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[ Abstract] The Burkholderia cepacia complex (Bcc) comprises a group of genetically related yet pheno-
typically diverse Gram-negative opportunistic pathogens. These organisms demonstrate significant pathogenicity
in immunocompromised populations, particularly cystic fibrosis ( CF) and chronic granulomatous disease
(CGD) patients, causing severe infections including pneumonia, bacteremia, and urinary tract infections. No-
tably, Bec infection in CF patients may progress to acute respiratory failure or the life-threatening “cepacia syn-
drome”. Of particular concern is the widespread nosocomial colonization by Bec strains coupled with their so-
phisticated multidrug resistance mechanisms, which contribute substantially to clinical treatment failures. This
review systematically examines the epidemiological characteristics, clinical manifestations and resistance mecha-
nisms of Bec. The review aims to provide evidence-based references for improving accurate diagnosis and enhan-
cing infection control measures against this challenging pathogen.
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RN R RTE R B REMATIN | PR S 25 B B0

AN ERERE AR (Burkholderia cepacia
complex, Bee) MY ILATIB W £ 1949 4, FER/RK
“F 1) Burkholder 2543 M JE 2% 14 7 28 85 25 vh i 40 85
Wz, Jraa ol WA PME ( Pseudomonas ce-
pacia)mO T 58N R HA G — A ) s i A
HIRS R Bz T Z o0 i T A IR I R B 31 355
h, BAMEBURE, BE D TAEYAHAR K
B, Rl EE (Pseudomonas) WA T —F
Y #1992 4F, Yabuuchi % 2 T 16S rRNA
#9347 . DNA-DNA - [a] 95 B2 240 i A 5 201 1l 46 BF
FE, BB E 43 T R BT IH 2 S A S R TE R
( Burkholderia) , 467 ZA B /RIS ( Burk-
holderia cepacia) . SJHAAEEE /RIS (B. mallei)
KEJHAA 5 & R ( B. pseudomallei) 55 7 4~ TH
Mo WE, BEED R AR A, #2224
RGO ML E M I Bee, TARHE 36 [ [H %
A W AR A B0 Taxonomy $¥fe S Bt , % E
AROCY EE 28 MR HFY

AR, TS 2 A A R T
T, AR AN B TR 0 A B2 B T 2 e it AN A
SRR, Bee JHEMERRIILHIRE ETH, CHCY
i PR TR s 94 T AR P SO T . A SCHI 58 Bee f34T
SRR . IR RERIL 2 PR S LA T R
GElfR , B LE ARG R 25 A X2 B B AR, 9k
I RZ W SiRT Rt 2%

Bee V240 Tk . LAERENR IR Y R
i RIRMA AR Z 15 Y DR Al . 258 IREER

TSR AR LA, Marolda %1 WFI A B, AETE 0
FIBEN Bee RN £, Hod i M T AR & R T
BECEA Bee /NN (HARZ)2~5 um) #EA TR
W51 RIS . Bee 155 2 R ALAHUH JE B LA 6]
AT Bl e A S B R TE W ( B. cepacia, 185
Y. ZWATEE/RME (B. multivorans) DL BGHT
ZAATE RS (B. cenocepacia) M Hidr ) pr
VRN vE R /R TR B Y B PR o, BSR4 35 H Al
FERAL S 5L BN BRI, KR A VI T 43
WERS (type VI secretion system, T6SS) HHFHH#E
B R CHEAE RS T Bee MRk Z R
HATA MM AL —, Baldwin 41 F 2005 4F42H T
Z A7 578437 (multi-locus sequence typing, MLST)
%, XNOAMEEN B K IER T T 5 —, HATH
WFFE R, AS[F) v 2 T ok 1) A1 B AT DI AR ALE
{H3y B BUR M TE e (AN ST28/ET12) B P
HEEREF BT F LILE T H5 Bee # UL
TR R B 32 A X3

JRAE K BE AT TR 19 R 2 R R 1 2 o R
PE, (HBFFEE B %08 h =R IR Rt e dn il . S fid
ERZROR W B cbld 5N i P34 Hi A FF 5
(IS1356 F115402) 41L&k, LI 1.4 kb f
FF I 2 HE BCESM  ( B. cepacia epidemic strain mark-
er) . Clode M1 BA" 3§ 3 [ 40 K EEBE 9 117 Bk Bee
Sy B MR TR S PCR A, & BT A AT B AR 34
[ o #E HF cblA FL PR AT BCESM #5id, X —E 2 AW
P, XTREMEL4EML (cystic fibrosis, CF) A& 1)
Bee 73 iR HEAT PCR i A, AT 684 PN AT 6
R LSt R s i LA K% BEL T 6 P A% 4 B2 (A R
T2 Wi,

T AR IERE L SR WL R AT AR

Tab. 1 Common species and epidemiological characteristics of the Burkholderia cepacia complex

(gl i T FEERFATHLX TERPNRE 7 KR EZ PN
W AN S R R T ST28 ek, B CF B, Wyl ety [18]
MR ST R T ST122 SEE ., g, B CF % [19]
TN SR R TR ST32 FEvC, ORI, SEE | SPGE CF B [20-21]
LA SR ST16 HE ., B CF @# [22]
ZWEAA e R ST375 kN i) CF B, WKk (23]
LRI SRR PR ST21 SRR 2 A CF B 5B IH K (23]
TGP AE SRR ST102 FE, wey, I Ik CF B [24]
TR R R ST10 ¥, EE B NFEA T, B ILT CF 3% [19]

CF (cystic fibrosis) ; FEVELT4EAL
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2 BEBEXIMEART

2.1 ZEAE

Bee J&—Z HLA & BESOR M 10 4 2 B, 1T
RERMIEGe, 78 CF BH BB A A R
CF VBN FIRD N B UL e iRk et st e 0, k&
WRLAN 1/ (2500~3500) , B SR HL | b 22
AL E5 L S8 15 [T (ceystic fibrosis transmembrane
conductance regulator, CFTR) & A AR N
Bl B FE DR R, 51 R R R
WA, T R T I B A B R e
BEA, STV AT R 9 D ARG B 5 5 ) B B
EAREE N, Bee AR HLAT 38 K 19 A8 ) IR A AE
71, R 2G5 i A e e R AL,
WS HAE CF HBE S P IR SR RE )

AR R B, Bee 7EAE CF AT IR M7 R
HEMHLEBORE, LA LR | R Thhe
ZARE ICU R B R F P 5 51 & =ik, kA
— IR X L R I PR A A B 9 o, 7 50 R
CF #HCHY Bee YL BE T, 68% & IF S Al B0, FL
L MU o R & (23.5%) , HU 43 5 i
WRGYIE (17.6%) ., ARG (14.7%) H
SENEMRE (14.7%) 2 [ 40— [8] BV fF 5 41 328
64 BidE CF #H 5 1) Bee JERYL (5 34, 4% & W5 IR
W, AR LA IR LG 18 1 G | e O T R I
JEIT AR R, ST 93. 8% R E A
ICU fEREs:, 7R 1ICU AIE AT HE 2 Bee B2 AL
45 g
2.2 BT
2.2.1 WP RS

Bee YA H LT CF B, FERINEHESR
Y BUORIG PRAE R AL FERREe 0 g . P
SUE%E, MR KIER, BE M REf A 2t
TR, S BE Tt Atk inm, £k
B, PRE R RAREIE . TR RI, BEA
A AR R B S AN PG e, RHEAD
Cepacia%é?iﬂ’g‘%\jé, ZEEAAE IR B IRE &
PR R (10 I 1 0 Ol T AR AR I R AE R 8K
P ERE MR T, Bee IR BERRAT PR W 4
MEEREA, AW R E Y, SEGKRGT
T TR PR L AL, Bee BRI BRE 11 2
HHOR RN 22—, AW IR 8 5 40 B % i By
PLHI PR 25 HITRE S), R fE ik HAE 4141
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AR E AR, MTAT S B g
2.2.2 MR

MG Z Bee YR EIIFRIEZ —, WA
A TARPENREAR T | KIWME B sl 2 = AR By 4
A, LRI PRER B AR R m iy 84,
FE R P i, EOAE A AT R R A R AR e e
0K 538 28 A 1iF (acute respiratory distress syndrome,
ARDS) , # 2 I & yRECPE ML P EE L ( disseminated
intravascular coagulation, DIC) M Z %% B M)t % i,
F TN 17 41 2 EAPEOFSE R, Bee LU
Yty TR PR Ay L DK T A A DGR (41%)
Ffitige (20%) ) WATHE DT RI], 62% ) B &
NEEBEARIFIE R, 28% BT AH OGSy, HURAE R
P AR . 14 d. 30 d 190 d REVET R
Gk 16% | 25%F1 36% .,

Bee 7E LGS P2 B S Y e BOm M 5 HO R
T IRARE R VARG, 158, Bee 3R RHY A W)Y Y
RE ) W YO T AN B VR R BT P R A AR RE D
W, MG FRA) B bR S 2 i 2 R A0 R
BRI 1 il AR YT e . AR SCIE KB, Bec (1 VIZY
W FRGE (T6SS) i HEAN T IR LE Yy, k2
W T 2GR U Ol AR T 0 B0 L
SR TR
2.2.3 WIRRGEG

A Bee AR MR PR A FE TE IR 14 UL J A, 5
Zeeshan 57 (BT HE Y, 10 s WA R AMREE R
BAESRIRERE (THERPRESRK) RABIK
RYE, TR REART B0E BoA SRR AR h AT RE S|
G PERIT A M AT R R, SREMKCIR
% & Yt ( catheter-associated urinary tract infection,
CAUTI) BELAL G = AL G RFEIR, XA I R
WERERE N,

Bee 7EMAPK 22 GE %% b A4 0 1 -5 AR 1 2R )
PR DI, ZE S RERES Y T IR SR W
AW S IR RE AL, X RR I 18 A A7 7 AT
B o A 06 i 6 ¥ Bk EL A HASR A A 6 RE T 1o, 2
FIE TXZ RGPS 2, 2 Bee MM
JRZR G R 1A IR THT G TR PR AR5
2.2.4  HAbRRG

Bee YL IR ] 2 IR 2L, FEEE LR |
BER MR B, B 2 R RO IR BE R A 48, RN
JZNPE IR . B K IR B8 e &R G M R E RN £ AR
(systemic inflammatory response syndrome, SIRS), It

b, ZEAREL TR — PRI R Y B o 2
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“IEBET, RN EFRR BRI B A, Lancer ¥4t
B 115 Bee MHOCH RHEYY, RIAEEHE 285
IR LA A IR BEBE D 73 B ) Bee, WATHG 5 I8 A1k
S5 YK IR Ry FLR SR JR ) R4 Bee B M HHX
M RGURY RN, EFE M2 AMEIAR S5 s 5 A 1]
3 8 AT AT B R A ok BB AR S fe e 1k PR 3 R FL A
Freebhmn . I Sk A BRI 5 B R AT Tk R
M R R VRS e IR, 2024 4F, Kimura 504 1
UKARIE T 1§l COVID- 19 Fef 10158 35 4k & Bee k4 A
RG], ZBEELTTRKIAYUR W67 5 2ok
A, X—KRIIE T X Bee #ZRZEMERINH,

3 THZAIR A XM 244

3.1 TR

Bee X Z R BT B 245 W) BA K IR 24 14 R AR A5 14 it
9k, HmP2GHLH S A ke, TR 40 M AP
#EM: . RND ( Resistance-Nodulation-Division ) FG
SFRZAIMERERGE EYIE R, B PR 2y
Yo 15 LA KTt 245 56 TR KPS R 25, S Se LR 1L Py
FIVE, SELC Bee X HISUEAY) (10 B-NBEHEZE
METRRZE . AR EAE) RIS gy, CE
BRI 7RG T IEEE . BT Bee R RA TN 251 M2 25 1
I S RSB A B, HA BRIl AR
PR BT, SR S R A R AR R
Iregl), B2 REAE EIH, —TE X CF B rY R
HUBLIR R MBS BR (n>1000) BF5E 7N, #id 50% K

W R E R, E il R R IR,
FARSF- | U 5 R B 5207 8 S VU MR- S 1 4E R 45 25 )
T W R 25150 SR, Bee RYTH 25 3517 76 B 3%
Mo ZE 57, AL AR T 6 SRR AL EURID AL | Sk A
I T 2R 2 TR, MED R, &
T R AURVE IR R AT 25 A O R AR, 1104 S HA
DR 25 2 MIAA RO 8, X AT RE S A 254
RO | TS24 AR AR R TR A A 22 S
ST BT Bee M 251 1 B SR T, I AR T R
G55 ML DT 25 MR A, & B HRBUR 259, IRl
SRR, LA 2 TR RR A AL 4G T Ak 2 5
MRIT UG . AR B3 AR GE — 1T 245 Wa il 1) 4%
DASEAER U PEAl Bee BTN 245 WA TG AR, JR4E S I
KRG BHIZY , 3% 2 S B ZRHh 1 3 X Y Bee
M5 245 73 A 1 0
3.2 THHLE

o2 P B S 2 AL S 2, A
5. B-NBENC R A 29 B . SMER RS
HRERRIR LA R B MU, X Se AL
WM, JUHAE S B R BUR 25T 25 5
RIS W, BRI T R R 7 1 B2 A b
Bee TG HLENFE— & FERE b 5z pLEIAR L, Hd R
A HARF AT 25 R AE . 75, SMIRE E 1R 57 B2 Bec
it 25 Pk G s I 2, EEAFEARZ B (lipopolysac-
charide, LPS) 4546 A o1 IEFL 3 A R, Lk,
T B R Al 3l 3R B B I 5 AL B- A B R B, 2
AR B- N ZE BT 24 W 1 N TR/ AR AR

R 2 RAINCERIERZ AR E R X 2RI (%)

Tab. 2 Antimicrobial resistance rates (%) of Burkholderia cepacia complex isolates by country/region

H R/ X o L] S e E X KIEHR Je SR WA EZ BN
s 11.0~20.0 17.0~40.0 40.0~57.0 0~26.0 76.0~84.0 2007—2016 [45]
FH 6.0 30.0 30.0 - 12.0 1999—2015 [35]
+HH 56. 4 61.5 48.7 - - 2003—2007 [46]
Ll
(e 11.4 11.3 7.4 6.6 23.3 2016—2021 [44]
Bl 6.0~14.0 20.0~39.0 - 1.0~5.0 13.0~29.0 2009—2011 [47]
BT 9.0~16.0 15.0~39.0 - - 2.0~8.0 2008—2012 [48]
i [RAK Y - 13.2 19.1 23.5 55.9 2014—2018 [49]
A 9.2~32.3 17.4~36.9 5.0~26.2 - 13.3~23.1 2013—2017 [50]
g 3.3 0 - - 10.0 2015—2016 [51]
FANE 15.4~23.3 18.4~40.0 16.1~46.7 - 18.4~24.6 2017—2019 [52]
ERCEeN 13.0 22.2 13.0 - 55.6 2013—2015 [53]
—: B2 TR 25 it 25 2R
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2, PUGE 24 A A7 57 D S S A T S i 24 1Y) = AL
il [ AT e RS KO Y AR E 45 24 W Y it A2 T2 L
Bec 45 FEBE (LPS/fLEEF) -FMFR-BE RS0
=P, EENT T PG E A 2 B O 7 S A T
2N, P Ik RO S PEAIL I X T AR BB TR R 2
KEE,
3.2.1 AN E G

Bee X2 HEME 2SR 2 B R BLA KR 2544,
X525 T HER R A LPS 454957 Bee BE S & AL
4-F - A- LA -L-BTRLAFRE (AradN) |, IFREIZAB 1 1
HITNZE LPS Mg A A, X — B 53
LPS KA, WEREARHE TR (I
HHER . ZHWEE) WL AR, Loutet 27
&, BRYE o T RpoE ¥ N #s b & A
FE 37 CHEA B0 200 SO8E R AR TR 1) 22 25 1A 2K it 24
P, TAE 30 CHIMTC IS, X — KB/~ T Bee
Tt 245 P (8 PR 3 1o M PR P ML

Bi LPS &4, FLEEFXT T Bee B PRTH 2514 /Y 7=
AR B B EAEH] SRRV AT 25 ) b 5T AOR 25
Wil (fLEA) AmeFESEm s g, HNItEHE Bec
TE PR 240 TR 36 4o PR L2 1 992 o M S B 24
Nicas 258 3T Zimmermann 25 A 98 5 16 %0 1 ZUA
TOEE RS PCT15] AR BT T, 45
REIR, KRIMNERS &R B KIGSRAm =+ 2
—, TS H SRR A Y, IESE AL W 1 SR K
PEZ 8 % 57 % . Aronoff! ) 3 2t HL UK 20 A B 5E T T
5B IRF NN 36 kDa SR 135 F I 27 kDa
fLEFER, WIEh T S 2P i K
3.2.2  B-NEEHEHG

Trepanier %' T 1997 4F A 7 2011 7o 82 Rl 1 o
HRAEI T H A2 B-N Tk il 1) 2E A penB (7
Bee HRILORST) o 5L K 5 77 IR o B A AT A9 e f fAR
B - PRI T g il 5 Py B AEARL, [ I AEHE B3 A B T T
Be] EHE penR (AmpR), —F A4 LMY penB-penR & 4t
L[] 41 20 TR P BN T M i RE A ) R Gk L 2015 4R
Hwang %5 ' BFF2 K BL, ANHBEAEIREE AmpD %t penB-
penR ZEEAWTEM, MW Tz LS, 754
TR A R R 2 R B AN TR SR N AR i, o 24K
JOR SR 2% figt 7= 40 o TR AmpR 2 — ol % 3
B, AP p e A s S R, IER B S
IREMERT A LS &, H0H B-N e e g 5L ] iy ik, (H
U Y L RE DR SR BT 25 W K eI, IR R R A
Y1, 6-ii/K MurNAc-fik) BI5 LysR UG iRy
KF AmpR 256, i HEZHEMIERIERN, R penB
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I AmpC (A K A5 L fLE R ) AERIE, T AmpD
E oy 40 B R [T e 2R 2 v ) il R DG PRI 8722 [
FETHIE R IR R B B0, I S2 0 AmpR Y15 PE
SEHUMOC B- PRI i I PR 1) 8 7K 3k
3.2.3 AMEE

Tseng 251 3 1 % s R 20 85 #k 0 47 20 7 % 31,
94.4% (17/18) Kk 78 flb BE iif 25 73 &5 R A1 72. 7%
(16/22) WRE RN 255 25 bk R I AN HEE i Rk,
PERIMIER 52 BE R TE Bee B Z 25T 2 ML v 4 74 56
SEFEF ., Biot 4515 5 i ¢ S Mk 400 o R0 S B AE ST, Y
JIA RND ShHEZ AN HI 5] (PABN) J&, Bee X 5%
B W 2K R S W T bR A BECRR P FR A T
ABC Fiz B HIHIR (ERimick) R BRIk
W, X —ZRAESE RND AMHESR G2 Bee Y 32 B0 24
FRAMERSGE, 25 513 1) $ Bk 3l i H 39 k)
L SR AME . 2 FOLRIBT B, B2
TAFORE R PR TR 2 /0 4 fih 6 Fh 55Tt 2540 i) RND ZhHE
% (RND-1, RND-3, RND-4, RND-8, RND-9 f1
RND-10), HH* RND-3 F1 RND-4 (335 F #5116 %
Tif 25 ALYV ) Tseng 451 421, RND-3
AT Gt 5 DAL 174 58 788 T R A i R 188 R i 3
B DR RBR SL  E — 2L B, RND- 3 AMHESE S S A
XSRS R Z AT R T 251, 1 RND- 4 0 it
DAY E, R G R, KRBT RN E RN
HELT) X se % B B AR Bee 02 24T 25 LR AL T
RS F A
3.2.4 2GR

FE Bee ™Y, 25100 B A5 oA 2 v v T S R e
KW 25 1) F AR Z —, MRS 2500 i
40 # ) DNA g% B ( DNA gyrase ) I A
E#IV (topoisomerase IV), T4t DNA Ziil 5=, M
&P REAE . SR, A0 s B B R
g T35 [R] s 5 A it 245 DR 22 [X. ((quinolone resistance-de-
termining region, QRDR) MZEAE, R4 58 5 1
LEA e, BATE U 25 1P 2007 4, Pope
AUV R R 280 S R AT 10661 B HCAT AR 28 A A
HATIHRNTS B 25505, KB SR vb VR i
FIREIN, TEARTE gyrA JEH (4t DNA 6 A
) B The83lle Fll Asp87Asn 748, X #b 58
7SR e S B R YA YT o R i 24 R AR B T, AT R
29730, AR m IR VR IE, ke
S parC (i Ah N Se A IV AL ) b R AR A 58
A5, PR ECE E KPR M T IR 2, X — & AR



RN R RTE R B REMATIN | PR S 25 B B0

7N, Bee WREM LB B gyrA I parC 5745 3K 31 5
MR 2451, MRSl ARG 7 48 AR A
3.2.5 ‘LR

TE Bee FTEUR M MERGL b AW IR TE i — 1>
SCHERRAET R AR AN . BSN 2HE, EA
AN LR b A B S TR ARG . RSB, 5T
BERBHALL, AEYBEN A Bee 280 B8 1T 25 14
RN 25 PEA O T A W I R ) BB AR, i85
JEIRER A% pH SR | T 24 5 PR ) 7K P56 B LA
LA R A IR 2 4 3 o vl A 45 22 oL i 285 DDA O
(AR I, AR W IR b i) 40 i B oK & 2 st 2%
AR, ATyL i G SR S v A R 2 A, Ik S A
ORI BEAE RS RS T ARSE TS, —H2h
Yk BEREAR B AT B AR K B, SEURRE LT,
SR B ARAE L, I R 43 B pRGE B T 5
A= I R T, AE Ry A A B9 705 BILA B R
SRMY, WANTERY, FR-IFHERRLG (toxin-
antitoxin module, TA) W] BETE X — i 72 A 5 B AE
Flo Van Acker 557 38 1 o 4 ¥ 24101 8 75 /R 1E A
J2315 TR (T ) FIRR IR T i BE D R ik 22
S, UESARPIBERAS T BRE R G i AL R Rk K- i 2
Thim . A B XSS, 6% A0 5 R R AT 2 b 2
5, AEYIRENAITE R TA REERKIE—L B, $Em
TA ZRGEWRES 5N T Bee FEAEYPERE T 25
i 321, X L6k IR PRAR Bee 12 PR A METR P P2 41
IE 5

4 INESERE

LR EFTIAR, Bee M —M BAT 2 I 245 R 1Y E
BORFEORE, R G E MR IE H £ 52 Bl 2 BRoG T
TElm R SE e, U AR 2 W Bee Gy, PIK
i€ AR SRS, KR O P Rk U
(RS, [A] R IO 0 5t 4 B VU BT P S T 24 M 30 R 4% 2
B, B TR E BRI K LA LS Bee it 25 4L
ITRABRAR , NIT SR BB 2590 MR T LR AL T
RS, ARDEFE T M MEE T (1) @t
WA > T2 WEOR;  (2) TFREEXISMERFIAEY)

R SEAEANRIR . (3) B TA RGEAEE B Y AL
FEPER (4) JFRZ LG RAE T LA iR T J5

Fo W ZEREME, A2 Bee BYFHARAEA
i gibp

EERE: EXAR T XLHOKE, #XBERAMET,

PIEFH R T AT X B R R LR &
A AT,
RIS PIAYEA 3 P ARG EM G R

Z £ X W
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