E AR I E ¥ 4% 2012 4 2 A % 33 %% 33 Int J Lab Med,February 2012, Vol. 33,No. 3 e 333

[8] Obata K, Katsura H, Miyoshi K, et al. Toll-like receptor 3 con-
tributes to spinal glial activation and tactile allodynia after nerve
injury[J7. ] Neurochem,2008,105(6) : 2249-2259.

[9] Olson JK. Immune response by microglia in the spinal cord[]].
Ann N 'Y Acad Sci,2010,1198.271-278.

[10] Colton CA. Heterogeneity of microglial activation in the innate
immune response in the brain[ J]. ] Neuroimmune Pharmacol,
2009,4(8):399-418.

[11] Cao L, Palmer CD, Malon JT, et al. Critical role of microglial
CD40 in the maintenance of mechanical hypersensitivity in a mu-
rine model of neuropathic pain[J]. Eur J Immunol, 2009, 39
3562-3569.

[12] Vallejo R, Tilley DM, Vogel L,et al. The role of glia and the im-
mune system in the development and maintenance of neuropathic
pain[ J]. Pain Pract,2010,10(16) ;:167-184.

[13] Kawasaki Y., Zhang L, Cheng JK, et al. Cytokine mechanisms of
central sensitization: distinct and overlapping role of interleukin-
1beta,interleukin-6,and tumor necrosis factor-alpha in regulating
synaptic and neuronal activity in the superficial spinal cord[J]. ]
Neurosci»2008,28(33) :5189-5194.

[14] Nakagawa T,Kaneko S. Spinal astrocytes as therapeutic targets
for pathological pain[J]. ] Pharmacol Sci,2010,114(2) ;347-353.

[15] Carpentier PA,Duncan DS, Miller SD. Glial toll-like receptor sig-
naling in central nervous system infection and autoimmunity[ J].
Brain Behav Immun,2008,22(1) :140-147.

[16] Gao YJ.Ji RR. Chemokines, neuronal-glial interactions, and cen-
tral processing of neuropathic pain[J]. Pharmacol Ther,2010,126
(1):56-68.

[17] Charo IF,Ransohoff RM. The many roles of chemokines and che-
mokine receptors in inflammation[ J]. N Engl J Med, 2006, 354
(4):610-621.

[18] Miller RJ, Rostene W, Apartis E, et al. Chemokine action in the
nervous system[ J]. ] Neurosci,2008,28(23):11792-11795.

[19] Zhang J.De Koninck Y. Spatial and temporal relationship between
monocyte chemoattractant protein-1 expression and spinal glial
activation following peripheral nerve injury[J]. ] Neurochem,
2006,97(5):772-783.

[20] Thacker MA,Clark AK,Bishop T,et al. CCL2 is a key mediator

of microglia activation in neuropathic pain states[ ]J]. Eur J Pain,

2009,13(2) :263-272.

[21] Abbadie C,Bhangoo S,De Koninck Y,et al. Chemokines and pain
mechanisms[ J]. Brain Res Rev,2009,60(1):125-134.

[227] Dansereau MA,Gosselin RD,Pohl M, et al. Spinal CCL2 pronoci-
ceptive action is no longer effective in CCR2 receptor antagonist-
treated rats[ J]. J Neurochem,2008,106(4):757-769.

[23] Zhang J.Shi XQ, Echeverry S,et al. Expression of CCR2 in both
resident and bone marrow-derived microglia plays a critical role in
neuropathic pain[J]. ] Neurosci,2007,27(25):12396-12406.

[24] Gao YJ.Zhang L,Samad OA,et al. JNK-induced MCP-1 produc-
tion in spinal cord astrocytes contributes to central sensitization
and neuropathic pain[J]. ] Neurosci,2009,29(1B) :4096-4108.

[25] Zhuang ZY,Kawasaki Y, Tan PH,et al. Role of the CX3CR1/p38
MAPK pathway in spinal microglia for the development of neuro-
pathic pain following nerve injury-induced cleavage of fractalkine
[J]. Brain Behav Immun,2007,21(5) :642-651.

[26] Clark AK, Yip PK,Grist J,et al. Inhibition of spinal microglial ca-
thepsin S for the reversal of neuropathic pain[]]. Proc Natl Acad
Sci USA,2007,104(17):10655-10660.

[27] Moalem G,Xu K, Yu L. T lymphocytes play a role in neuropathic
pain following peripheral nerve injury in rats[ J]. Neuroscience,
2004,129(5) . 767-777.

[28] Hu P,Bembrick AL,Keay KA, et al. Immune cell involvement in
dorsal root ganglia and spinal cord after chronic constriction or
transection of the rat sciatic nerve[ J]. Brain Behav Immun,2007,
21(4) :599-616.

[29] Cao L,DeLeo JA. CNS-infiltrating CD4" T lymphocytes contrib-
ute to murine spinal nerve transection-induced neuropathic pain
[1]. Eur ] Immunol,2008,38(3) : 448-458.

[30] Verma-Gandhu M, Bercik P, Motomura Y, et al. CD4" T-cell
modulation of visceral nociception in mice[ J]. Gastroenterology,
2006,130(12):1721-1728.

[31] Kleinschnitz C, Hofstetter HH, Meuth SG,et al. T cell infiltration
after chronic constriction injury of mouse sciatic nerve is associat-
ed with interleukin-17 expression[J]. Exp Neurol,2006,200(4) ;
480-485.

Wi H 3 :2011-10-09)

EFFRATERAEEA RN LR E0NHEARERE

AT i AMTE KT

oz EREETRLERRBALIZH T8

KR FRAE R, REBEXRAE
DOI: 10. 3969/j. issn. 1673-4130. 2012. 03. 035

AL ZF M AT 5§ (Bacillus cereus, B. cereus) & — fif 35 2% fH 4
AR, ZA6 THEY M LSRG . EE2—-ME
PRPESOR T W 5E E Y 8 1Y B, cereus Sy MKk B IR 15
RIS R TE I FEE N SR B b . K B, cereus 1Y
TR T7 B B ARk A BURMEAR AR K . R A B 55 =05
(PCR) & —#l DNA 34 £ R, BAEFERIAR DNAEY . | F
HE 1 AT # DNA R 45 B 0, &30 2 A8 Pk PRI 4 )R
N7 R E IR B B AR DNA gl ol 45 3] K 9715 . 2004 48, B

X ERARIRAS : A

533200)

X ERS:1673-4130(2012)03-0333-03

cereus AL F AN ¥ T 4 58 8. I 76 H 36 A5 )5 51 d i
E T berl ~18 45 18 N A A DNA & & H B B4 B. cereus
IR B AL R BT 43 3 A1 A AU berl ~ 3, kB A
M A~116 g BT 8 (34 95 DL, o Gt 0 0 2 i) fg 3R fR <y X a3
DX 119 i PR 2 B 5 L 2 LA T % O B e A MR R B R
Fy AR s B 4 7E berd~6 K3 HARSFHEAN T AAM CHZ
] 5 C 2H I3 A5 75 ber7~ 18 Jy g BE AR T B[R X 3. ARL4E B. cere-
us SR R R B R B O B T AE 2R IR AR A et B . AT



e 334 E AR I E ¥ 427 2012 48 2 A % 33 %% 38 Int J Lab Med,February 2012, Vol. 33,No. 3

1T PCR KLl . 3K B. cereus ) PCR Rl £ A #F JRA/E T
TR
w

=W

# PCR

HH PCR 2 —F Rk ) B 96 7 1) DNA & 5= B3 72,
DNA B 5 AR P 51 B 45 & Bl aE 807 5 L 78 #48
& DNA RBE AT 251 W 5] 308 4 19 DNA B 5E fip 58
BN, WM PCR & E W& fF 4 3 H iy )7 7 7 B, i ix —
FEHN BT 1St AH R 519 51 90 8 T 5 2% R o R S M vl 1Y
AL, Kim %0 P B it 2 % B. cereus [ CER 5t A 15
5|9, 3+ F B. cereus 1y H Al £ [ EM1,RE234,CES, Ces3R,
CESR2 ZAE %t b, 8 ST 4 8 PCR, %F 160 £k B. cereus, H #1 40
R Ry 7 e vk B 2870 ) B 0 AT AR 45 SR CER 519 e 8 R & 5
(97. 5% H gL M 4 B M4 Bk 100% A1 96. 7%,
Martinez-Blanch £ F] 23S 1 16S rRNA W 3% 2 [a] X 3k 4 19
FR A BT 1 xS ED 1387V 5'-GCC TTG TAC ACW
CCG CCC-3'#1 118R:5'-GTT NCC CCA TTC RGA-3' i 17 %
B PCR, 3 3t 22 Fh 7 1 [A] B K B cereus #E4T X H 43 BT )R
K. 23S 1 16S rRNA W 35 2 [a] X 45 1) 5 (5 BE 95 %5 51 B. cere-
us I REN AN . H L PCR 97314 J5 75 A08E Jie B Uk 28 5 » Il
B [ I 7 AR 5 52 05 Y v R PR
2 RulEREKESESMEPCR

PR ) 4 - B BE 2 75 #-PCR(PCR-RFLP) | 46 3 i PCR
P38 DNA 7 B, F35% £ 38 24 % B ) 1 4% B8 9 DD I LV f PCR
PR UK AT A5 B R T 0 F UK L DT A B S AN TR
FAE HAY . Jensen 257 5% JH] PCR-RFLP 3 A % 52 i #f 2
MUAT BHE AATLL gyrB AR 8RB AT 1 . 9738 7 9 o 362
bp F Bt X} 12 # B. cereus. 25 ¥R 2 4 2F AT 14 . 25 #k R
ZETUAT DA RN 2 R AR JE ZE R FF T EAT 973 L BEJS T Sau3 Al T4k
FEW 2 LT T A5 B 45 R B R 2E B R BN 98 = 4 2E OAT
PTC W XA FF R A FoAb pe AR ER R 0 ok . B TRk )R
T EX AT AL BT B AR R R A R BRI £ .
3 BNy EEME-PCR

BEHLY 1 £ 25 #E-PCR(RAPD-PCR) £ AR, &2 11 2 [H Bl 2
% Wiliams #1 Welsh T 1990 4 435I B 52 42 i 149, FRAL 251
Y PCR. 248 78 X B AU P — T8 T 0 14 % 50 T 5 38 2o B 201
e 1A e 514 . 78 PCR B 1R & . o e 7 AN ™
W AR T A 519 5 B DNA 3% £ 0% 51 3 o 45 i i 52 1k .
Lee Z 3% B 10 MR AL (5'-GTG ATC GCA G-3)1ER B9,
Gty VT L T SRR B E I FR VK 43 BT E T R 1Y B cere-
us B AP 1 AMESMER 0,91 kb KA. %O EEBUR 18
VSRR AT RLAS W B AL D 19 B cereus B 4R L 1H
0.91 kb (XA B 5 0. 88 kb ¥4l B0 25 7 4T 1 X 4 K 5 i
T AT LA 8 UK R A0 SaU R B BE IR 1 B A S B bR AL
A BT 5 H A [ & Ak X . 5 % 8 PCR A b, RAPD-
PCR i fE 517 A B4 ) AT SRRt DI B K 2 36
P 43 AT 0 T A% PR A - 0 s R 1 ) 4 L R AT I L Southern EJ)
0 M 4 F 242 %8 . RAPD-PCR % T #2 )5 4k Bl J — & Bl Al
SlYe] A8 B K a0 4 AR, OF A5 B T AN R g BT
I3 6
4 £=PCR

£ PCR(multiplex-PCR, M-PCR) J& 7 [i] — PCR J% ¥ {&
FEN E 2 XL BG4, Re 3 @ 2 AR R B PCR
L S R B 5 AR AR AR L #2 5 AL PCROHIE] . 1 T
B. cereus H 2 Ff AS [F] 45 o 09 6 R, HOERXF 1 A3k R 4R B —

PCR. A5 i} s i #6. Park %51 H] B. cereus B gyrB il groEL
SEEAE LW ARIE , B3 £ & PCR., I 46 TR [F]Fh 25 19 £ /R
WM. G54 groEL 8% ¥y b, JIT A 19 B. cereus 50 bk 175
) 400 bp iy DNA Jr B, gyrB B E 135 475 bp, i Wk A
29 A HABBOR A ) DNA B A AR Ry . 25
PCR g — 48 11 1] 88 DR A RO T 15

5 ZHRAXEE PCR

S %% 96 5 it PCR(real-time PCR) J&—ffi7E PCR JZ B {4
Z PN ASE LA L 3l i X PCR 438 52 B 4 — A 16 55 77 )
PEICAF 5 B S A ARG ) DA T S B X AR A B AR R A B e MY )
Br o HoAb 2 D B0 4 95 AT S R AR BEAT B Fh O AR 7 B A
WY AN IAE S . & H TR B. cereus WY EA
WiFh 5 06 Yo B 128 G AR £, Wehrle 250 SR 9 06 4
(SYBR GreenD 1E h %¢ 6 3 Hl . LR 15 (nheA \hbID  cytK1) I
WX ik Cees) B 2R 35 (R 4 40 56 (R 151 4 N7 22 1 90 B 26 8
H PCRLIZIT I I ARt BR &2 101 CFU/ g, ARATTXF 337 #4
W AT R I 8 AL PCR. B0 8 K 40 i 35 1 32Xt ik, &5 21
AROCHE RAF . TER) A 520 A R B (] I of A [ g #8 4 B 7y
P RERTT LA I B. cereus. £ AG Il 5 SLHF PCR 45 &
P = N 3 E I N QR 117 N T L 3 (S N N T 3
Ferndandez-No %2:112) F| B. cereus i 16S rRNA ¥ 3t K i% it 5|
Yy, K H TaqMan 2GR &1, @30 T & 46 (1 W 2 B. cereus J7
o MBMIMET 2 bRl 4, — 4 /9 DNA M B. cereus 15 57
Wy i) 7 SEAR T R 5 PRI, O) — AR T B W 7 O e R R
RIS 2 S bRl R~ (H 53508 0.996 9 Fi1 0. 995 8,
e PEJE AR 2 1. 65 X 10" ~ 1. 65X 10° CFU/mL., fth fi] X} % J5
AT B B AR S 0 . SISOt E & PCR
BT DA P B0 B0 B T H 5 F A PCR AR L, B TR 58
S DR A R P T PCR V5 3¢ Ju] 81, B A 45 52k
CENIE R IR oY= L
6 % &

B. cereus ¥ 70 J5 B AY ARG 7 1 . B AT DA% G235 5%
Fik R EGENK 48 ) EmE M TR E =, 20 e
90 AR B 4r F AW 2F 19 R R DL K& PCR F AR i W 39, Al 45
B. cereus R4S I ZEH0/N I Y 5L RE 7€ 1. PCR A I 5 22 45 S
e A SR AL I L 51 B vh R 2 R 2 B0 T IR TS B AR B A K
B 2% B WS AT 2 A6 TR L X A B A R A R A R R YRR S
I AR AR I R ARE IR R 2 R e R A R R S B Y, AT R AT
PCR PR#AGN . {HH T PCR J5 ki3 2 — & {0 #RAE B H.
e BRTIE AN BETESL 2Tz 0 o B o 0 3 i
A 452 A 19 AS T 56 35, PCR 45 Jj1] 02 SE I 380 = PCR ¥ &y
T M TR

S ik

[1] Kim JB,Jeong HR,Park YB,et al. Food poisoning associated with
emetic-type of Bacillus cereus in Korea[ ] ]. Foodborne Pathog
Dis,2010,7(5) :555-563.

[2] Chaves JQ,Pires ES, Vivoni AM. Genetic diversity, antimicrobial
resistance and toxigenic profiles of Bacillus cereus isolated from
food in Brazil over three decades[ J]. Int J Food Microbiol, 2011,
147(1) . 12-16.

[3] Choi KB, Lim HS, Lee K, et al. Epidemiological investigation for
outbreak of food poisoning caused by Bacillus cereus among the
workers at a local company in 2010 [J]. ] Prev Med Public
Health,2011,44(2) :65-73.



frfede B 4075 2012 48 2 A % 33 %% 3 #1 Int ] Lab Med,February 2012, Vol. 33,No. 3

+ 335 -

[4] Kristoffersen SM, Tourasse NJ. Interspersed DNA repeats berl-
berl8 of Bacillus cereus group bacteria form three distinct groups
with different evolutionary and functional patterns[ J]. Mol Biol
Evol,2011,28(2):963-983.

[5] Kim JB,Kim JM,Park YB,et al. Evaluation of various PCR assays
for the detection of emetic toxin producing Bacillus cereus[J]. ]
Microbiol Biotechnol,2010,20(7):1107-1113.

[6] Martinez-Blanch JF,Sanchez G,Garay E,et al. Evaluation of phe-
notypic and PCR-based approaches for routine analysis of Bacillus
cereus group foodborne isolates[ J]. Antonie Van Leeuwenhoek.,
2011,99(3) :697-709.

[7] Jensen GB, Fisker N, Sparsg T,et al. The possibility of discrimi-
nating within the Bacillus cereus group using gyrB sequencing and
PCR-RFLP[]]. Int J Food Microbiol,2005,104(1) :113-120.

[8] Lee J,Kwon GH,Park JY,et al. A RAPD-PCR method for the

rapid detection of Bacillus cereus [ J]. J Microbiol Biotechnol,

.z . .

2011,21(3) :274-276.

[9] Park SH,Kim HJ,Kim JH.et al. Simultaneous detection and iden-
tification of Bacillus cereus group bacteria using multiplex PCR
[17.] Microbiol Biotechnol,2007,17(7) :1177-1182.

L10] A8, 54748, SCHF 95 PCR A I 22 141 04 A ¢ o e LT 1. 11 By Ay 35
P2 e . 2010,31(9) ; 964-966.

[11] Wehrle E,Didier A, Moravek M, et al. Detection of Bacillus cereus
with enteropathogenic potential by multiplex real-time PCR based
on SYBR Green I[J]. Mol Cell Probes,2010,24(3):124-130.

[12] Fernandez-No IC, Guarddon M. Detection and quantification of
spoilage and pathogenic Bacillus cereus, Bacillus subtilis and Ba-
cillus licheniformis by real-time PCR[]J]. Food Microbiol, 2011,
28(3):605-610.

e i B #A7:2011-10-09)

ARMEAERIBIEH A ENTARER

X A BRLERE TR
(ZWERRFWE L ZER/ ML EERER P, A58 230001)

KPR MEH.mA L wHAE; S
DOI:10. 3969/j. issn. 1673-4130. 2012. 03. 036

0 D P B E R (BV) 2 30 B e B WL 0% 2 —  TE (g R 1
7 BV %k 18. 990 FE AL T2 58 B 40 b 4 1) 2B
Fohhy 43,306 ki i T E R L S R R R R R M A
PEFLAKE R 30 36. 700 fEAT IR IR O 1200 ~22%
W ABAG R 1020 ~50 % ol BRAER™  EEARFE LR E
LW, ASCSBE NS S SRt BY 19 525512 8 7 2
N TR — 20k
1 # &

BV & it T B0 Y il A 2574 2 94 DL B i 2L R AT T U2
BRI 2R 5 A 22 94 TR R DR 4 TR 4 2 O T BB R R I R E
HE . LART W w44 o JE RF 5 vk B O 48 R 9 e M B
(Gardnerella vaginits) . 1955 4547 BF 58 # M Ak 45 5 1 B 38 &
S8 0 B IE 43 W ) Hh A S B I AT TR A A S A Y
T - R R O 9 A B 3B g I AT B M B G R (corynebacterium
vaginitis) , 1980 4EHF 57 ¥ i id DNA-DNA Zx 223l 56 . vt B WL
5% B S VA IS A= A 3 BT UE S 00 TR SR — ik ST BT T R L 9T 4 o B
I IR 94 # (Gardnerella vaginalis, GV) , 35FR 1% 5 104 40
PERIE A . BT GV IFA R S B0 0 e — 5 I i 8 A H
b DR 4 0 SRR S A AE L U G 1 R PE R B R B, 4
WY AR D T e A TE . BRI L TR 1984 4 Y i
R om0 b e A 44 O Al v P BT IE e 7. TE B A T R
L RAW SHARMILEIS 5 1, M 7E BV B FPE P H I
B ik 100 = 1 3] 1000 ¢ 1, @t xt BV G835 04 B 45 W 4y
TH IR &8, BV B a0 B B R E O 2 IR F P E
TR R Y 2 R b IR TR R L BRI T LT b S R T
J& Bl R T L BT R A s AR HL O, R ELTF AR S
BV #3600, 203 0l Lh 1R VF 2 08 7= BH R RE R 7 R AR
ARG BB R AR A LR T E S AR

XEkFRIRAD : A

XERHS:1673-4130(2012)03-0335-03

A, GV BN HIV 7 BB E W40 i R 46, T ik 2 40 i
H Rk HIV (5 S, 540, BV B3 b 58 g
SO B AR R . Rk, BV RS DU X 4 A gl
RGP LW R B R B B R
2 BV KIS E R

Amsel L RE G2 BV 9 &RfEN X B MEMRS T
S 4 ity 3 Wi, W2y BV, HP A 4 W (DR
X BT 9908 43 W ) 5 (20 pH>4. 55 (3) JHg i 3o B 1 5 (4) 72 ]
T I ) B G HE R R AR (clue cel) , RAAME BV B9 4
fiE#E B A% , Thomason 260 T 52 28 2% 41 i J2&: 2350 12 Wi BV 11
SRR AR HLAUBUE (SND 2l 98, 2% 4 S ¢ (SP) g 94. 3% . B
PEWRE (PVP)89. 9%, BFIMETHURE (PVND99. 0% . Amsel %
R HGZ A NHEE RS BV BR LM HEEZN,
M R, B 2 I L 7 bl A R BT EBUIR .
3 BV XRiSH
3.1 AR AR ik
3011 MR EREE (AR RE L MR ER Wt B R P
IR 40T n XK % T IR T (Prevotella bivia) FUEFF B 45 5 A= L %
il 5 1 5 B 7 AR AR B, R DA R 6 B 1 094 o 4 B 26
T EL 38 400 3 Tg A i1 S i S o P o o i JeAth 2 5 R 7. %3k
B RS 0 i B L N T e TR VS 0 O DA L 5 IR ) R
JG R BUE A TR R 2 W BV, H SN 1 SP 43 il ik 3] 95. 6%
F196. 3%, BH I T I (S (PVP) A BH P B (PVND 43 31
95.6 %1 96. 4261, L L BRAER M P, AR S TR, ARH
TR AR B4 U AR SR KRR = T BV
112 Wi 7K SF- FHRL 28 2 — Bh B A 1 B 32 W 3k L 3 e AR ) R
o R ZAb 2 vk R B 25 2 58 S 2060 1) A2 Ak ok ) I 445 51
T 22 85 B =R & i PR 45 SR B 460, 5) 5 8O — 28 i P A





