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Abstract: Coxiella burnetii is an important zoonotic obligate intracellular pathogen, which can cause wide-spread infections
in domestic animals and human Q fever (unknown febrile illness) possibly accompanied by pneumonia, endocarditis, hepatitis.
and osteomyelitis, etc. The recent Q fever outbreak in Netherlands raises the alert of Q fever outbreak in other areas. Basic re-
search on Q fever has progressed dramatically owing to the recently developed axenic culture and genetic manipulation of C.
burnetii. This paper reviewed our current understanding of the interactions between C. burnetii and host cells in the aspects of
immune modulation by LPS, formation and development of Coxiella-containing vacuole, and possibly mechanisms of type IV
secretion effectors.
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DL EC AT 58 7 44 (Coziella burnetii , fii 5 i Cb) ole, A Fr CCV) N ZHH . A — A5 K AR 1 1 AH
B QR R, I AR AL G B RERRY kR R R A COR [ B 25 R 2 FRATT R AR A /N D
Q Mo s KN . Co J@d vy AETE A A . 5 4 s S [CfA& (small cell variant, /)y 20 i 725 5 fd— 8 185 %
GORREY  HR T IRUAR RGN E T, 7155 W RSP B D F1 K DG AA (large cell variant,
Co WA B A sg AR Al se ik s . Co 72 A 4 AR e A ——— 3 3 R A P B OB Co
RFT oA BREE WA EFAREETES  wg R ye Ll 750 401 . 58 i 32 V-1 (AR B 46 B0 75
B BN T E S ARERIGEAI R O im0 A R SR R . Ch
MR HF 5 HRES S NI QRIS MR E R g 45 Ao S22 95 S0 R4 2 BRI 22 1 0 I
P P R R 2SR S IO PR R CO PTRE ek Co SORTHLIR BB T 22 4 o o RV A 2
FEERE R RN 22 57, L
Cbh TE Hr 5k i 4% . (Coxiella-containing vacu- 2 [ AT ELY Robert A, Heinzen i
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EAARAR AT A wonom Cb B BRI AL T 37 T B, Co ik H eIy ik
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K EOR MUELAF 52 A 35T 3 R Ch B 36 5 0 1)
S A o) 6K 2 0 948 v R TR O VA R I . AR SR
LR T Co B I F— IR Z W (LPS) By Dy hE . 7
KB AL B U B 4y s R G5 1 B0 LB, LU Co
(53 F BOR P A HE— 25 1 T AR,

1 EsRENRKAZTHENEES HEFREP
MR

1956 4F Stoker 457 YR IE T 76 3G i 5% 1% X 4
Ji rp o AR AR Co 2 B A AR S —HO W
J17 T ARAS Sk LR A8 3 R T AR . Co THI S 1T
HATRI Y 22 5 — A o i T LPS M4l 5 454 &
T AR, A Cb AE 3 R 21 5% & i K B 22
T LR, 5 E A R AR,
Coh (/) AH A8 5 5 J 9 A48 S5 7 OC, J& ANl b 9, 1 n
LPS & i A 56 3 B I B 28 A8 2 7= 48 10 A,
LPS (5 T AHAMNEL S/ 75 % , 2 25 2 () Fo 9288 Tt A
PP . FE A T B2 R, LPS Bk &
Coh () — B 7 A, 2298777 Sk it 1 = e 7 T &
EE L IEE .
1.1 DRH TR 20 2 S 1E = ez kb R
LB O P S T Co 22 g IR 3R 51 #E =
(PRP) . fff Co ik BB HMHM ., 14 LPS 5 Cb )
Ha 28 6 3 %A G, HoHE 35 PRP A4 DA 3 SR 9 1E
3T : 1D SEEE ) O B Ji ] BH 1k #MA& - C3b 19
VLR, 1A Cb 7E it 3% o 5 A P 2 45 1 B
F1852) T A LPS 7] 4 2% TLR2 (4 B AR, 5 11 A
LPS i T k= O Hil Al T3 Co #¢ TLR2 #51, Jf
VAT B AN L R R TL-12 A TNF; 3) B 22 4R 41 i
(4 i PN A 22 Al 2R B 2 0L T 1A Co AN &5 %
JEAR AR 2 4R 4l Jf 1 B 24 A7 5 7= 2R AR OK OF 1Y
IL-12 A1 TNFY, 3600 1A LPS b5 17 Co T
It BRI A 2K
1.2 DA s ik iy 28 8 A &2 TLR4 W 454t
U N EERIEMAL RIRIS R E 1A LPS R
Pkt B LPS (N 8 2 I K T 20 1 000 F511, 2%
g AEEENFEREEN EZILA, Co LPS MK
NEREIES Co 2508 A B 4 DL A X, %
5 ¥ 7 HL B 20 TR G BB B b R B TLR4 5@ B . Co
ZKHE A FFE & TLR4A 3557 . Honstettre 45
INA TLR4 1 Ch JRYL I 2 5 2200k WL 3h & (Y &
HEL T AH B B W AR 5E SN i — A0 R BT T AH A
ITHHE TLRA 55632255 O yusia X, 5
SEOY M D K BT R B Y 5 A ML 2 % AT TLRA
AR g E s, IR R, Co LPS 5 TLR4 Y

FHEAE A A REESE .
1.3 TE/NEE W4 LPS B Ik T Cb [ 75 Wi
B ezt NEURE R Co s Al 1 AH AT
YL BOE /N X5 A ZE Q A IR EIE 3P R
., FEEME TR I AHENE B -2 b
N A U H A A 1 25 S AHAE /DN BUE I
A M b A T AR AT DAAT A AR T T R AR S R R
B e, Barry 2504 % 30 11 AH AT L 8TS
/NEUE R AN Y p38a- MAPK il # i1 & 11 A Co
(R N A 13 36 28 Tl A B 43 A s T T AR Co AT 3 i
LPS Z 51~ 3 Ty fig B 1k 3L P9 5 0 5 9 B 44 19 il
Gl TLR4. % 8 p38«MAPK i #%. BH 1k
Vpsd1 (a8 R & R KL GWNH ) 5N E
W45 . Barry 488 KAE/N BB 348 T LPS 1y
Gy FEORHLE] PR F /N BB AL A 5E Q #A
ST BT INAT 40 M o BT A 6 S G 45
1.4 LPS 555 A B EE OR3P AR W 5 7 40 ¢
LPS 2 3= 22 1 4 i BE 21 43, (0 1 G Cb J5
JE 77 AR H AN BT (I AR B TR 240 O 3t
JEHT A (T AP L 3% 55 WL LPS (R 5 58 By 2%
A, OPLJERE Co W EZ R HEdL R, R B Co
LPS /] DIk B 20 f i) 5. 10 5 i W0 LA 3k 1) 3 4
MYy B HEW, e8P QB H P, IL-10 mEik,
V5T TR fo 9% 0 3 5 K s KB 1T ILRE L TOAH T A
W RE v T TLARBUAAR A T AR oA e N 30 55 B 1 £
VB JAH B2 3 B 52 45 13, 3% 7T RE 5 TL-10 400 461 40 Jie
AR EEE S
1.5 LPS 2R EZAP DR KIG TAHE
BAERN) LPS, Al i 5 R AR 47 M S 5 N 2. 1
T B Q A& B 3 b 3 BOR RN T AN 35
BRI e e A, S b 20 B 5T Y S0 -
PREUH 5 T 56 81 LPS, A & 34 45 =& 11
REAY Q VA B S B 8 1O R T Y & T
20" A2 TR R 00 855 R A R GO A ) A
BR, LPS WA EE 1 — D s 2 K 2
AR, Co K HAg FAEARRW) T Z o fmkE T
HER AR 250 R F Bk LPS f 25,
B Fi& LPS Rk 0 4= W) 2# ) Be P i 1 H AR 57 19 Bt
Ji e, X 5 AN[E Co 4y B BRIBIAFTE )12 19 28 SR 9
HH—2,

2 DUERHT Se B 4K 18 1T 5k 4 B MR A O B R S AE B
90 R R 1 TR Y B IR

PLEFEMEE T LPS 7E4EHE Co 1k PR GL I Y
REEVE o AN O RO A7 e 40 i i 2R B2 v . Co i
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TEAUE LPS 119 5 s 106 35 20 i 5 3 M g2 (cell-au-
tonomous immunity) , 3 % 2 — 32 W 8 28 & 1
R TR T B . Co 5V IR A R AR A 2 )
Z A AERE L (PR AL TR A NG AL R R B A
Wi e /AN A | CD8Y T 40 AR 9 /R 45 . 1
X AR Sy K0 SR e FE D 21 b T 22 S Ak
A A R G B3R K AR T Co N 32 2 R e Ay I
M Co AR i 9 . Co 140 (Cox-
iella-containing vacuole, {5 FX CCV) B M 4510 &
Wik 725 Tl A 1 I, S Cb 396 JI5E A Wk 240 JHL P T B AL okl
FIHEAT BEH B 8 . van Schaik 25847 B45 T H
AIXF Co FEI N A& 7 8 A AR a7 20 0T 4
SE AW BT A W A W AT A AR R BR
/IS5 ARE.
2.1 ZARM SFEWE FVEAMRIEN o BB S
Z (integrin) YA & Co B F 224K, 44 7T g
S RGD g5 #5042 (1t . Co 3l i <
JE R AN 5 il N B Y o B A R ARG G
TEMAS LB 8 Y A7 W A T 2 AN AR S i
(Coxiella-containing vacuole, faj g CCV)F2 - o
BB ARMHZH M T A M IYE R 5 W R 5 2
W AHSG T Co 5 o, B 85 R 1Y 45 G 7T B8 [A] i 1k 3
REHW . 7B TAHM I MBI S op BE
R H A TAHAE B 0 72 b g ke Y S 0% 4 B 4
WA X AT RE S PIAR B) B o 0 22 A O XA
R SRR AT 1) N L AR R A S W R G K
o WA EE AT LI 3o i 16 B G TPase g 2F 4 W AF:
M.
KR T A0S B A A IR A A i T SR

B b R 2 R A N R AR Co Y B AR
3% SR O A7 Wi 40 B AR B 1 B AZ 0 B D s o s
BERFTIREM AR R FEZAE, HA S h ke
RN B 32 AT A T S5 08 o AN 2 R i R 2L FE 1R S
A0 A AY 40 B 2T 4 40 (1.929) R U & ' 4
Jit (Vero) . A B 8% 40 e CTHP-1) Fl B E W 20 g
(J774) I1AH L TAH PG s (H R A LN G —
HAAER B AER R . S5 4h AT ) LPS #4524
AN A n M) TLR4 3@ %, 1 AH LPS n] il i
SRC i 22 B2 i s /v 5 WL 3 85 7 40 M B 2 190z 3 s
MRIE UL EAF A R RATHEN TLR4 AT EEJE Cb 1Y
B FEEZAR NS A 5 TLR4 454 760 4
S5 1) [a) B T S 38 32 - TC A i B BEAE T
2.2 CCV MR Kk E & Co Y A Wik 40 i (1) OC 1

CCV Mk E JCEEB A IF Co A i 7 0 H 4
18 R 1 IS B 8 4 ML B N 3 A L 3% 0 B v R 0

BACERXHTE NHEF, XHEKY CCV RMER
Wy Bofs 0 N & AR AR A J5 1% 2 he 7E
XABYBE CCV O HL AT 75 W 375 Tl A 1) i R R A L H K
AN R AU TS BER G ZE T IR AR B L B pH B
Wik 2 4.5,80% LA b W/ DGR B 5% 16 R K DL I
T AR Co 58 BT G Bl 1 I A 30k i

XFRHUE B R SE £ A 3 SEFE A L
HEWE R ETF Y 5 min, CCV 5 RAB5 (/NyF GT-
Pase) EEATCRL N & R 1 bric 8 B MBS 45 &
FEH LC3CHME AR RID) M5/, H, RABS
% CCV 5 RN & AR MRl & i 48 N pH i1k
Y 5.4,0 CCV 5 LC3 ML AFEARM Ch I
Mz5, CCV 5 RN IR A 528025
Bk B o3 MR A1 43 LA 4 F5 48 5 K/, BE LA TS 40~
60 min, CCV 5 i Py & 1k & /B fil & 40 2, i &
RAB5 fil EEA1, #£15 RAB7 . LAMP1-2 (7 fiff {4 #f]
KHERE & D) Il ATPase, J5 # 1] CCV N 2E A ST F
i pH F& % 5,60 min J5 25 80 % 1Y/ Il [CAR B 4 28
HRIVERARS, FFERA TG 2 h, CCV 5 7k 41
Srib A, PR R R AR A S E AR D
(CTSD), ATPase # pH i — % 4.5, FH®
(R W A v K B ZE 15 min B JF 4R B R, i
CCV Hp 5 il 1 it 19 25 45 i) [8] 2 A= /N DL FG AR i 47 445
P AR Ak Z i 5 3K AT RE S /s DL PG AR 1] R DT G441 5% £k
AL TR O,

B WA 3 R AR SR AT P S ) — 4, A W
&bric LC3 54 CCV By Z5 & W Co ol fig i i
PAIAE B A AT 3R S A A AR R LN DL I AR 2 4 e A
b R EVER . A WETE Co K rh 9 4E I B R~
THAE, (HWFS R B, R AE Co e 20 M AT 75 5 H
W, Cb 1 A= K B0 A CCV g 1A B 4 25 1 e |
F I A 70 v (1 JEURL AT RE SR Cb A= K dn/ DL EG R 31K
DRI AL SR T R E F: . HNTREIR I
S CCV MR AT ARTFEE Co i & EH NS
5 BECHTEM S Co 3 1 G B CCV A58 AT LLUIE &
A% LAMP IR AL . 3X 5 155 12 W A4 il 2 ik
A,

2.3 CCV AP K R AR R B A TF Co A
WA S CCV M Es M 435 2 Co & B
A T RO e AR O C L3 R AR
BRAE R A U LA BN KT AR A g 2 A JIE [
BE4E . NG S 8 h, Cb DU B 43 i 32 45 T B e iz
M, CCV H i B4 Al & 68 J1. CCV Al
AT LLTR) R Rl T 5 B AR L P B AR A ) 3
W TSI G . ENAER 8~48 h,CCV K i
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g3 3 %A BOE F L O 7 35 4E RHO GTPase fll
RABIB, & FBUAR W 38 K B & 5 4 22 800 T 25 i) 5
WG R AN A28 1 R BUE i 22 . RHO GTPase
ARES S Y Rr v S50, i ok A I RABIB
eSS CCOV M A K, b AR &, CCV 1
S T R 2 B0 B o 2 R) L LR B B Co
ST B 2 ) AF e 3 400 5 T A2 B R L X
RS AR AL Z AL
2.4 CCV WA R WAy B KIUIKELE6d)F
FEIE T CCVL IETFIG /N DL AR 4 Ak . BR300 A 224 1Y)
CCV 8R4 88 T A0 I A A . A0 45 pH /N T 4. 5~
5o 55 oA SRR Y 20 M v A I VS R 19 pHL A ) A TRD Y
FE ALY AL A e SR EE T A A0 Y IE
G 7 (MG E B[] 0 3 R RS e M 3 R Az 25 )
Hagx i CCV 4 R5 1 EAMMTE 5 & A AR
FE . —J\ Sk Co i1 3 il 9 T A 48 A= A7
D] 2 e 4 SRR % A4 R 1 705 T, 3 R e R T ST
Co g HEIEYe . Co (LI T3 M ml g & CCV R
M BECN1(H W s & 1D i BCL2 (BL i 128 1) [H]
(0 FAE 4 L J5 T BH Ik 2R A A0 i 5 3% ¢ BRI .
FiAb s Co 3% Y ] Ry 22 WS R A A R Sl R O
ERK1(MAPK3), ERK2 (MAPK1) il AKT % ji% .
TS 18 EA = AR AW F . Rk Co
A AR o R A T, LRI Co 3
I BRI 11 5 SRR A

CCV MAK LT & —1mEA i mE E/M Co
AR R AL A A RS . H X Co
1o Sk Ok B A AR A Al B AR AN B B 5, FRATT R
Co e AR BALH Az H, Co R e
SR B0 1 $5 i 0 9 R 22— o H e IR e ) i A
1~10 ANTE - U6BH Ch J8RYe N ili 16 B s 40 Jfd f= ] PRkt
PiERES R Es A, (A M Vero 4l
i b, Co R REY™ B Y A0 48 40 i, A B A =& i Y
W LW WS B, Lk &3 Co BE AT 4
Hl AT S T UL Co AT RE SR T 5 H e M N A
A T AN 55 K% 53 BORT T A0 SR s, B U e B
R T A i g 5 T A R Y R A S A M AE T LA
PP

3 NMERAREHEAENEFSE AR Dot/lem 43 ik
RGE(IVESWMERS)

ML N 2 4 B ) Dot/Iem (Defect in organelle
trafficking/Intracellular multiplication) 3 W & 4t —
BB, KR A W A R e A
FEFEAT XS A A AT R G R I ORAT

eI EAENLERAT R B8 R B 58T B 5 s o 47 O ek
PRALEBK . Cb giA% T %1 (T1SS) 11 # (T2SS, # 5
WBAE KA ) M IV A (T4BSS, % 5 8 4 1E H A
FO3E 3 ARG, HRTX Co T1SS Fl T2SS )
TR D X TABSS (NI 2 3k 0 il 72 1A 1) B
fROBERY, Cb TABSS 55 g i 42 A 16 3T %% . 43 WA G
WHEANRERS:. OfELZ., HWCEE 7Y
120 4~ Cb Dot/lem JE W, 295 Cb & A 4 Wy
5. 8%« 1M W8 fiti 75 A1 B 24 8. 5 %6 i K 11 i Tl i Dot/
Iem 475538, QIUARME . Cb H 2 LW it 4 4]
T TUAR SR BE X It — {5 5 B AT 2 4> I 45 AL )
WA P DA PR B L PN 2B A an = AN 4 W P CAnkG,
CaeA Fl CaeB) By n[ M H 0 ML 12, O Z MM, &
[ B0 &L Co (8] /) 20 3 7 BN ZREE . 76 &
P Q #HINE M Q BBk HRBLT 19 MRSFI
SPBHE T 3 Ak A RAD Y, O Z IR
AT FUAZ AR W) ER TR 25 R 3 0 B 4 I A AT g
T 7P 5 PR A% 38 DN A% 2R W) 3R A L 3X R IS 4R
RBIRE TR,

SR AT SRR T AN I 22 1 A W TR T 3 4 i
PR 2 15 L OE ] A3 I 2 41 B 5 R 7 A g 4 1A T
o, Z /D 30 %611 Dot/ Tem 4 5 4 57 i oy JR e 1
A OCHE T 5 38 AR 18 B4 6. Cob af LUB AR
Z W FLAE R R 1E L 2R T4ABSS JK ¥ 7T fE
BAEPL T BE . BATE Co B Yy Rl L 8% b i 7 FE AT
ARV . Co 5A RS, FRAE 28 3 4 3 58 0T A
MR L F R . sl B A 2 A U A0 A TR {4
CPAF 25 [ BT 52 % H Fi 48 8 28 6 0 43 0 4 11 19
TR T kAR dn o] 8T A TR 1 0 I R
ECA Y 5 Z 2, BIFSEFE I A JBE RS i 4 e M 2R
AR AR BN Chb 1 i N £E 16 B A JF Dot/Iem 3
i, A e MRIE I B R S R A I AR A
FHYEAR B D RE . 43 b R 7 2 98 00 14 A I 98 A L 3R
NTPRE 55 SCEER A3 HT B AT 0 BIF 9% 30 8 B A7 A ) R

4 4 iF

Co A T2 R RS a5 sh ) Je N £ Fp
PEIR  FEE12 PE Q SEFE K m  Ch 1) B 45 TG & N
SIEM ., 2007—2010 4F, ff 22 Bt 4 000 A
B Q AR YR O I R S TR B . X
WRENE S &5 Ch JAT bR A8 547 O30 R B A, (A
Cb 11351 Z R B Ch B AR OR <1 1 7 A Wik 175 il A
FEEIL NI FE AR Co R AT A5 it Al . FRATT 75
FLEAS) Q AR K B L W] RE L FR R Cb A R AT
e FEANS AN ZEGH. BN E R A DL



880 hoE N &

B

N

B e i 2015,31(9)

ATl S A N Co B9 [ AR Co B 54t T
SCH B FRIEA w EANAE Co Jo 4 Ml B 57 F st 1%
BRI HLIE IR Co 71 BUWR HLEL Y BF 52 9 BF 4
D7 B S Q FA AR I a5 A e A 4 At T R B
ZICRE M A 5L 2 AR, DB A IR ) LPS 4 5 3
T IRE B K L AU AL W AR A R A
AT 58 P
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