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Pathogenic analysis of Acinetobacter baumannii infection in patients with lymphohematopoietic malignancies
HAO Xiu-giao, SONG Bo-ning, FENG Lei, YANG Xiang-dan, NIU Xiu-ran (The Fourth Hospital of
Hebei Medical University sShijiazhuang 050011,China)

Objective The etiological analysis of Acinetobacter baumannii infection in patients with lymphohemato-
poietic malignancies provides a strong basis for prevention and treatment. Methods The infection samples of patients
with malignant tumors of lymphohematopoietic system were collected and preliminarily identified by automatic microbial
identification system. Multiple dilution method was used to detect the resistance of A. baumannii to commonly used clini-
cal drugs. A. baumannii was confirmed,and the common resistance genes of carbapenems and aminoglycosides were de-
tected by PCR.  Results 34 samples were preliminarily identified as A. baumannii by microbial identification analyzer.
After 16S rRNA detection and sequence comparison analysis,31 sample strains were A. baumannii ,and 4 sample strains
were Acinetobacter calcium acetate. The resistance rates of A. bawmannii to piperacillin, cefotaxime, ceftazidime,
cefepime, gentamicin, tobramycin, amikacin, ciprofloxacin, gatifloxacin, cotrimoxazole, piperacillin / tazobactam, meropen-
em,imipenem, tegacyclin, minocycline and polymyxin B were 87. 10%,77. 42% ,51. 61% .48. 39%,58. 06%,61. 29%,
35.48%,48.39%,29.03% ,54. 84 % ,45. 16 % ,41. 94 % 41.94%,32.26%,19. 35% and 0. 00%. The detection results of
carbapenem resistant genes showed that the detection rates of blarpy s blanp s bla oxar; and bla oxas, were 48. 39%,
16.13%,9.68% and 61.29% respectively. The detection results of aminoglycoside resistance genes showed that the de-
tection rates of ant (3 )-I,aac (3)-1,aac (6')-Ib and aph (3/)-1 were 54. 84 % .35. 48 % ,25.81% and 19. 35% respective-
ly. Conclusion A. baumannii has strong resistance to most antibiotics, so we should pay attention to the choice of
drugs in clinical treatment.

GG N lymphohematopoietic malignancies; Acinetobacter baumannii s pathogenic analysis

CI L R AR G R R Y R A R e 2 S

FA G0 IO 25 o R v L 00 i B 1k 1) RS T S 2 A
ARAT M LA SR L 3 I 2R G IR R A R A . WAL 2020 4F FE BE 2 BE 2 B 5E R B (No.

WK, RN N RERE, AR TES TS 20201126) .
RO, A7 38 BoR T B R R R A S i R A S W% T (1974, & AL A R E AL A

{37 ET AL T A AF oh i b o i 2. YRT Ik

Bl B0, 32T 5 0l R GO R 2T TAE.
E-mail:oflf1457139@163. com



* 1096 -

T E B R AE M F EE
Journal of Pathogen Biology

2022 4 09 55 17 55 09 A
Sep. 2022, Vol.17,No. 09

Y I 2R 40 0 1 e i 1 3 BN T T BOA i i T 4 O RS
M AT 259 A A PR SZ R T 467 (CAR-T) .,
BOE R & R R B R A B g R L A
IRYT 1 T PR 2 0 B 7 R B = R A0 i AT
Ty 1 R R R G L IR T SRS 5 O R B AR
e Y P TR S A B 3 I 2R R R
(o LI R L — B A SR 2 i R e T N
i 42 A EBRVE IR YT 5 1 1 3 M 2405 o BT ok o0 0 ) 5 %
KT A W . — EUIE B A 0 B o5 D T O
IRl TRIEE I 2 e ARSI AT A
SR G0 — T o 2 B Al R R TR, 2 I DR R LS D A
T ol AR 5 A B R (6. 8% ~T7. 7% SRS
B ALK T 4 8 R 2 BRI (8. 726~ 9. 6 %0) Fl 4 4%
BT (8. 5% ~9. 1Y),

AR W 5T 8 L X B2 OR S AT 16S rRNA 1Y
PCR 944 J )37 5 ek, AT LAk — 25 X 43 fifd 2 AS Sy 4T 14
NG A AR BT R DA T 2 — 25 43 A7 98k O 36 i R 46 % 1
i I8 B A TR e 00 2 ARSI R B AT 2 R A

MBI ERE

1 HRIK

WA 12 1 bk L 90 A8 i PR B R, IR0 25 12 W
S N SFT B R . 0 12 W A o A 5 I Y 12
BT AR e ) RGBS Bg SR YL 12 Wi b o ) . HEBR A5 o . (D)
S S H A H A m0 5t R 5 (2) AR I
AT BT A R AT IR YT s ORI ERRA T 2.
2 UBESEKH

MicroScan WalkAway-40 4 H s il =¥ X & &
Ge AR PG 1] A A AR 5 22 TG R A, i [ A LR A
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length temperature Table 2  susceptibility of A. baumannii to 16 antibiotics
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" CCGCTGOGAAACGGAACTAC . S Antbiotic  pesy  HARCH  WE O EARCD  BREC ERROD
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ACTTTAGGTGAGGCAATGCA R L 76 A/ . N
Bla s 582 58°C 1 mi 1 48,39 2 6.4 14 15.16
HOXASE N GGTAATCOGTTATGTG % 3¢ Lnin fle e 230 ’ ’ ’
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JAL ) AAIUGULL A A 27 A
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100
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B 1 bla, EEBKE
M DNA maker N Negative control P Positive control 1-
10 Carbapenem resistant gene amplification product

Fig. 1 Electrophoresis of bla |, gene
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TA R e fAERR MG . B K 0 JHe K5 1w BE 1 e oK ik 56
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transferases, ANT) , & H W H 25 £ Bk AL B (aminogly-

coside acetyltransferases, AAC) F¥ H 43 b & FL bl
2K % B8 1k B (aminoglycoside phosphotransferases,

APHD . ARWBFFEH ane (37)-1 K th R e, K ih %

N 54840, BRSNS TN I IR ] 25 W 52 1 H

B A RIR YT A ok T PR TEVR YT B0 S OR ST

RGN G B BRI EE

(5% 3]

(1] KRR, E ik, SCui M. 783 )bk 8 A8 35 AT W 24 40 BT ], BRAR T
B £ 2 ,2013,40(20) : 3908-3912.

[2] Aoki R.Karube K,Sugita Y.et al. Distribution of malignant lym-
phoma in Japan: Analysis of 2260 cases,2001-2006[]]. Pathol
Int,2008,58(3) :174-182.

(F# 1102 1)



- 1102 -

o

Journal of Pathogen Biology

BoA R A M F R E 0024090 H17EE 09I

Sep. 2022, Vol.17,No. 09

PRI T 7K AR A IR 5 1 2 T 1 B 18 48 6 A2 AR [
BB IEIR A B85 Ry, AFFEREA AR L, e A 25
A REATAE — %E WM fa7 i SR BIE S R IR AR A L 9 A
Z a8 D 3R DA i R 97 4 SR 4R AL ST 0

(5% 3]

[1] 3REED5 AR &, F U, b 25 B eI & 5o 8 e 2L B IR T B Bk ik
B8 27 RONEE[T). MR R 22 56 PR . 2021,18(5) :671-673.

[2] 8PS, sod e BIE B 1K G 2L R AT 7 5 0 e 3 X i O
IF A& TR B PE B IE 2 B E Ak LT ], hE BRI 28 7 2020,22(6)
871-874.

[3] Li H,Dong M, Xie W,et al. Mixed vaginitis in the third trimester

of pregnancy is associated with adverse pregnancy outcomes: a

cross-sectional study[ J]. Front Cell Infect Microbiol, 2022, 12

(1):1-42.

[4] Han Y,Ren QL. Does probiotics work for bacterial vaginosis and
vulvovaginal candidiasis[J]. Curr Opin Pharmacol,2021,61(1):
83-90.

[5] Wang X,Zhao L,Fan C,et al. The role of IL.-15 on vulvovaginal
candidiasis in mice and related adverse pregnancy outcomes[ ] ].
Microb Pathog,2022,166(1) :1-13.

[6] Hmoe, s, 2015 45 3¢ 5 42 1 op O B 38 8 e 12 W #0097 48
M1, hEAREY,2015,18(25) :3046-3049.

[7] Papon N,Naglik JR. Candida wvaginitis ; the importance of mito-
chondria and type I interferon signalling[ J]. Mucosal Immunol,
2021,14(5):975-977.

(8] My.Louhi . B AL TRETAL , 55, (R ORI AR B M & 58 R AT R4S
JRFZRIBT R RLT]. b B 2 203, 2019, 14(5) :313-315.

[9] Tafazoli M, Gholami M, Mohebbi-Dehnavi Z, et al. Determining

[10]

[11]

[12]

[13]

[14]

[15]

[16]

the frequency of Candida species in women with Candidal vagi-
nal infection frequency of Candida species in women with Candida
vaginal infection[]J]. ] Educ Health Promot, 2021,10(1);481-
498.
Boyd Tressler A, Markwei M, Fortin C,et al. Risks for recurrent
vulvovaginal candidiasis caused by non-albicans Candida versus
candida albicans[ J]. J Womens Health (Larchmt), 2021, 30
(11):1588-1596.
Venugopal D, Husain K, Mustafa SA, et al. Epidemiology, risk
factors and antimicrobial profile of vulvovaginal candidiasis
(VVCO) ;A study among women in the central region of Saudi A-
rabia[J]. ] Mycol Med,2021,31(2):1-13.
BRI B /INGR LT T A SRR A T e A X A Bk A D AR AT R
BEREMBE T 540 Regnl)] EBa%RE, 2021,
36(8):1820-1823.
W . LR A ] T R I i TR DK R I Y A AR S A Bk
TR 93 4% A 800 B BB AR S S R R 2w () ], I IR
1% 24 BT 95 45 92 % . 2021, 6 (34) : 105-107.
Bender RA, Caliskan S, Onal B, et al. Treatment methods for
vulvovaginal candidiasis in pregnancy[J]. ] Mycol Med,2021,31
(3):1-13.
Silva ALM, Silva ECO, Botelho RM, et al. Uvaol prevents Group
B Streptococcus-induced trophoblast cells inflammation and pos-
sible endothelial dysfunction[J]. Front Physiol,2021,12(1):1-
44,
BTSSR R H I, A A R D) A G B B R R AR
H BB AR M RAE B T R R B R R A ()] P E
AR ,2020,32(4) 1 455-460.

(KR EHY 2022-05-23 [fEEABHY 2022-08-10

I S U U R U R U U R U U SN U N S e N S S U R R U U R U R U U U R S R U R U U U N U S U S U S S G n R U n g n U P n R U R e i

(E# 1098 )

[3] Maude SL.Laetsch TW,Buechner J,et al. Tisagenlecleucel in chil-
dren and young adults with B-cell lymphoblastic leukemia [J]. N
Engl ] Med,2018,378(5) :439-448.

[4] Kishii K, Hamada M, Aoki K, et al. Differences inbiofilm forma-
tion and transcription of biofilm-associated genes among Acineto-
bacter baumannii clinical strains belonging to the international
clone 1l lineage[J]. J InfectChemother,2020,26(7) :693-698.

(5] 440 B 25 WU ) 2014-2019 4F 41 1 it 25 P Wi 4 (0], &
RGPl e, 2021,20(1) 1 15-31.

(6] Ik, 15 A Bl G o G LWl 1 28 FIBk 75 B 4 2R P AR R 2500 1
FEAEWFFE[ D], b st Hp AR 22 5 L 2013,

L7] Bli/K3E. Z 5 245 81 S O 3 FF T8 U A7 0 2 BIF 98 R Tt 245 6 IR 4G )
[D]. HERERKY.2012.

[8] MR ZHE L4808 K AT 18 Wf 25 5 F K o 7 3 A7 7 = 0 58
(D1 PINEERL KA, 2015.

[9] Biigin YM,Castel R. MYC-positive diffuse large B-cell lymphoma

=%

in leukemic phase at presentation:adiagnostic and therapeutic chal-
lenge[]]. ] Hematol,2021,10(2) :80-82.
[10] Peleg AY, Seifert H, Paterson DL. Acinetobacter baumannii ; e-

[11]

[12]

[13]

[14]

[15]

mergence of a successful pathogen [J]. Clin Microbiol Rev,
2008,21(3):538-582.

Aydemir H, Tuz HI, Piskin N,et al. Risk faetorsand clinical re-
sponses of pneumonia patients with colistin resistant Acinetobact-
er baumannii-calcoacetic-us [J]. World J Clin Cases, 2019, 7
(10):1111-1121.

Tipton KA, Chin CY,Farokhyfar M,et al. Role of capsule in re-
sistance to disinfectants, host Anti-microbials, and desiccation in
Acinetobacter baumannii [J]. Antimicrob Agents Chemother,
2018,62(12):1188-1190.

TR, BRI, T8 ICU & £ it 25 81 & R 2 FF 5§~ 09 g 38
B= e R e 1 75 fe 3 I [T . o T R 4 o A Ak, 2019, 18 (8) : 725+
731.

SLTE . T B R 2 B R Sl AT TR Y DR AT S ST 2 AL o B
FELDJ. gk, 2014,

XU, A AT R OXA-23 Jo OXA-24/40 Bk 75 5 I iy A 45
LRI BF D], #iTT K. 2015.

[ E#Y 2022-04-16 [EEHHEAY 2022-07-01



	2022-09目录内文

