i 81

23 pEERHERERBERMNENTELE

PbraE 51 kB IR B0 A i Re AR R A R R
EAFFAERRE . BE PGS SRR RN, 51—
D7 T, v R I A S S A R T b O R Y SR 4
8T ATP RS, Pk, 5 S A g T

“THET R MBERRASEN, JEFRP IR E SN
HAL BT AR A rh IR ) TS 4%

PRI RIS APER T3 FE RN XS ATP it
SEAN R IR] 2 o 1 = AR RE R AR A O A B,
PAGRAEAT BRIG BB GE . WFSE R BAE 37~42 °CHIET, Rl
IR B2 T 8 i 7 1% 3% 4% (electron transport chain,
ETC) 820 43114 Jik 5 22 35 110 T e A1 (R B 2 ) A R ) o
BeAh, MBS @R E & Ml SR, HEE

¥ B 25 W W R i 7% I & 4t (phosphotransferase system,
PTS) K A1FE S K7 MalT 552 it %0 41 61 3 B it 75 285
1B i 2 e Y - N s L R AR i1 M = i | E S S
T YRS P T RO A A AR B FENT IR BRI, 40
DRSO B A A A B, DA TRAN B R BE IR AR R
o VIIRE S FIRARIRR p- A b CHEGRL, =R
AR (tricarboxylic acid cycle, TCA cycle)iF&i ik £ Mkil
i A (acetyl coenzyme A, acetyl-CoA), iX—1Uif 2 #AgH)
A ORI A S LB B T REAS B, AR E
ity ATPL,

FSETR A A 35 IO 1 2 R 2 O T R 1 g — S
L, TN AR T W S AR R SR L P 2R
PR SR F SR A AT TR I el s TR 3 1) EE AL 2 —
SEHEE WoR, SN S ER AR T N IR R R R A 3
ATERTF A R A R 0 e AT ThrA 28745k
(Gly474Asp FlI Cys554Tyr), HAEHMi = Fed &5 MRE 1 5
AN IAE RS T A AR BRSSO TE AR A
X E KA FF IR A9 52 R IR, 24k 2 BEM2 [(branched chain
amino acid, BCAAs)= &R . WA Fw &8RN E S
Heia FE R 55 e i A 2 (R W) 25 0% - BCAAS 1 N4
SANEESE R A A S A D RE i b 75 Z LR, AANAT LAE
HEBRMES HEILE N, dEREN B AT, A
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8T BCAAs ¥ia RYEE H AL Fead iikik b,
1L 4 1B KA FE I 26 K g o, AR B T =
G192 R AR SR T M R T A R R B8R P T
WrRER TR, I e St 1316 5 K A0 MO A 185 3 (a7 Wy o
-8

3 IMEENMER TRIRENIESE

FRBE R 7 0 20 RT3 0L 3 o i R B R4 S R A,
e | R . mBEREEERE, AR
X Z2 R0 R BT 30 M5, KR B MR R 58 SR
A& SCARAF AL G A P AE 22 74 B85 v 41 o A6 A7 o M 1Y) G
AW, W KRR S SRR, RIS SRR B
A4 07— IR W BBE K- a8 5, % 25 R 28 70 H 5
JE s B SO I 18 R B B SR I 24 FURAE L
PRAr i 2 A P AE 3 1 — R 28 T (i aa I, XA TR
Je bt (iR A2 P th i 22 i B4
3.1 RERNETRYRIE R IG5E

V. BB R 5 T A0 A AT 37 1 e 5R 0 B AL,
& IR IR 5 SR (43 1oy Pk N o RS TIE S, O 200 T i
TR T W v T AR A A KR W B IR S, T R
FEHAEBCE R T A RO fln: xR R
T RBRUE F FF B HEAT 50 CCRIBIL IR, &1 60 °C
AR ERCPE T R B SR A HPT Y, YT TR BRIAE 45 °CTF
{2 3 min BYTIALER, BPATAO%ERENT 70 cCRErAY T 32
P AR 43 F SR E AR T A v 8 A b
WRRIE; W BN WBBAL BEA T 4 KA
HSP70 7= A f s E], WA 3 B e i B T A7 6100, i
A, W EBE IS T B3 e i 0 I o B
AIREA 5 RS SR, XA RE T U0 1T R R 2 HGE N i
Sk AT [a] Bt %o HoAth 38 Can SR AL BB L 3835 )P AR SR BT, Y
8 HRBE 8 N 7 A #

3.2 HMIMREENERBRRERIESE

SRS AR P BGRB8 T AN B AS [R) L 38 3 s 2
[ £ PYPE SGHR o A TR AE 1 A2 LA A it (AR« R 58 i3
JE) e, Ho # P 38 N 24 RE ) A A 2 AR B AR T
HABERBECK Z W fiff 5 28] WIIRAE pH=5.5 IR PER
Berp AR R B RIHAT TR BGEE 58 CHUh LS it i
m T AER RS pH=7.0 A KA AE I AR, SRR &
pH=5.5 Fl pH=6.2 X H @M 5 M E R, HAbitEdt—2
M pH=7.0 AbFEL, WESE T RRINAC U IEAF1E U R 3G 3L
BN o BUAL, T8 paE 2 S A A ke e TR A A
W B, (EREFRFA AR IR &L, YT
BT Z Pt b 2 A Ak . HEIGX AR ELG oT BEUH N T8
L I ik K A LA 22 W Il i R A T 1 2R B IR
RO H R, AT I — 38 U B B4y AL, &

SR 56 ¥ B DR B0 B A AR L 45 L BT A I 3RS
MBERE IR HARZ —

4 ZERIF

FiE A SRR AN ARk, B Y O 2k A 4 25
B ML, RS | R o
TR IR . Bl R GBS S A A A (9 3 g 1 7
HELET A o XL R L () Rk AR W RE S HEB A R
P, PR P T — AR A A P TS R R
REEHLH R ASEHT, TR AR G2 e hRoR
BEE T HA

S I W5 O 0 2 D A A DL R AT AT, (HAS
BT 22 [0 B[] 1 RS [ 5 308 B 22 ] 14958 S i) i oS )
Wl ek, B TR0 6 7E S 38 AT RE ST LT 1Y
{HANA] £% 7 (viable but non-culturable, VBNC)RZ, 4bFi%
RS ER T BTRERN, F—EERLETESE
JhHE IR LB, OB TE RS . BT, ¢ T A B N
i A VBNC RS I LERHZARAS I AR, DA
BINE RN A FHLE AR . AR AR AS R AL
15 R e — PRI AR AR, T 55 1 B SC AT S 28 W 5 2 42
T BoAe FLAL B R 2 PR RN B Y R A A, AT 448 il B
SRR UE B A R B AR N 4, S — QP SR T R
PR O B AR YR 5 40 T I A5
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