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CVC EE#E CRBSI HEREPFHFHERES ACE
FBHERANHEXERR

m E

HH
I ARG YT B B ORIk S (CVC) , AT 51D A R AR T8 AR DG I i gt s e
(CRBSD) , %% KMEAE (Sepsis) SfkFEMEM T (SS) o Sepsis & SS AL
fRXT CVC 3% B B AR B9 B B ANAZ B BT 7 AL 8 — R 51 P E I R G OB
BN . A TUEE XN E CVC R H KFEAREAT RE D) BIBUE 54T, i
Fi CRBSI BIIAT i 2= RRAE S SUR G0 o ) A 22 v, Wi R i 2 ) B2 S
FURSL AR, Sy CRBST B A $ AL A M2 3 .

1. RAEFGERS (HIS) . MEMEERS (LIS) H5HEMS0 5 ik,
XA HUGIESE 4 4 16,841 1] CVC B I AR 1 1) CRBSI JiAT i = RHIE S 4
B A5 0 AR M AT BB 7T, 20 BT CRBSI IR A3 L 95 JR AL W i b s

AL

2. ¥ ICU B E CVC S8 % (SIG4l) 100 fl 5KHEE CVC FEH G
) 100 B A K ML EAT X EUBIFAE, SR FH S22 € & PCR (RT-PCR) %
AR, 3 B 6 SEEURGYR I B 1) 55 77 B N 3Rk 1 22 5 . R Graphpad
prism6.0 FAT G170

3. K ICU BB CVC S8 k4 T CRBSI 1 SS #i# (SZIR4H) 238 il 51EH
A ORPHRZED 242 il (1) 41 Bk LR AT 6] EURIF 9T, R FH 56 A B e - PR A1) 2
FEBKEZAM (PCR-RFLP) J7i%, s /12K ACE ()28 Bl iE M /¢ rs4291
Al 154646994 73 FFrit 12 &1 KA Kaplan-Meier 2E 47 #H 28X} ACE JERIANA]
P2 AmMS SS BFE AR AR ERATIH R EHRTRE5Z BRI
JiEXT SS Hfa R = AT Si v AT
HZR

1. 16,841 5l CVC BE# CRBSI WIAT A =R S Ao AE W) R R

(1) CVC BEE M EIZFENEIN, (H CRBSI KA FRZBERFK, 7550 7.9/
S¥H. 7.6/ TSEH. 6.9 T3EH. 64/ TFEH.
(2)  CRBSI FIFHIEEM R R K BT & LBy, A IR 2 FIR RN 88%,
FERTEBIBKIEAS R, BEATHEAER 4.2%, BEFHREHEARN 2.1%,
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HARF R A 0.3%.

(3) CRBSI BRI 16,507 51 95— Ji By, 331 45y R HL J%
e, 3BINZERGL, BB HIRIRE 16,905 #, EXKHME (GTE)D 8,709
Bk (51.4%) , ¥EZRKAME (GHE) 7,875 % (46.7%) , HHE 321 #k (1.9%) .

(4) Zra s R R, CVC BB CRBSI HIBURGYR IR W F2H 6 2K,
RIAERE (16.5%) « #A2AFHFFE (15.4%) « FiRTHEAMFE (11.2%) . 4
SEURIEE (10.5%) « KRFZEAE (9.6%) « REHEERE (3.0%) .

2. 6 RBURGYIR FE MR G R IR R SLIR AT SRR AR LG, SIS 1
BRI B 2 3L K] esP. gelE. cylA. ACE, fifl & RSN ) YA 52 [ baP.
ompA-~ csuA AT 48 o B A AT B G AH G FE [A] iroN. htrA, i 23 A B o B 117 Jak
PR ELA exoS. exoT. exoU. exoY, KMpiRA H G IIE A eaeA, FT
2 BR TR R LA S JE K] icaA . U43366 2585 79 R 5 %) IR 40 A b A 7K P =i
HZERAARIFEE L (P<0.01) . HIKEBEGEEN ACE £HRRAEHET
o

3. LB 28] ACE 2K 2 &M 45 B 7R : ACErs4291 Fl 1s4646994 45
PR (Allele) FIZEERAR (GF) ¥WHEEZEHR (P<0.05) , LKA rs4291
(1) TT 2[R B33 A rs4646994 (1) DD PR R84 35 B il i T X RRZH. (P<0.05) 5
ACE H: K [ A MiE PR 7T 45 B o SEIR AN FRZH AR EL B, AT A1 TT B AR
(TT>AT)LL AA FEPRIY BT 575, 17 DD & R UPAE XS T DI A 11 25 24 (DI>10)
A N % Kaplan-Meier AEfF I VT 45 B o 4547 TT 8 DD ZERI AL SS
BE AR B S 7d-30d ABUEE; SS fafS R MRS 2 A&
MR BN, AR A e 2 (SOFA) 40, 1291, IfijE ACE } r646994
N SS B BAH S AR A RIS K TUE 4R .

g

CVC BE & CRBSI [MBUR G 5w DU BRI 862 AZhAF R R A
MBS R RE . RIIRA T . R HEBRESE 6 XN E. Wi 18 /5
BRI A4 SRR, BB CVC T8 & (100 IR B BUR G AH OG5 77 55 R 1Y) 15 R B 7K T
Al AES RGN R A B — e AR e, E 2RISR IER) 16 N3 /12 [RH, ACE
FER 5 B MR 58 2 (A7 AE I B AR e M X — S5 R W, ACE # ) 2R AT g
P B ()l PRI FE A o

XEEE: CRBSI, 4@ AM2#4sYE, ACE, FAFEMRA
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Correlation study on biological characteristics of bacteria
for CRBSI and ACE Virulence gene for CVC catheter

patients

Abstract

Objective

Central venous catheter (CVC) is widely used in the treatment of critically ill
patients. Catheter-related bloodstream infection (CRBSI) is one of the common
complication for CVC catheter patients. Inappropriate and unreasonable treatment is
extremely apt to cause sepsis (Sepsis) or septic shock (SS). The occurrence of these
diseases is a series of serious systemic responses caused by the infection of CVC
related pathogens, and the fatality rate very high. This study investigated the
epidemiological characteristics and bacterial biological characteristics of CRBSI and
analyzed the correlation between pathogenic virulence genes and infection by
retrospective analysis of large samples of CVC catheter invaders in specific areas,
providing a biological basis for the prevention and treatment of CRBSI.

Methods

1. The epidemiological characteristics and bacterial biological characteristics of
CRBSI in 16,841 clinical cases were retrospectively analyzed., Hospital information
system (HIS), laboratory information system (LIS) and SPSS19 software were used to
analyze the incidence of CRBSI, pathogenic microorganisms, influencing factors and
SO on.

2. The inpatients in the ICU were divided into the group of indwelling CVC
catheter (experimental group) and the group of non-indwelling CVC catheter group
(control group). The virulence gene expression differences of the six types of
infectious pathogens were analyzed by RT-PCR. Statistical analysis was performed
using Graphpad prism 6.0.

3. Comparative analysis of peripheral venous blood from SS patients with
CRBSI who have a CVC catheter in the ICU (experimental group) (control group),
and ACE rs4291 and rs4646994 polymorphisms were detected by using polymerase
chain reaction-restriction fragment length polymorphism (PCR-RFLP). The
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Kaplan-Meier survival curve was employed to evaluate association between ACE
polymorphism and patient survival rate, meanwhile univariate and multivariate
methods were used to assessment the risk factors for SS.

Result

1. Epidemiological characteristics and bacterial biological characteristics of
16,841 CVC catheterists CRBSI:

(1) The results showed that the total number of CVC tubes increased year by
year; during 2012 to 2015, the incidence of CRBSI was 7.9 /thousand catheter day,
7.6 / thousand catheter days, 6.9 / thousand catheter days, 6.4 / thousand catheter days,
respectively. However, the CRBSI incidence decreased year by year.

(2) CRBSI related factors: patients with a variety of complications (88%),
catheter control sensor compliance (5.4 (4.2%), poor self - management (2.1%), and
other factors (0.3%).

(3) CRBSI pathogens: 16,507 cases of single pathogen infection, 331 cases of
double infection, 3 cases of triple infection; total separation of pathogens 16,905
strains, Gram-positive bacteria (G + bacteria) 8,709 (51.4%), Gram-negative bacteria
(G - bacteria) 7,875 (46.7%), fungal 321 (1.9%).

(4) The comprehensive analysis showed that there were 10 types of infectious
pathogens of CRBSI in CVC catheter patients in this region: Enterococcus (16.5%),
Acinetobacter baumannii (15.4%), Klebsiella pneumoniae (11.2%), Pseudomonas
aeruginosa (10.5%), Escherichia coli (9.6%), Staphylococcus epidermidis (3.0%) and
other six categories.

2. The experimental virulence gene analysis of 6 types of infection-causing
pathogens, compared with the control group, the experimental groups:
Infection-related genes esP, gelE, cylA, ACE of Enterococcus, infection-related genes
baP, ompA, csuA of Acinetobacter baumannii, infection-related genes iroN, htrA of
Klebsiella pneumoniae, infection-related genes exoS, exoTl, exoU, exoY of
Pseudomonas aeruginosa, the infection-related gene eacA of Escherichia coli, the
infection-related genes icaA, U43366 of Staphylococcus epidermidis, and other
virulence gene expression levels were higher, and the difference was statistically
significant (P<0.01 ).

3. The comparative analysis of ACE gene polymorphism between the two groups
showed that the alleles (Allele) and genotype frequencies (GF) of ACE rs4291 and

154646994 were significantly different (P <0.05). The frequency of TT genotype and
v



the frequency of DD genotype of rs4646994 were significantly higher in the
experimental group than that in the control group (P <0.05). The results of ACE cell
activity showed that AT and TT genotype (TT> AT) were significantly higher than AA
genotype in experimental group and control group, while DD genotype was higher
than DI and II genotype (DI> II) There is a significant decline; Kaplan-Meier survival
curve assessment showed that SS patients with TT or DD genotype had a higher
lethality rate of 7 d-30 d days than non-carriers; SS risk factors of single-variable and
multivariate analysis showed that low-grade organ failure (SOFA) score, rs4291,
serum ACE and rs4646994 and other factors were higher risk and adverse prognosis
of SS patients.
Conclusion

Infective pathogens of CRCSI in CVC catheter patients in this region are mainly
composed of 6 kinds of enterococci, Acinetobacter baumannii, Klebsiella pneumoniae,
Pseudomonas aeruginosa, Escherichia coli and Staphylococcus epidermidis. The
virulence gene analysis of pathogens showed that the high expression level of
infection-associated virulence genes in pathogens of CVC catheters may be related to
the occurrence of infection. Among the 16 virulence genes with high expression, there
is a clear correlation between ACE gene and SS. This result indicates that ACE
virulence gene may become an important clinical predictor.

Key words: CVC; CRBSI; Biological characteristics; ACE; Virulence gene
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MR EZAAE LB AR A S CVC B CRBSI KN LW S 3t 5 ACE 35 35 R AE Sk (A 5T

it

Al

W0 ik S 4 (Central Venous Catheter, CVC) &6 55 B Hed i J7 ik 2 il i3k
NS ERIK . B T ke sR ik, FER- S8 a7 7 I I8 7 R B %
FEEFK. 20 tHZ0H], Bleichroder V0K CVC HAR RN T A&, 4l 1 fr
Y

K1 CVC BEEr~EK

Figl Schematic diagram of CVC catheterization

FEME I 30 Z4EH, CVC BRI VGRS 7t — 209 R, Tz
TP R S EE R R RIE Ao O R R PR R B NRURH L 1)t Y
4 B A E 3: (Total Parenteral Nutrition, TPN) 88 B35 [RIAL ST 2505013
MBZET (Hemodialysis) « (O FAZHAS FEARAEA . S HIH AR (Radiofrequency
Ablation,RA) JIGIT OHVREEFIEZ T . HT CVC BARE THeI A, 1M
SEERNENMENNRY), TEEE R, R e A REG R L%
$ahn, B RA R R PR A R R, PR S AH ORI G (Catheter Related
Blood Stream Infections, CRBSI) -4, i A Seit 458, fEEE, RFFEME
HRME FE RGN 1.5 12, Hr CvC i 500 ik, K4 CRBSI# it
20 Ji NIk, CRBSI K RARZ N 8.0/ S8 HB, #5382 E E 5 2 b sk e 5 1%
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MR EZAAE LB AR A S CVC B CRBSI KN LW S 3t 5 ACE 35 35 R AE Sk (A 5T

%4 (National Hospital Infection Monitoring System, NNIS) % &7, #id 85%
P E KW IMAE (Bacteremia) #71A A5 CRBSI A k71, Kk, CRBSI AL
T EE BN W B A A2 T A SR IR RORE , ANE ™ SR B 5 1
Wi, mHRKREN T EEHE LK BN OHEE I SA TR,

CRBSI x4 FFAE s — IR FrEl. 51k CRBSUBAL 1 IR i Fh A 2, (HIl
PRULN GYil e N Woo KRBT RIN, BUBYL B DL JGE ] By [ 6 ) BR A fifl 2 A
R SR EAHERE . BERESEZ . W REBURRIINEBCNE R, &Y
WM o5 S R A AE 5 BUR I S T 254, OB B — MR BRSNS R, W&
ZrhEE 1A, MR JEER X RGE T HBURER 9SS . A CRBSI BU G L1 ¢
e R 5 TR B 0 2R R — 22 A, A BT IR CRBST KA S TR 26 IR B R

[Ff, CRBSI &AW 5 AR S A7 AL B MR, Blan, EEFHHS
HPIRGL . FEMBTHIE R BEATRITEAS . HEF R i geK-F. EE iR
M. SEEENNENLEE GRS REY S LR, CRBSI ) RKASE
RNZME IR R LA 4 R,

KA CRBSI B & RS A A6y A LI, WIAR PR & fe Jym H 1) 4 5
RGN -- B RE (Sepsis) » WFR N A & RIE K N ZE A iE ( Systemic
Inflammatory Response Syndrome, SIRS) , H Il RFERFR I N B E AL B — R
FJo B S A B R R AR A, IR R B AL R T =, BAR RSB R 2RI K
RENY, R BRI RGN R, Wi NEESFE. R IEE K.
OO RARE I, 2 S EWUA R LT A AT, 3t I LA 2484
BURTE, K FEROAM™ B IR . ERERRIGO0 T RIS T 8 H 2 EANEE TR,
TAEM IEFFEEMAR M R A2, AP IR SR PR 28 48 B D RE PR AS

(Multiple Organ Dysfunction Syndrome, MODS) S&EAR £ &, FRZ NAMREEPEIR
5. (Septic Shock, SS) 1121, JHRERAE 1 & A2 I R REAEAR KRR JEE B HGER N PR
JZJFi 2 (Endogenous Glucocorticoids, EG) B, HHARVFZ A K, HZF
F ol MERZ S SS RES KREIIE, K25 SS HERZEME (Gene
Polymorphisms, GP) 7t SS Fl Sepsis H1 i & g /E R4, HWE5ttat, AMH
(1) 356 R 2 A PR I 5 5 S Sepsis 1 SS W R AEH Bk, LLunhgE K3 R 7

(Tumor Necrosis Factor, TNF) , {H& R4t —A A EES SS FISLT- R EAH
KR, LW, B FIRREESZIA (ADRB2 2D U7, pbih, Hitafikdigd,
g K R4l (ACE D S50 BRI 2 56 5 K 8N Sepsis!'®! o I %2 H |,
bR F ¢TSS BImAT i 7 falk B3R A H S B 78 o A/b s R
Rt RS, AREEMEREM SS BIBE, K T/EE DM 7 RER
WA IR 3R T AR ZE R, (B2 Ok TR gL R IR 30 /1 2 W AR SR A
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MR EZAAE LB AR A S CVC B CRBSI KN LW S 3t 5 ACE 35 35 R AE Sk (A 5T

EORHI Pk () 2224, RIAEantl, 7ERat M RIEDT U C e 1 skt i
AR, X SS B AR L A PR E L MR, M SHUAR RN . 5
BURGYw SR B8 73 Z B R 2, WA REAT IR AW 7T, BEAh, SS il
REBIUVEEERE %, BOw K™ AR . I AE AN BUR G J B 5 2 D 2 A PEAE ROE
PRI FHIZZEAF, 2R G RE T SS MR EE R NIk, Wi
SPIRPRXT SS IR e LA R e SRR FRNE A2 W, RO PRSI PR
i — R

AT L KA AT 1 )[BT BRI 7, S0 A 3R IR CVC BB & CRBSI K
FRITALAT 9 2 RS MR S BSOS Jir T 1) 20 T AR A R o X (BB AF 070 A v BT o B
PR 6 SREURGYIR IE R, 70 4t Hoag 773k A 5 BUR BRI BEAT IR A IR 7T,
NI 5 T BUR G N KRB JZ T, AR CVC BB % CRBST AR, il
RREEYR CVC BEH SS kKA. KELAFRRMEESS, @iddisd CVCE
B CRBSI SURG J7 B A0 A 2R, W E CVC FE I SS B T
& /13K ACE 5 R AR MIARSRYERE 7E, NIRR VPG CVC BEH SS KA.
PRI AR DL I SR T EE 7 .



MR EZAAE LB AR A S CVC B CRBSI KN LW S 3t 5 ACE 35 35 R AE Sk (A 5T

E—849 CvC BEESE CRBSI WAEEMFFFEHRR

CVC FEMHEX TR ERIRNEEN S, RIS 5™ mgesk
T k. Rl CVC B B T K CRBSI WA 20 A RIEME A K
B, CRBSI MR AIFAR S — I AT, B & BURG 97 I i A4 2
IR SCHFIE, [R5 88 B &5 BPIRES . T AR N RIERIEAKE . B
R L N E VIR .

AR 73 38X KA A A B e (1 [l B AT 7T, T B CVC R EE K
A= CRBIST [FLAT I 22 4 A1k K 3 BUR G S I 2B 2R3k, 9y CVC BB
CRBSI B iR 25 M ik H -

1 ARMBEFE

1.1 HRTE

1.1.1 CVC BB CRBSI 4l AV # R PE AR Y 2012 4F 1 H-2015 4F
12 3L 16,841 il CVC B & A &M bk L Bl T 8 9, [ I S8 A I35 77 43
BIER o A bR AR BB 35 s DX R & HOlk B 5 il N 52 58 1, 64 B Mkis %
N G FERG taie AR e e v 55 5 A 30 I m AR 2R Se i, — R LAE
PJA8AIE A (1) SOP 23K .

1.1.2 SR BB 1 At 5 0732, g 25 ) 2012 4F 1 3-2015 4 12 H 8] ICU
IR EE R BOR, BRRREICT. R A ARIEL R R
B AR R R RS AR T AR A S0, S R BRI R R R B
Jei il 5 AL AL &, WA B 1B L . CRBSI [AE G 72

1.2 FIFL R

1.2.1 &7
LK% TR 5 A kg B 152 8 5] ) Bact/Alert3D120 -5,

1.2.2 SEEAN AR

VEE A WM L% N F] Bact/Alert3D12 45 [ B MRS 754X 2 #0E B HX-21
H A HE £ 24 ; < [F OXOID A & T8 H il BE H & A -F#k; 35 [E Becton
Dickinson A # Bactec 9120 Il 5% 721X ; 1% [E Siemens 2 7] 4 7= ] Microscan
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Walk Away 96SI 4 H Zh4H b6 4 € A R St
1.3 SEWT5E

1.3.1 CRBSI 4B [ 35 97 [ % 58

1.3.1.1 #R¥E (AEIGREEERE ) 5 3 i R Rk T cve 8%
A AT 8 B3RP, 8597 58 UG BIR TR B4 A= K>15 CFU NHA A 4
Yo Lo 55 IR SO 8 AX 35 43 7 5K H 3% [H Becton Dickinson 2 7 A 7 ]
Bactec 9120 M5 7= A% E Siemens 2 7] 4E =[] Microscan WalkAway 96S1 4x H
BB S R G . MRS 3L B G R SE 58 25 FR#E B 25 (Clinical and Laboratory
Standards Institute, CLSH)FUE, XI5 & K%K H Kirby-Bauer 48 ZifigH vk
W E e R B LR 29 B0 250 s FH ORI 3R 5 B (ATCC25922) Hi SR AR 5 i B
(ATCC27853) 4 7% 6 ] 4 BR B (ATCC25923) 31T 25 MU i 15 s 45 51 ) 52 4k s
CLSI2008 - fR 574 -

1.3.1.2 B IMEEFRECT 4 B h M5 724, BHE S5 5 H IS 42 P I~ AR FH 775 5
VRS ®

1.3.1.3 K35 37 1008 i A 26 73— 20 S Tl At A 25 28

1.3.1.4 Z5850R5% R A Kirby-Bauer 4053 #0125 80R56 1 Wb R FH 55 [
I PR 5258 2 AR HEALZE D 22 (NCCLS) W bRifE . LABURL(S). /(D I Z5(R)FR TS
SER . MM 25 0T T2 R =2 N 24 s R /2 ARSI S R <100 %
SXoF it P48 P AR (MRCNS PR ) W AR NCCLS FIHLE , SR Lo T 48 7 ¥ Bl
R, 424 G RAS S R R 56 3 MO AT 3R 1

1.3.2 iz

H T CRBSI )& T R B g i) —Fp A, 7R GL I M A2 o i T B P sk
Pyl I = MR RS I A %, =R BEIGR R} 3 8 YL IR 3R M 45, X
BR3P N DUEAT T0URT « ke i) 55 7 T R AH DC AR BRI, R SR g B R N 2 72 e IR A
PAAE bR TAE . Rl = Bk BB IR B A g L, e IS AR = Bk 5
o A EPBURGYE LI SRS BEGAR  -R b AT G 9 0 B0 AR, ik
i, A, Pribleik. S LIRSS R IR R A AR A 4 S 0 B M 45 R ik
ITIBERHE, S RIEGER G IR IN R, BEWE X R e G B R« IRAT i S
Lea A, LT SR Tt v A

1.3.3  CRBSI & 412 Wrbrifk

1.3.3.1 WSS MG 72 AT 2 =i, 752K CVC S8 1R AL B B Al
SR MR AR RATE I, WIS BOES BN E B KRS 7200 3 500 F.

1332 20—k FEEFILEERFEHEEE, 7l FE>15 CFU M
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>1,000 CFU, 73 AN A1 J&] i ik RTS8 757 B A= 1 s 97 2= BH A

1.3.3.3 £ 48 /NI A, e A ML PN 5 L I A 3 TR 80 T
AR TR GLE PR AT BH S ) SR Y

1.3.4 {3 B

(s B NERE B &9t (Hospital Information System, HIS) . i85 5 &
4% (Laboratory Information System, LIS) HH2H, H{E B H LML TFEIW, K4
AR BAREL R, Dl Ok B E < OF Ik E” «CVCREBRN. “F
BN “SFERE. “FEHE". “HESENNE T E NS M HIS
S LIS FR Gt 58 Al i) 2 v S T E

1.3.5  CRBST = ZHEGL J i i 251 737 Bl 7

WA R A ST B TAY TR ARG B IR A AG 8, PCR ™k
g aifh faik Bl TAEY) TR RS A R A =347 .

1.3.5.1 T FFAR0 P AR <2 B8 2 A BR TR spa B PR 79 Y

Beit spa 5190, SRR 1.1 Pron,  PCR P43k Bl TAY) TR
AR R A A i =X milfy, WFsRE BioEdit WA E, SEEE
(http://www.ridom.de/spaserver/) H1 3 A1 I Bl 5L 552 F7 21 LU A, AR 98 = 527 91 () 20
S HAHES T i€ MRSA WAKH spa AL,

1.3.5.2  CNS it 2455 K 73 Hr

KH PCR J7iAanill CNS IR 24 3 R B- N M i S 24 25 A blaz ZE[R ;. KA
WHERZEI 2525 K ermAermC FIZFEPE T 2R 25 5 K] aac6-aph2.aacA-aacC; M
AR 2525 R qnrA. qnrC. qnrD, 1 qnrB; Y Z57H #5724 K] gacA. gacB.
smr ZFHEAT PCR 73, JExr&s Rk T geit. e sk 1.1 fios

1.3.5.3 12 A5 T PR A 2R 40 A

Wit 2 SHEZERFS] (RAPDLD) 514, 51915813 1.1, #id PCR
P3G,k kR, R A KIS AT R, AT IR T

1.3.5.4 JIli 9 e B {1 o T A s DR 2R A

Wit 2 SHEZERFS] (RAPD2) 514, 51915813 1.1, #id PCR
P3G,k kR, R A KA SRS AT R, AT IR .

1.3.5.5 KMp A B M = o

K $5 A w12 W o BTSN T B O A ) ik e A8 77, BRAE T A S HAT
Wi AT

ASEEyH PCR G HAAS Ry FHHZERE PCR R 25 ul MK R,
HrH DNA S pl, Buffer 53 2.5 ul , Mgel 2 ul, dNTPO.5 ul, L RiF5]

Y& 0.5 ul, Taq M 0.2 ul, MK 13.8 ulo PCR SNALF N 95°CAE 1 15 S, 4R
6



BV PN L T S VA TS

CVC B CRBSI FINHE A4 S 5 ACE 3 5 BAHSSERIHE T

ol Tm HEERKEE (Tm-5C) , iBK30s, 72°CLEfii 30 s, L8 36
ANMEFR . PCR PZHILA 1.5 %6 1) B TG 0 4 fie FR kAo il o

% 1.1 PCR 5|¥E%
Tablel.1 PCR primer sequences
HH k7]l

mecA Hig1% (F) : TCCAGATTACAACTTCCACCAGG
JG51% (R) : CCACTTCATATCTTGTAACG

blaz B5l4% (F) : TCTAATTCAAACAGTTCACATGCC
J551% (R) : AGAAGCGGTAAACCCCTCTGAGA

ermA Higl% (F) : AGAAGCGGTAAACCCCTCTGAGA
JG51% (R) : TCCCGTGCTGTAGGCATCT

ermC g% (F) : GCTCAGGAAAAGGGCATTTTACCC
JG51% (R) : TGGCAGTTACGAAATTACACCTCTGT

aac6-aph2 5% (F) : TTCATGTCCGCGAGCACCCC
Ja51% (R) : CCCGCTTTCTCGTAGCA

aacA-aacC g% (F) : ACTGTGATGGGATACGCGT
J551% (R) : GACTCTTCCGCCATCGCTCT

qnrA BS54 (F) : ATTTCTCCGCCAGGATTTG
JG51% (R) : GATCGGCAAAGGTTAGGTCA

qnrC 5% (F) : GGGTTGTACATTTATTGAATCG
J551%) (R) : CACCTACCCATTTATTTTCA

qnrD 5% (F) : CGAGATCCAATTTACGGGGAATA
JG51% (R) : AACAAGCTGAAGCGCCTG

qacA HI514% (F) : GCTGCATTTATGACAATGTTG
JG51% (R) : AATCCCACCTACTAAAGCAG

qacB 5% (F) : CTATGGCAATAGGAGATATGGTGT
J551%) (R) : CCACTACAGATTCTTCAGCTACATG

smr B5l#% (F) : AAACAATGCAACACCTACCAC
JG51% (R) : AACGAAACTACGCCGACTATG

RAPD1 g% (F) : GAGGGTGGCGGTTCT
JG51% (R) : ACGTCTTATCAGGCCTAC

RAPD2 g% (F) : ACCAGCCTCAGCAGCCGGTTA
J551%) (R) : TTCGCCGCAATCATCCCTAGC

1.4 HARIBR 53 4h

¥ CVC FE AT % € B3 imt 70 5 ds A1 HIS A1 LIS RS i IS 2 iMs
SBPE ST SPSS 19.0 F4 e 5 i CRBSI A 4T H Sz 36 40 AN 97 40 i 45 21 (1 B 4
FES7 SPSS 19.0 Huds FE, B R IFATE AR I AL BE A% 25 S 0T



MR EZAAE LB AR A S CVC B CRBSI KN LW S 3t 5 ACE 35 35 R AE Sk (A 5T

2 MREER

2.1 CVC EE#ER A CRBSI K E %

RN 2012 4£-2015 4F 16,841 4] CVC B & 1) B & Mt S CRBSI K& 4E R
BEAT R RIS T 8T, 45 REIR, CVC BB A BIBURER N, CRBSI Ik
EZSHNTITFEH. 7.6/ TFEH. 6.9 TSEH. 6.4/ TFEH, REX
IR RIET . GRNE 1.2
# 1.2 CVC EBEMN . CRBSI KAFE

Tablel.2 The general situation of CVC catheterization and the incidence of CRBSI

T SBEEGH®n RAERREEE N EESREA  ERERERTIEH

2012 3,575 458 57,621 7.9
2013 3,984 478 62,630 7.6
2014 4,400 475 68,081 6.9
2015 4,882 488 75,539 6.4

HEAt, XS ILE EE K CVC BEMBL L CRBSI FRAER BRI 1 4
VAT, SRR 1.3 PR, 2012 4F-2015 42)LE CVC BEH IS HIHBUIREFE
#hn, JLE CRBSIMRAERESH N 1.8/ TFEH. 1.5/ TFEH. 6.7/ T 3%
H. 6.3/T % H. M CRBSI A AEMARLE 2012 4£3] 2015 48, W15 1.4 fir
e AN 83T REH. 8.0/ TREH. 7.3/ TREHM68/TFEH, HES
TR, TR RN JLE B CRBSI KA R oA A —, 2IE
FNBEIES

R 13 JLE CVC EEMILKL CRBSI KAER
Tablel1.3 The general situation of CVC catheterization and the incidence of CRBSI in children

F HEER M RAEREG SN BEEARE  EEERAERTREH

2012 1,067 128 15,421 7.8
2013 1,123 171 21,375 7.5
2014 1,357 169 23,150 6.7

2015 1,431 182 26,765 6.3




EVIIPN e S S VAT CVC B## CRBSI AU A2 Rk S 5 ACE 5 75 PR SRR W 52

R 14 A CVC BEHMILK CRBSI KL
Tablel.4 The general situation of CVC catheterization and the incidence of CRBSI in adults

Ay SEER M) KAEREGE N EEEREd)  BRRERERTREH

2012 2,508 330 42,200 8.3
2013 2,861 307 41,255 8.0
2014 3,043 306 44,931 73
2015 3,451 306 48,774 6.8

22CVC EEE CRBSI WX mEZ

Xt CVC B FH AT B TRl R 122 e A 530 ) R ez ol SR AT T el ik 4y
Mr, g5 BT IR, CVC B #H CRBSI 52 K 2= WG BE &2 Mt KE (88%),
SERPEEERIAEAR (5.4%) , BEMIHEAE (42%) , BEERE
AR (2.1%) , HABMHXKEZER (0.3%) . 4882 mE 1.1 s,

CVCEEHCRBSTEFHHEE

2.10%

0.30%

uEXRAREIIARE
u SFHPARSHET
] }%%“Eﬁﬁiﬁziﬁ

= EAARFHATR

= HfbE %

Kl 1.1 CvC EE# CRBSI MK ZIL A
Fig 1.1 Summary of influencing factors of CRBSI in patients with CVC catheterization

23CVC EE# CRBSI AR ZSH

[5] U4 3 B R FH B R 2R 2% A logistic [B1H 20 #T%, BLFE CVC BE #H G R4
PIg RN  WH PRI« iR PR B . RERE S M E#E L Lac>2
mmol / L. APACHE I ¥¥4r. HUAERMA . BERIA. HAE R M., i HesE
14 MERHEE, & HES CRBSLGRFERKIKR. SRR, (EHRGE
W+ fEHS. Lac>2 mmol / L. APACHE II ¥4 WA . EAEmHa . K
PEIHNGIT S 7 MR RBON TR fER R 2, W5k 1.5 Fivk.
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#£ 1.5 CVC B CRBSI KB EHT

Table 1.5 Single factor analysis of CRBSI in patients with CVC catheterization

NS PN AT Wald %2 14 OR 18 OR ] 95% CI P1A
T RGBT 5.467 3.312 1.232-8.781 0.016*
Jiti 0 5 5 0.155 1.304 0.399-4.175 0.567
b8 1 7 9 2.698 1.271 0.398-4.156 0.087
B PR v 1.774 2.156 0.687-8.132 0.156
(SRR 1.134 2.142 0.589-9.467 0.186
JH I 32 97 1.365 3.908 0.375-30.57 0.146
P51 4.267 0.366 0.376-10.58 0.347
SERE 10.56 7.642 0.429-3.195 0.012*
PrAEREA 0.78 1.021 0.478-5.146 0.397
Lac>2 mmol/L 2.89 2.367 0.787-7.142 0.032*
APACHEII ¥4y 10.46 1.168 0.689-8.465 0.001**
B[] 2.49 1.452 0.487-6.175 0.042°
THALTE H i 5.67 4.456 0.365-20.57 0.016"
KA s e TT 2.58 4371 0.356-10.58 0.006™

*FKIN P<0.05  **F78 P<0.01

2.4 RNEIMRSES CRBSI £+ RAMEEL M

[ JE 1A 73 T (]IS St a A ) 5 A P T M B kAT 1 028, FF0F 5 CRBSI
KM Z AR R REAT T Giit ot &5 a3k 1.6 For, 1€ 16,841 FIFEAH,
fEFRERM T CVC 33N 10,487 i, k42T CRBSI 114 1,542 i, K&
AR 14.9%, M REBEM T CVC S8 &N 6,354 I, H k4T CRBSI
fREE R 357 B, KA 5.6%, ZHASRFE L.

# 1.6 AFEMF PICC 5 CRBSI &4 R AN HT

Tablel.6 Correlation analysis of the incidence of CRBSI with different PICC materials

H 1 1% (n) CRBSI &4 1E.(n,%) P
i PICC 4 10,487 1,542 (14.9)
R Mg PICC 4 6,354 357 (5.6)
&t 16,841 1,899 (11.3) 0.000™*
** R P<0.01

25CVC EE & CRBSI £ EHBE £ BEHBHBEZ S

HiE—0 it CVC B CRBSI R s e il 4 B B I BUR R R, 4765
BT ATRCEER 16,841 BlIGRR B R, XA T CRBSI [ CVC B & H K
PR RN 4 B LI AT T AL, FERTEER AT R I, R I S R mﬁ@
B PRI S D R A R IIM O, Wk 1.7 R, e Bk T 59, &

10



MR EZAAE LB AR A S CVC B CRBSI KN LW S 3t 5 ACE 35 35 R AE Sk (A 5T

B ). HE PRI ZE R AR R AN, 1 5183 2G50 « APACHEII ¥£4r. KI5z
FVE T S R = ARAERORBIAR M, W58 1.8 A
# 1.7 CRBSI J&#B G R R 07

Table1.7 Analysis for factors of local infection in CRBSI

BRI I Sa s R 2= Wald %2 14 OR 8 OR 1 95% CI P1{A
T RGBT 3.457 2.658 1.432-5.256 0.322
Jiti 0 5 95 0.135 1.245 0.425-3.568 0.653
Jit g P 1.435 1.135 0.362-3.256 0.432
B R I 3.215 2.461 0.687-8.132 0.0017*
(=RIRES 1.467 1.958 2.314-6.525 0.143
JH I 32 97 2.104 3.465 0.324-5.262 0.315
P51 3.201 0.148 0.235-9.483 0.256
RS 8.451 6.325 0.325-3.325 0.013*
Pk = A 0.665 1.325 0.423-3.808 0.352
Lac>2 mmol/L 1.985 2.148 0.254-6.254 0.132
APACHEII ¥4y 8.460 1.352 0.365-6.524 0.201
B A] 3.712 2.354 0.325-5.215 0.014*
VHALIE i 4.353 4.325 0.352-18.25 0.226
KA G s Ve T 3.125 3.952 0.432-6.584 0.338

*FRIN P<0.05  **FK/x P<0.01

# 1.8 CRBSI 4 5 B4R K0

Table1.8 Analysis for factors of CRBSI systemic infection

BRI I el R 2= Wald y2 18 OR & OR 1 95% CI P1{A

T R G5 4.328 2.325 1.212-6.325 0.023"
I ¥48 5 9 0.188 1.230 0.568-3.785 0.689
b8 1 7 9 2.365 1.175 0.412-3.125 0.069
LR 1.675 2.035 0.352-7.625 0.012”
B 9 1.254 1.768 0.367-8.451 0.268
JH I 5 1.236 3.658 0.638-20.152 0.432
il 4.156 0.345 0.258-20.325 0.157
ERE 10.36 6.532 0.256-5.621 0.002**
PR 0.158 1.325 0.521-4.231 0.243
Lac>2 mmol/L 2.358 1.324 0.685-7.254 0.132
APACHEII 43 9.438 2.025 0.598-7.654 0.018"
B H 2.351 1.325 0.645-3.465 0.001™*
THAE H 1 5.362 4.325 0.582-5.284 0.236
KA e a7 2.352 3.378 0.468-5.214 0.003™*

e PAERHANRE, ARIEG: CRBSI BB EAE AR, *KIR P<0.05 **KIR8 P<0.01
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MR EZAAE LB AR A S CVC B CRBSI KN LW S 3t 5 ACE 35 35 R AE Sk (A 5T

2.6 CVC EE# CRBSI BUEARRFREEFRNH

[ Btk 25 2 BT R B, CVC B % CRBSI I JE B 2R BLA DU R A b
AW 16,841 Bl PRIE B, 16,507 1] 9 50— R B A, 331 49 g X EL ik,
3By =Y 0 BUBGE SR R (15 B B R S R g R 1.3 (A-B) TR,
YR 1.4 (A-B) , HAFEN GEESH ORI ERE. BpEkE: %
5E I 12 G R FES S A EAT B i 2 SO TR AR . B AR B A  TE A K  R A
W, Wk 1.3 (C-F) Fiw, #2QveamE 1.4 (C-F) , aihsr B E R 16,905
B, far ] 9 2-60 d, ~F43 15 do BB G 8,709 Fk (51.4%) , G 7,875
T (46.7%) , HH 321 Bk (1.9%) . ZERmE 1.2 ME 1.9 Fior.

3
16507 /" 190%

3t

= 8,709 GRS

= 8000 7,875 +

22 51.40% GBS
HEER

331 3

B S L R T A e =HR Y

K 1.2 CRBSI YA A5 . (A) CRBSI YL F s HAR;  (B) CRBSI i
J T SR AR

Figl.2 Biological characteristics of infected bacteria for CRBSI. (A) Characterization of
pathogenic bacteria in CRBSI infection (B) The characteristics of pathogenic bacteria of CRBSI

12
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# 1.9 CRBSI i J7 i 40 F iR

Tablel.9 The characteristics of pathogenic bacteria of CRBSI

s J5L A FEE(n) 4 R EE (%)
G BRI 8,709 51.4
MRSA 4,382 26.0
CNS 2,811 16.5
Jig Bk 1 1,008 5.9
% R 508 3.0
G M 7,875 46.7
fifl] & BN B 2,598 15.4
i ¢ e B AR AT 1 1,881 11.2
o] e PR L 1,776 10.5
PNI7R S 1,620 9.6
FLE 321 1.9
AR 22 9 B B 273 1.6
i g R ] 48 0.3
it 16,905 100

TE: MRSA i AR PU AR G0 (R & BR IR, CNIS gt [F] il [ 424 %0 67 BR T

K 1.3 CRBSI AR JR A 7 253 77 45 8 (A) e 3 i BT ER T s (B)IRAERTE ;s (O 2 ABhAT
s (D)W e T AT (B) HAZRBUR IR (F) KIiRA i

Figl.3 Isolation, culture and identification of pathogenic bacteria for CRBSI. (A)Staphylococcus
aureus; (B)Enterococcus faecalis; (C)Acinetobacter Bauman; (D)Klebsiella pneumonia; (E)
Pseudomonas aeruginosa; (F) Escherichia coli.

13



BV PN L T S VA TS CVC B CRBSI FINHE A4 S 5 ACE 3 5 BAHSSERIHE T

K 1.4 CRBSI YW F S L9 th (A)S T ER A ERE: (B)FEMERE; (O S AT,
(D)fiti 4 s B AAFF B s (B)FSHEUR I s (F) KRR as #

Figl.4 Gram stain of pathogenic bacteria for CRBSI. (A)Staphylococcus aureus; (B)Enterococcus
faecalis; (C)Acinetobacter Bauman; (D)Klebsiella pneumonia; (E) Pseudomonas aeruginosa; (F)

Escherichia coli.
2.7CVC EE#E CRBSI R FREEDERMAMLEE

2.7.1 CVC B ¥ CRBSI MK G BRI AU K i 241 % &

YT R, G EREE 5 B BUR G R B 51.4%, oo, TR
o 0 7] 267 3R VR R [T T I 2 6 A BR B 5 G BR B (0 KR 43, 490 R 26%F1 16.5%.,
RRKIATIERSE B8 S B U R, BT GBI H o5 48 K35 75 1™
o HEAT S — D R TELE 0 A

it B 42 P AR 4 ¥ €2 3 %) BK B (Methicillin-resistant Staphylococcus aureus
MRSA)JE 4 B 107 %) BR 1A 1) — 8MURE B PR, B BT FH 000 AR S LAt e - N I i il
A, T HIN 2 & IR, &gl N RGN FERIR R —, BT KE
PrA A8 T B 24 MR B oR B 9R, MRSA MY 29U 2 4% JHRE, H mecA
IRl A2 FF AP PRI 245 1 ) a8 4% R 8 TR 7 o mec A JERIAAAE T — AN K/N2) 21~67 kb 11
HAMEBEIIMAM K DNA F B L, XA DNA F B4 SCCmee, SCCmec
FEH mec 2R E G A mRe e EE AR L EEFIIHK, 2 MRSA £
B 245 P 7 A ) EE B IR AL R . AR SCCmec 45 14 AN [R] AT DK L 43 A A 3
RIRATE AL, AT 58l SCCmec £ FI AL N) MRSA WHAHEAT 702K, M4k spa 7

14



MR EZAAE LB AR A S CVC B CRBSI KN LW S 3t 5 ACE 35 35 R AE Sk (A 5T

Rgh AL, 4382 Bk ILEL S 13 MEEE, DL311 N, [ 45.8%. HAWEGI N
6418 (14.6%)+ t002 (9.3%)~ t030 (8.1%). t037 (5.8%)+ 12592 (4.7%). t127 (2.3%)-
t421 (2.3%)~ 1601 (2.3%)- t062 (1.2%)+ t3388 (1.2%). t164 (1.2%)~ t12007 (1.2%),
WZE 1.10 Fios.

# 1.10 MRSA Ftk spa 7 BI4E R

Table1.10 The results of spa genotype for MRSA strains

S A LS i (%)
t311 2007 45.8
t6418 641 14.6
t002 408 9.3
t030 356 8.1
t037 255 5.8
t2592 207 4.7
t127 100 23
t421 100 2.3
t601 100 2.3
t062 52 1.2
t3388 52 1.2
t164 52 1.2
t12007 52 1.2

X IR B PRI 2 PR AT 1) 48 E 45 SRR W], MRSA XRTUMIIR . BEH T, /i
TR MG TT R I U, X R R R M U AR 2 DA R R R IR 24
SRR 1.11 s

L1 TR PP AR 4 0 2 BR B T 24 1

Tablel.11 Identification of drug resistance of methicillin resistant Staphylococcus aureus

LB 251 iy 24 1 () 5 H(%) Uk (n) 5 H (%)
H 3 4,195 95.73 187 427

7 e 7 R 4215 96.19 167 3.81
KPR 72 1.64 4,310 98.36
IIEZN- 2,431 55.48 1,951 44.52
FlAE - 2,516 57.42 1,866 42.58
WY T 254 5.80 4,128 94.20
BEhT 72 1.64 4,310 98.36
W B 2,478 56.55 1,904 43.45

JitimR 163 3.72 4219 96.28

15



MR EZAAE LB AR A S CVC B CRBSI KN LW S 3t 5 ACE 35 35 R AE Sk (A 5T

Bl B RHYE R 4 BRI (Coagulase-negative staphylococci, CNS) A % BH 4%
W, ZRM R BRSO IR, S E RS, eHEE, Joai, gt
EEROHEMERN, ZRMEETHFANYNE, Wh, MEEREERERAR, 1
AR FRIN RISV AE KA AT, VR RN BT, LR IR B 75850
A MR . %S B AFER R A BRI A 2 BRI N2 %) BR TR
% A 1 2 BR TR RN AR B T BR T 4

K H PCR J792:5%F CNS 18 72 [ i 24 35k (R AN i 9 25 750 225 D5 2 A7 R, K-B
AR EERT U BEAT AN . CNS B Iy 8 PR (1) 40 A1 175 (50 S i 245 JLBR Py [ Josi A2
Pras 7R, CNS & ) B PR il oA I 28 i = A fabp, 7 17.5%, KON seb
i 16%, tsst 7 15%, CNS HH 56%HM A 1 FrE 12k H, H 20.7% K HER S
2 Fh UL BRI, R 1.12 Fios.

2% 1.12  CNS 15 f7 =K HL oA

Table1.12 Distribution of virulence genotypes of CNS

He R 7Y far HH #(%)
fnbp 17.5
seb 16
tsst 15
see 2.4
sec 2.5
seg 2.6
seb+sec 7.4
spa+fnbp 6.4
sdrCED+sec 3.8
sspa+seb+fnbp 3.1
S 76.7

XT3 BT CNS 8 J5 1 3T N 25 PE e 25 R W], Z RN HH R
R PUAR T 25 P Bk 90%, XFIRTAVPE . BTZEFAR . SEREE 2= I 245 1k 3
70%LL b, oh Sk, SkfmkaE . S ias . DU R I 2 PELE 40% A4,
X E I R BITEE M RIAREI 25 RIS, AR . D R LR
B2, G558 1.13 P,

16
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L3 Tkl B A R T R 241 4

Table1.13 Identification of antimicrobial resistance of coagulase negative Staphylococcus

P 25 iR} 24 () 5 EE(%) BUE IR (n) 5 EE(%)
HER 2,528 89.93% 283 10.07
ZRPEAK 2,507 89.19% 304 10.81%
N2 1,993 70.90% 818 29.10%
i 5 7 bk 1,963 69.83% 848 30.17%
G . o . (1]
AR R 1,978 70.37% 833 29.63%
(Al 1,176 41.84% 1,635 58.16%
AUk 1,185 42.16% 1,626 57.84%
N \ . 0 . 0
e 1 1,210 43.05% 1,601 56.95%
7N S 1,126 40.06% 1,685 59.94%
I R 516 18.36% 2,295 81.64%
=Wk L 558 19.85% 2253 80.15%
HAE T 571 20.31% 2,240 79.69%
Iz Wz 236 8.40% 2,715 96.58%
Al ER 139 4.94% 2,672 95 06%

272 CVC HE# CRBSI M1 G-BRHH 73 B L e 245 1 45 5

B BPE s> BT 45 SRR B, 5 CRBSI AR BUR YL F, G-EREHZ) 5 46.7%,
Horp il S AZHAFEE & EE 15.4%, Bl 28 5 B AR EE 11.2%, 8 25 AR 50 i T8 A T4
L 10.5%, KIIRAE S 9.6%.

AR T [e P 23 bR BE AL 2 S PEAZ A R 741 (RAPD) J5ixt 2,598 il fifi &
AT I REAT T 0, FIFH NTsys2.1e 7041 R G HHAT 0T R B, #4018 80%
FIARL R EL, 2,598 M1 S ARBNFF B AT LA AP AN KA, Hid 182,015 #%, 1
T 346 #k, T 142 Bk, TV B 95 Bk, % i b &% 1R PRI 245 12 245 5 119 B oo 2 7y
Pres R 1.14 fivx, XS pE IR RO Sk AmR R 22 0t A G = B s, o 34
At LA R 250 A 1R i (T 24512
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R 114 62 AT R 2451 % E

Table1.14 Identification of drug resistance of Acinetobacter Bauman

PLE 251 i 24 1% (n) 5 EE(%) U R (n) 5 EE(%)
KA 2,330 89.68% 268 10.32%
AR 2,412 92.84% 186 7.16%
Sk Ao Uik e 831 31.99% 1,767 68.01%
ZRPEAK 2,378 91.53% 220 8.47%
IRKEZ 2,219 85.41% 379 14.59%
W E 2,410 92.76% 188 7.24%
W 5w 2,319 89.26% 279 10.74%
FB K 2,501 96.27% 97 3.73%

AHIF ST I L 23 BT R ) RAPD 325, %o 1,881 AN ¢ 7 B8 {11 B Rt A7 5 (K] 4
A, S REE SRR BT LUK S B R A o = A28, S T2 1,021 #k, 112 452
PR, 1AL 408 Fho [F)If XHIX LT AR AN 25 PEREAT S5 52 . S9N 115 Bow, 3
P2 B L I (R R B R T 90% LA L s SR . SLARAR. TR
RLPEAR . e ERTD R I BUR AR IITE 80.0% L b o i 255 b e ) 2 Sk AR, Oy
82.8%. HUCNKAMWIEMZ R, 72518 74.0% 72.1%.
RSl 5 o T 24 1 4

Tablel.15 Identification of drug resistance of klebsiella pneumoniae

PUE 259 M 245 £k (n) i H(%) R (n) i H(%)
Bk R A 358 19.03% 1,523 80.97%
TSI B 339 18.02% 1,542 81.98%
Sk A9 Uik e 350 18.61% 1,531 81.39%
AR 164 8.72% 1,517 80.65%
Sk R 1,558 82.83% 323 17.17%
Sk Ak 1,392 74.00% 489 26.00%
W K re 150 7.97% 1,731 92.03%
ORI 1,356 72.09% 525 27.91%
L] 169 8.98% 1.712 91.02%

ARSI BT 0 A 3B S B PRIRAS S, X 1,776 AR S A I T T PR AT
MR R R B R, HA R 1,024 B8, AR IR BRI TS 752 FR.
X TR WRRBEAT 29V 8, S5 R IR 114 FoR, XEE R . KPR,
SRR B CRAE R  1 RO  TH 258 <<20%, St HAh P N 25 53 > 50% LA .
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Table1.16 Identification of drug resistance of Pseudomonas aeruginosa

U 259 it 2 ¥ (n) 5 EE (%) UK (n) 5 EE (%)
YAAR = 977 55.01% 799 44.99%
fE AR A 1,049 59.07% 727 40.93%
S F Wi el 284 15.99% 1,492 84.01%
EVALIEIN 1,208 68.02% 568 31.98%
fE AR R 1,172 65.99% 604 34.01%
Sk AR 1,190 67.00% 586 33.00%
Sy S 1,296 72.97% 480 27.03%
WP B g 249 14.02% 1,527 85.98%
ZRPEAR 1,385 77.98% 391 22.02%
EY B 213 11.99% 1,563 88.01%

KB 1575 2 MR IR R BT 78 o CRBST ) 32 B35 B, A8 A T[] B4 1) 79

2 9.6%. X 1 S8 B bk 1 23 A 5T R A G IS o Yk, o A gk SR
£ 117 Fir, 3 12 AMMIESE, Horb 41 AN 4L
F .17 KA G227
Tablel.17 Serological classification of Escherichia coli

I3 7Y ) PRE(n) i (%)

0142K86 405 25.00%

0126K71 198 12.22%

044K 74 180 11.11%

0127K63 178 10.99%

026K60 151 9.32%

055K59 122 7.53%

086K61 103 6.36%

0125K70 55 3.40%

O111K58 46 2.84%

0114K90 38 2.35%

0128K67 60 3.70%

0119K69 43 2.65%

PRt 41 2.53%
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XK S TR RS 245 1 (1 [ JUE 2 M 45 R AN 118 B, KM A 1 o M e 5
i FPHIR 7 DB A 24 1P g A1, 6o 20 PE AR S FO PR FR i 24 1 A v, #7E 70% LA L
HedidE s 2 B AR 40%LL L.
118 KJHR A VAN 25k 5

Table1.18 Identification of drug resistance of Escherichia coli

HUE 259 M 24 4% (n) 5 H(%) Uk (n) i H (%)
e 5 m 1,377 85.00% 243 15.00%
AR 1,458 90.00% 162 10.00%
Bk E 745 45.99% 713 44.01%
eI B 826 50.99% 794 49.01%
ZRPEAK 1,182 72.96% 438 27.04%
Sk R 1,231 75.99% 389 24.01%
278k 1,069 65.99% 551 34.01%
L g 729 45.00% 891 55.00%
kAN 939 57.96% 581 35.86%
A 1,004 61.98% 616 38.02%
3 iTig

CVC FENHE B T HBMEYPSE, HH, 222885, HATCHE ICU i2H
WO B L R YT T B SRR R My sh 1 I K R SRR T T
HEERH CVC SE N BFE W RIGT AR EIR, BB AERAEmER. B2
—FEHSIT FB, A% 51Kk CRBSI A1 E IR ARE, XA BATER+ EE
T AE 2 S 5 (1) g DL R IRt i 2 — 200, KRB IR Gt 8l o, 78 e [H &
A R 200,000 NE A CVC FEP, £E ICU A CRBIS HIRAEZALE 7%~10%
A28, 4 e [ R IT MM TR BCA < (Joint Commission on Ac-creditation of Health
Care Organization, JCAHO) %iit, S£EAFA 250,000 F| 500,000 ] CVC FEHH
RILPEVEIREGY, FETHN 20%-30%23%, R ICU HidisE K 4 CRBSI 1A\ IRTE
8 JikiAi, KA CRBSI FIMIFH A 2.9~11.3/T T8 HE, 184 )L ERE W 59 by

(Neonatal Intensive Care Unite, NICU) CRBSI HJ & EZE N 0.6-2.5/T 54 HB,
P& & 9 72 1) 5 75 P o0 ( Centers Disease Control and prevention, CDCP) 4t it
ICU &35 LEBe -G TR AL L) 20% i kg, il 87% 5 CVC A%, H ICU
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[¥) CRBSI [ FEZ N 20~60% Bl AW s RiEIR, CVC SFEHFRIELEN
6.4~7.9/TFEH, F¥ N 57/TFEH, CRBSIIWKAELRS LM FIEENS
THaE R A — 2L

CRBSI IR AR — RINE ARG ER R ILFEERHME R, B ERZFRABUX
Pl JF . KEMRS RE R, S8 CRBSI KAMH WEURE N G, R
WS E ARG BEE AR R AR . SO A ERE . ERE . SEREP,

AHIE TR, L v it [ P 91 48 2 TR R v 1100 3 B A BR R IT o LUK,
7 5L BRI AT 2 EH T I g N 90 1 42 35 CRBSI 5 191 #5485 488 9 ity i 15 B () 93 75 34k
ATUESE, # Mz mifl, T AR 78 o T o0 K2 R IR bR T 5,
XAl REELE T —#B4 )5 &K CRBSI [ 9] f8 38, IX Refff 72 25 A 5 3R AT T A E
2010 A ARIEZE FAH— B, (HMEEA A, R ES AT EAELE
ST IR DR AT BE A2 T BT SO R SRR S Ol DU 2590k 715 2 S 5 U R
I —E 2 PN, JTEEHESR CNS 7F CRBSI A G H M E, AREE A
ZRME R AR FERIIRE . e, LPaEmE. POfBkiaeE SR
SR 2R MR HR AR N 1S 2 2 M 3% 7 R s o LTS e . AR AE R B OR,
CRBSI 77 Ji 5 4 £ ZIANTFEH 16,841 9l g, 16,507 1 5 2 =2l — b
JR R IR, 331 BB R G, 3 5 =BG . LIRAE AT A B R 16,905 Tk,
Kt IS [a] 0y 2~60 d, P 15 do RIEE T G+ 8,709 ¥k (51.4%) , G# 7,875
P (46.7%) , FR 3218k (1.9%) , 5RX &AM, MSAIFEPLT
B, 5l A s A8, AHER, RZEE CVC BEMRER
NPEE, ARKECEIR B E G IEZ IR R, JUHZ ICU B3, HZER4A TR
MURBIIEIR AT, — BORAIRY,, 1 e B[Rl () s g

AW FEERIFIN B7x, CNS Bk H 3R R EH G A E%, Jf H MRCNS K
for L4921 T ONIS A HE 28, 3K NI 9 485 SR 5 i N R0 RE DA 98 485 SRAH — B34,
T EL AT 25 A R 36 7T DAR Y, CNS Xt 2 Rt B 5NN 25 R 2wk F, X
T8 R MBS TN 25 R 5, 1k 90%LL b, o Skramemk, SkAgmkas . Sk pifs
VUPREE 2R T PEVEAE 40% 2c A, 0 7c S8 B2 - 078 iR RIS 245 PRI
SRR 5 B R LT A T 2P o A F0E S DASR 7 %61 & BR 18 D 3216 CNS
TEZR T R A G P TR 1) B L S TR 2 — BT DA 5 5 TR RO T A O
P AT B G P B 0 B B o A5 HT N BB 9T Hy, T S i B o 2 A P8 AR ) T 245 42 3
BT 60%LA E, JF H 2 H 2 HE 245 4R, AEFRA TR 78 CNS 1 2 30 H
ZEMAR, MEFR. RMEFR, U RMAAEFE A RN 27, it
ATLLE tH, CNS 2805 I B B 25 MEECR, BT LN T ek B /87 i 7% v b 285 I 7
URGEE, SOZA R N PEERAE I IR B R B AR, W — BORAEBRIR Gy, ZR
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PEGHELR e R G kB UE R, RER QS TUERMAGE G AR
TROURAE, FEIRR T, U0 SRS R AR AL RE Yo ] & kD B A I 337 e A2 3 A A
HY, IRAE AT ARG TAE B R I DUPE AR T, 8O 17 I 24 T PR ) Y B3 6370,

R B ERTE RN 25 B AR 5= 2%, AR 2 B AT 70 m] UK L 25 HLAE 45
N (D) BRI,  (2) INZGEERPER] . 1200 W 1575 mecA JE[], iX
RS MR I B R G E A, XIEE AW LU I B- N B 2R3t
ARMEHER RMEREEM AN, IFH mecA JEDE AT DU i 3 P8 5% J32 1 B
JRORLLE TR PR [B)BEAT A5 3, A0 B Rt AR SRR I 25 1B, iAW s kB, X
7 i BT B4 oML B[R] 5 A s W SRR U SIS A i 245 22 LA, ol AKX 2
PUER M AR 251, IX W2 I I S i 7 2R i 25k R B AL, B0k 3 S0 R %ot
XS S B PRI T SE PR R, Tt R A DK 22 B I S R R 2 BRI o S T
FE B B LI o U AN, AT F0 MR FR g IR AN o 23 9 Y AR 2 B 7 ) BR T )
g Vb AP AR IR SR I 251, 32 kI, X EER T gyrA
A parC FEF RAZFEUNED . AT LML AT, XA R B R AR IE 5 0
ISR 2R A IR R R R0, (3) BgDhRefEM . ZEWFRR R, A
80%6 112 B 1] ) BRI #8277 2 B- A IR Bl B- A IO g g e et L 2 R b o 0 22
WIRAL RS B-W B ANES &, AT IFR- N BEIL A, SEPUER KR KGN, M
PRAARSRIR 250k o B AT, ST ek ] e 9 17 0 2 R R i 24 17 R ™ B 3 o L
AN, TN XS R I 25 WL AR R 2 0%, S BONIRIRIA ST BB R AL, PRl
FENGAR A, Filie CVC B R A W5 A U 20 o i 24 PEAGL TN, AR e i 141 24
BRI 45 RO S IE NPT 259, I S92 DU 2590 (138 MORE /& V) S Al AT ) 5K
1% o

PR T A2 — SR IE B 1 S BEIRHE A B GP Bk, 72 B 2R S iz 0 A
LSRR R FEARE SUR B, 1% 2 A5 ARG L WPIRGE Al PR TE S B A
fEAE, JEHGEREE T LRI R P i TR 7 T i IR R ERR A 2 N, S
THIFIR A, ORISR R OR R, B BRE 58 G H i =
e 5 [ PR e i JA0 IR A £ 5 DY K% LI B E 1. RS NINIS Hitle, 300 2R 2 5=
BEff) ICU Hikid 28% ) Bk b Xt 73 vty g 2 2451410,

WAERTRI [ esP. gelE. ACE %58 /73R, HAT RIRE G MG RIKG
IR 251, SHIPRIE T H 25D E R ok 7 IORRINAE . AFEAR b, BBk
K& HF 8R4 G HEPBPs), BTG HBa Ry, (45 HA R oK
X BRI B- A LRSS E R IIBE ST, RBUNIRKIGTT PO & & R iU T &R (K
KPP FEABIMETER. AMUER, B, 2. AR T
MR MR B AR RIS, fERiE A RSV i 25
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PE, GHEL-NELGEE. EER. WUHER. FHET. RS, FEPEETRGEK
SR B R N 2 . ER A BT SO B R AR A R AR B R 5 R AT
PRI 5| & 110 T IR BT B0 T VA RIBE T 23R8 31%-37% 2. X R CVC B & 1M
5o VLB TG R G Bt SR 1 18] REAS T ZE T

BV TORIN, 8602 AN BT B A 24 1Bkl , 5 I — PR 2578 B
M 250 B A R e o I 25 S a0t FOR B, 6 SRS B R i IR R KB
HACR IR, T 6 56 2 55w I UEE R 50%, IF Bt e b R R H
AR B (RTINS 245 PR T340, el AT T I PR I 257 v o 3k P B 1 o T I R K PR 2, g L
XA A A BB TR B R IEA ST, IE R H 0TV BRI = pobe, Bt Lz
R B OE TR R Bt KA . N SR Al S S b i 290k, R il AR
LA B SR P24 1, X R i PR 25 2 v LR T 17 1)

LA R B (O 25 M ARG, IF XA RIPTAE R BUSR 22 S B K. WifE
AN I 9 o R BT ¢ B A B8O B 75 8 A R DA RO BURR, R H it 245 %R
TG, HFEFHEPEWBTRRE ., BREEA. LAIRER. FEHE, h
YRR . WRALFEAR . Al B PN 24 R AE 20%~44% 2 [8], THE Sk famemk. Skt
f5. GARTUMR. kA8 T 2556 1N 100%, Txt HediAd Rzt Ky
TE S0%ZC A7 o JE T RFF B 0 HU 8 25 Y BURFE AR, 75 ZEAS[R] 1 1 i LAAS [ 17
PUPH 25 AL B, A IR R . 12 21 5K B (1 28R 451 o o M B i o e Ak 9 A B
F ML R 2 2%, LR BIIMEE B BIH0 « BT 2B IR DL 25 iE
B RGHE SR R BN - A5 70 4L b6 AN [R50 T8 24597 7k S 56 R IR A
BRSO R oz PR PR A P 4E | 56 S R R A IR, LN 2R AR 14%, X Z R R
(I 24260 29% e A, % e b B I 24558 43% A2 47, AT LR IR )5
2T 2 PEAERT R, B LU X B L AT 110 A % K B I e FH 63 BB B 7

T AN T A A R o P PR TR A SRR TD R 2 PR TR B, L 2R L
43%. FEIEPRAES A 28 1 F I BB IOB B, ARl e 0 3 = Ak U T 2 1 A
b, FEERXTAE ESBL (TR EHHA B HE R R RAREERE, BIREEAY
T 2503 FH P 355 P S5 Bk 75 i A SR L T 7010 G B AR D oLy A4 ) 0 3= 22 B
b, AHZ E 245 G2H B 51 D IRt 3 T DA BE DGV . A A Al I 7% LRk
N2 CRBST A AF AT, IR AT A S BRIG T 209 . Rk, i i fn S 4
b ks 7% M E PR AM X . AR} CRBST % 5 20 A1 S FLon 7 i 254 i 25 B
FANENES, WGBS YU 2 B EEAR R . (A AR 5 R 2 sl ik
BEEPHAYIRTT, BRI HITEZAY, DTN 2R RE A, IR RE AT IR
P, SOAT TR 24 B8 AR 3 AT . ICU Y CRBSI [155 SER A 98 5 e
T RORBTRE TR . BRI R B RGBT, IGR BRI
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PROEET, g RS0 W S T s AL o

KRR RIC B, 20 CRBSLIMKHARCR IR =, mlic, Ei0EE
THEAEE TN 251 LA, (B AE IDSA $8 5 P IR BOK R ZS M A E A
ST CRBSI [F 5 ik, T80 MSRA F BRI FhF M B MUAE s =2 H 0 &
FIRIT RO B E W] LUE A FR JURR BRI TIRYT, T A B N H R R K
KIANEEAN— G EFRIITNZ5R LN 63%, T ULTETR YT # 4 BR i 51 & 1 Geis
SR B G A B IR T URR LR 71 o PE IR PR b EE AR 4R G B R B AN [ S B A [R] i bt
B 7, RAAIXRE A RIS B i YA TT AR, R R S 2 M B A T S IR YT
ANF

Ak, CRBSI IRAM S — SNSRI, Wtk & U K A4
ANFE A A AFRRIEEIE . AR TRIE . BEEN RS BEEW
IR MTE . BB S B B RE SRS, [R5 AR Lk st A FEIE
MR RGBT, ATV AR DL R R (1) [ N 58 AH DG i a4 i3k
TGy, 2 REBHR—HER, WA HETE B ENRGRIE BRI, (2)
I R XS T BRI A (P B SR M AT AE A G — 2 Ak, B AG 0 200 L [ ) 2L 4% 3 A8 AR b
ARG E K IARAS, TARR—brAs. (3) SitEHRM A BN, AT ER,
20 CRBSI KA RZAL R E A 2 EE A S &I I RE, HIRNEEH
IR Rk, DL B E PP AN BN, 1X =K IR NS 518 S IR
X} CRBSI Pl S i2 6 KBS VI i1, HE s i AT piie A oedt, D cve BEE )
w4, BRI CRBSI )RR,

4 INGE

RABEA s A3 81 (1) (B PR AT 72, BAHR T CVC B3 CRBIS KA RIRATIR
FRAE, it —B 48 FImK CRBSI TG A i2ia TAE, R4t T BONHEENZSHEN
fH. XF CVC EE# CRBSI KRR R WA e g R Box, CVC &
% CRBSI FIBURYYR R UBERE . 802 ANEhAFR . IR e B A, sise
MR . KIGIRA B R A ER RS 6 FN T

[FIES, AT ARABAFEAN R Z AL B, 1% AN EBE R i, 53
HOD IR, AIRESIE O AL ES R R R . AN APACHE 11 3E43 A4E4E &
B T RS, S aME TR EER R, iR iEA e, K
R, SRR, ERER IR IEI RGEAGR 10 R H A TE H i AE P
HWAFEREZRIE N, Z BT UARBRIEE £ G logistic [H] AT #8593 11 A A5
HANER HTHAREIR, 070 IR BE I T A R B2 W 0 W20 247 5

24



MR EZAAE LB AR A S CVC B CRBSI KN LW S 3t 5 ACE 35 35 R AE Sk (A 5T

M, A REE R KR BEAEH TR . &5, ENE ICU B4 B T
b PG R, FEAS R R WA [ B A T S ER B I O, AT REIR R T 5 SCER
P38 1 S 28 AH LEFRBE (1) CRBSI Aty £ Ja B TAE, ¥k — P
AN, ARHLIXEERE CRBSI 95 J5 545 i i A B AH R IR R 5, 2
OV AT BB SR T8 S0 AT 25U B B G TR 2R S I ST W, A 5 A D SR
KA F BRI, I HAH SR e %, DUASE 27 th B CRBSI R 2

SCCmec 72 MRSA iy 2515 K i S 25 2L ML 6 . 2 B 2P0 R V)
(48491, MRSA TR X BB NFEE Lo IR, BT HEuwae /15,
M 205, %) 2 A% ) 3 s ™ F IR, R I PRI ST I AR O PR, pl
H/REFHIE. BHTARBEZR. ARHXERATE MRSA HHF R HIARE,
H PR A WAL 5, BEBLEESE XS 7 B B i A 42 P AR 4 i R A BR B 1) 2 1
TAT I3 25 S it 5 PRI AL, R IR A I ot i R 40 P8 P <5 0 60781 2657 3 A 11 2k BT B A
JEAREBOL,  FRATHIW T 5 SR 45 AR S TARI 25, DL 311 BRI AR 2, 5
45.8%, Rk, (EPUAE ZRIEFERT AT DRSS A e B s )5 1 28 R BT H g+,
T G AR 2R M o A [ I ] e ) 1 2 2K 1R D B 0 R R R 23 A 1 o AT
BRI A 22 IR, KR = N fabp, 7 17.5%, HUCHEUCN seb (5
16%, tsst 5 15%, J£H CNS BE 32.5%Fk & | MrE 3R, XU A F
PRI RPUEA TR, X500 5045 R A 50152, L2 ST
F2 7% (RAPD) FE[RIM 4 By CL 2 M FH AN o BB R B S e vh, AR
i I RAPD 0] fifd & AN Bl A B A il 28 o 75 AH B 22 DR R dE AT %8 08 JF AT TR 2K
M, AR B BRI B 5 H 2451 U7 T AR A7 AE — 0 AR DG, X O s I PR B2k 25 1Rt
PR T BB AKE .

i LR, CVC BE#FHRA CRBSI, AU S USRS IR B AT 2255
TIE K95 S A R AR D R I o WU B 51 RO PRSI SR B DIAHOC, [R5 95
JEH H B AR R AR AR EE ORI . WE AR, 0 SR A 1R BRI R L5
B R AR B YL i B B2 5L IR 2 — 193, kst CVC B & %% CRBSI 5 LR E I 6
575 5 1R B 72 R 5 LU SR AR S VT 7T R B — IR AL
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MR EZAAE LB AR A S CVC B CRBSI KN LW S 3t 5 ACE 35 35 R AE Sk (A 5T

E-WS CVCEEESREEETIZVRBRREEEN
EE NS St

CVC BE#H CRBSI [k A4/t 2 R R R SR G AR IS, BURSL (10 B i 2 1 22
HE, WRE S A ERE SR Z R AT EAE, 2 S BURRR AR B A
Hk, B5EEHE B SR EANFERES. BE TS TR M.
BEHENHEEKr BEERETRREES. SEHENN KL FERERN
CEENE EiAE R E A ) EP SR

T 5 P B0 1 1) 56k 55 B Uk JL 8 7 5 TR B AE 0 AS IR T ek i AR AS [ R
JE RO RE RN F1, MR TR RO S 26 RS, HAT, TR 24
ST (5 IR TR 0 5, B2 AT I 2 AR P AR ) 1 URAT R S A 24 ML AR S5 D T
(6:22.56-391, iy xof He 25 F B DR 5 K5 e IRAS O N2 5 R AR IR 2 IR AR OGP, 3R AT
FRIBIE T T AL F 2P B BL. AR FUR AT CVC BE#H 5 R EE H 1 HBURGYR
T B 3 5 A ARSI -5 20 A B AR SR T 5T

1 fARMBEFE

1.1 st

1.1.1 BFFERT R

2017 £ 9 H-2018 £ 9 H, KA ICU (&4, 100 BIFE CVC FEKE
BRI, 100 BIRFEE CVC S EE NXTHRA, HATRTIEEM A .

1.1.2 HEBRbRtE

O%E; @FER<18 $#H; OBRMMEREEE; OMRHLH.

1.1.3 1eHs A

IR R (S 2018A-106)

1.2 i A&E

1.2.1 MBREAS (52
IR A S IH A ICU I, AT Sholk B8 (1 Ll N 3R B A1 )
BRILFEAS 5 mlo 3648 Lz dm A\ S8 R, See AR e F 7t I BAAT 3 5 1) ol
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N HZRAEER S, — AR TAFBIRE ™ k% (1) SOP K.

1.2.2 RNA H2HL

1.2.2.1 RNA $2HUS250 7 2%

(1) REMH - RMEERERIL, — RGBS 08 Jht sk, I
BEASIL, MR FTE 160°C FF#HOKE 2 /N BL b ASBETROK T (1) 45 LA
0.1%DEPC 7K¥&lAE 37°C FALHE 12 /N, SRJEFF 120°C R i s KB 30 438 bA
B 2:5% B 1) DEPC.

(2) A HRFIZTH 0.1%DEPC 4 B 1) 2K B 7K Be il J5 P 2EAT il sy s 2K B

(3) sEEd R S — R IR FEM O B, DUk % RNase 7544,

1.2.2.2 Ff S ORI BE A1 5] 2

(1 K 0.5 ml FEam#E 2 EP &, ¥ h0 1 ml Trizol Reagent;

(2) HBBACZEIRATIR &R 2 70 2R

1.2.2.3 Total RNA F#2EL

(1) [ IR PSSR IIN G 300 ul, 5% EP &5, RE ZHRIL
HEIAE M,

(2) EiRFE 5 i,

(3) 12,000xg. 4°C &0 15 4380, /NOEUHEEOE, RNA fAET FEET

(4) WHL EVEWAE EH EP b (I ER B A arhEE)

(5) [\ FiEFRIMANEARR AR, F TR EP ERiESE, SRT
¥ 8-12 40 4h,

(6) 12,000xg. 4°C B5.0 10 73%f, U ECHE 2 H I RIIR 7] L1 RNA P
B,

1.2.2.4 RNA JUIEFIEDE

7= B, IMANEEN 75%. 8 (B DEPC /KFITE/K CEERLH]D) , 14 Vortex
PRGIBEVCUIEG, 7,500xg. 4°C B0 5 205k, # Eig.

1.2.2.5 RNA [F)¥% fiF

{58 BP & T4 IEdt b, =iRTEIUE 3-5 %0, PTG, A 40 ul
) DEPC 7KV il UL -

1.2.2.6 RNA 4 fE5r T (BOGEE 734D

FIHEE AN e T, 100 Wl DEPC /KIE P EAF 2 ¥k, B4 ul IR #E RNA
HIA 96 ul DEPC 7K (25 f&5#5i k8 ) 5 & ODa2so~ ODa2sos OD320 " HGAEL, OD260/OD2so
FLAEAE 1.8~2.0 Ju B N Bt
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RNA W (ug/ul) = (ODa2go-ODaso) xFiBE A £1>0.04
1.2.2.7 ZBRAEFI4H DNA
R 1.1 AEUK BRI B, For g )OS 22 BB RCH] Master Mix, F4)%¢
BIREAN NE T, B JE NN RNA FE o 1 S SR 42°C KisFaH 2 4341, 4°C
TRAE o
=3 W WA AT il

Tablel.1 Preparation of reaction solution

vl il &
5xgDNA Eraser Buffer 2.0 pl
gDNA Eraser 1.0 pl
Total RNA <l pg
Rnase Free dH20 Upto 10 pl

1.2.2.8 REEF RN

R 1.2 AEUK BRI R B . Stk S N EL+2 BB L H] Master Mix, 47 %¢
10 pl B RNE F, BERIRS)G RN IAT OGS N o H S 55 U S %
A, BB RBIER (37°C 15 43485 85°C 5 #5) , 4°C 20 734, -20°C fR47F-

F12  EESFRECH]

Table 1.2 Preparation of reverse transcript

vl i
1.1 R 10.0 ul
PrimeScript RT Enzyme Mix I 1.0 ul
RT Primer Mix 1.0 ul .
5xPrimeScript Buffer 2 4.0 ul Master Mix
Rnase Free dH,O 4.0 ul
Total 20 pl

1.2.3 %6 E & PCR XM

1.23.1 51%
ST A R =AY CRE) AAE R A T 58, BRI Fn .
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% 1.3 PCR 5I¥F%)

Tablel1.3 PCR primer sequences

HE[H] k) sl
Esp 5% (F) : CACACGGAAAGTACCCCATTCT
JG51% (R) : TGCCAGTGCTCTTATCTAAAG
agg g% (F) : CGCTTTGTCTTCTCCCTTGT
Jagl% (R) : CCGATGCCCAGGTTCTTCT
asal 5% (F) : CTGTTCTGGGCTTCGCTGT
Jasl% (R) : TCCCGTGCTGTAGGCATCT
gelE 5% (F) : CGCAATGTTATCCCGTCGTT
J551% (R) : AGGTGGTGGTGGTCGCTTT
cylA 5% (F) : ATGGTCATGGTACACAAGTTGCT
Ja5l% (R) : ATAGAGTTTCCATCTGTCCCAT
Exos W5l (F) : TGGTGGCATCCACAGTGA
Jagl% (R) : TTTGTCCCGCATCCAGTTC
exoT A% (F) : GCAGTTGGACGGCGATTT
JG51%) (R) : CTTTGACAGCGGAGAGA
exou g% (F) : CTTGGCGGGTAGGCTCAAGT
JG51% (R) : GGCGATACAGAGAGGGGAAG
exoy BS54 (F) : TGAGCGAGGACGGATTCTATG
J551% (R) : GGTGAAACATCTCCCTGTGCT
eacA Hi5l% (F) : GAGGTTTAGGGATCTTCCTG
J551%) (R) : ATACTGCGTGGTCGGGTCTT
stx2 A% (F) : GACGTGGACCTCACTCTGAA
JG51% (R) : ATTCTCCCCACTCTGACACCA
ple-N HI514 (F) : TGCCGATATGCAGGACGA
JG51% (R) : TTCACCCAACCACCACGA
bimS 5% (F) : CCCCTACCTCCCTACAGAC
J551%) (R) : GATACGCCGCAACTCTTGG
abal 5% (F) : CCAAATCTCCTCCCACCAT
J551% (R) : TGTCGTCCCAGCCACTTTC
CsuA g% (F) : CTTCTATGGGAATACGTTG
JG51% (R) : TCGTGTCTGCGTTTTCATCC
ompA 5% (F) : ACGCTGGTGTTGGTGCTTT
J551%) (R) : CTGGCTTGTATTGGTCTTTG
bap 5% (F) : AGCCACAGTTGATGCCGTAG
JG51% (R) : CAAGTCCAGCAAGCGATACA
mecA g% (F) : GGGTATTGCTCTTCTTCTTTTCT
G517 (R) : GTGGACAGGGAGGTTTATGGA
icaA wsl#¥ (F) : TGTGTGTGTGTGTGTGTGTTT
J551%) (R) : ATTCATCGCTCCAGACCTCCT
ACCESSION U43366 Bsl¥ (F) : TGACAATGCCTTTCCTGTTTTG
JG51% (R) : CCCATAAGCCTGTTTCATACAT
ybts BS54 (F) : AGCATATCCTTTCTGTCAAAGAAGC
JG51% (R) : GAACCGACATTAAATCTTCAACCAC
iron Wsl¥ (F) : ACAGGTTGAGCGTATCGAAGT
JG51%) (R) : TTGGAGGGACGTTTGGTAATG
htrA wsl¥ (F) : AGTTTAGGTCTGGCGTTGTC
JG51% (R) : GCATCACCTTCTCCAGCATC

29



BV PN L T S VA TS

CVC B CRBSI FINHE A4 S 5 ACE 3 5 BAHSSERIHE T

B[

ElE 2l

ACE

R HERE 16S 751
) 2 ABFFE 16S 751
KA 168 751
LB 16S 751
R 16S 751

Jiti % 5B A 16S J7 51

s (F) -
Jaal¥ (R) -
5% (F) -
Jaal¥ (R :
s (F) -
Jaal¥ (R -
s (F) -
Jaal¥ (R) -
5% (F) -
Jaal¥ (R :
s (F) -
Jaal¥ (R -
s (F) -
Jaal¥ (R) :

ACGGAGCAGGCCAACATCAAGCA
TTTGATTGCCGCTTGCCTCGCCTT
GAGTTTGATCMTGGCTCA
CTAHAGGGTATCTAATCCT
ATGACCAGCCACACTGGAA
CTCCTCCCCGCTGAAAGTG
GCCCCTTCCAGATTACTTTATAT
TGCTTAATATATTTTCTTTATATG
ATCAAGTACAGTTAGTCT
ACGATTCAAAGCTAACTG
GAGTAAATCCATGAACGA
CGCTGATGGTATCGATTCAT
ATGACCAGCCACACTGGAA
CTCCTCCCCGCTGAAAGTG

1.2.3.2 Fii#] PCR VK

R AVH ] PCR AR &R (FEK EIEAT)

# 1.4 PCR AR & B

Tablel.4 Preparation of PCR reaction system

vl iR
SYBR Premix Ex Taqll 12.5 ul
PCR Forward Primer(10uM) 1.0 ul
PCR Reverse Primer(10uM) 1.0 ul

RT [ (cDNA 0D 2.0ul
dH,O CKIH 7&K 8.5ul
Total 25 ul

1.2.3.3 #£47 Real Time PCR X N
ViiA7Dx SR 56 58 &8 PCR {347 Real Time PCR, W 244001

% 1.5 PCR N/

Tablel.5 PCR reaction conditions

5B (] TE %L
95°C, 30s 1 AMER CHUAS D
95°C, 5 40 MEA (PCR M)
62°C, 30's
95°C, 155 1M G20 R
60°C, 30's

95°C, 155
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1.2.4 Geit 77k

N SPSS 19.0 AT HEAT Hedl AbFE [ 48 i b HEER x+£s £on;
THETOR DUECR R THE A FEAR IR S5 X A B R ACE: ACt=
average Ct — average of HK genes’ Ct , TR B FIEER M ACT FIIME, 15H
S H P RAMREAR B IR R A ACE: AACt=ACt - ACt , fe#ilint 2-AACt
THERRA ARSI 20 50 R ZH B (1) BN I8 1) 2 7% - SR Graphpad prism6.0

BEATGETH 2 A I AF I
1.3 EEMUFRIR

P& E S J 5

e VAL v o130 EHESEREIA A A

Centrifuge % [E Thermo

4K 2 5¢ % [# Millipore

F AR T KA RGNS

pitE e il B RS H IR A A
PCR 1% 5% [ BIO-Rad

7900 Fast Real-Time PCR System
ViiA 7 Real-time PCR System
TRIZOL i)

A SRR 100% L8

7 RNA it (5% J5
RNeasy®MinElute™ 24k iR 51 &
10mM TE. Tris-HCL. 0.4M MOPS
0.1M ZIRHN. Wl

SuperScript III Reverse Transcriptase
RNase Inhibitor

2*SuperArray PCR master mix

PCR Array

% [E Applied Biosystems
% [E Applied Biosystems
Invitrogen

EigEA AR A PR A
Ambion

Oiagen

BV TR A
ARG A R 2 7
Invitrogen

Epicentre

Cat. No. 330522

Qiagen
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2.1 MIRFMRERER
PR LI T R FEAR TR AR SIS 53 7 B 47 A ek, P
W8 H 49.05+6.07 % 5 X REZHALHE 62 A 55 AN 38 &, ~FIAEIE A 50.02+6.20
%, Gt iR, WIALESERS K E R ) BT B2 R, HERR T M B E RS
ZE RS A R AR . S5 R 2.1,
F 2.1 WA RIEART R

Table2.1 Basic information of research objects

¥ N LI (n=100) &2 (n=100) P
FR () 49.05 +6.07 50.02 + 6.20 0.381
PERI(F /%) 53/47 62/38 0.198
JEGERIE (n, %)

A1 JE TR 21 (21.00) 13(13.00) 0.132
it 30(30.00) 25(25.00) 0.527
I 35(35.00) 18(18.00) 0.010
fH 8(8.00) 42(42.00) 0.000
HoAth H AL 6(6.00) 2(2.00) 0.279
HUR G195 5 1

JEK 24 (24.00) 18(18.00) 0.600
il S AEFE 22(22.00) 20(20.00) 0.862
Jii 98 v T AR AT TR 19(19.00) 24(24.00) 0.491
) 2 A R B TR 12(12.00) 9(9.00) 0.645
PN 7br i) 10(10.00) 11(11.00) 1.000
2 B Al %) BRI 9(9.00) 12(12.00) 0.645
oAt B 2(2.00) 3(3.00) 1.000
HEAENRES 1(1.00) 2(2.00) 1.000
PN 1(1.00) 1(1.00) 1.000
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22 6 XFREESHEFSZHLER
2.2.1 fpEkE )3 R 520 o B

T TG U iy TR B 1) IR e A R FE K] esP agG. asaL. gelE. cylA. ACE 1E%%
SIS H P FRIE KT SRR, SXTRRAALL, &SI 2H AR GUAH SCHE A esP
gelE. cylA. ACE WA /KFim, HERASIHFE X (P<0.01) , agG. asaL
KiBERIFEFE L (P>0.05) . RPERHE CVC FEHH esP. gelE. cylA.
ACE JRIEKFETARHEE CVC FEU, Uil esP. gelE. cylA. ACE %3 [H
WIS K- T Re 5 E CVC S8 B HIRGL BA —E AR E . 45 R K 2.1,

10-
Il Experimental group

al I Control group

**

Relative mRNA Expression

?‘,b&

g & & &S

P

K 2.1 WBRE R 2R RIE KT
Fig2.1 Enterococcus Virulence gene expression level

**RIN P<0.01

2.2.2 il SR E )R S0 o R

I A 0 0 2 AN BT TR ) B L AH DG L R pleN. baP. ompA. csuA. abal.
bimS 7£ & LIS H M RIE K. SR N R, EXIAMEL, &S50 H KRG AH K
S:[A baP. ompA. csuA HJRIEKFE S, HERBEAS SR (P<0.0D) ,
pleN. abal. bimS FIAZE R LG ¥ E L (P>0.05)  RPERE CVC FEAH
H baP. ompA. csuA [FJFRIAKFETAREE CVC FEH, 1Y baP. ompA.
csuA FRF P EREK PG ERHE CVC 8 BE 1B EA —E MM
ZER K 2.2,
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81 *k ;
c - Il Experimental group
o
@ = Il Control group
o 6
a
x
w
S 4
14
£
o
2 2-
5
&
0-
> \'of y R v >
@) N > >
< O@Q & s P

Kl 2.2 = AShAT B 7 ) R R RIE K P
Fig2.2 Acinetobacter baumannii Virulence gene expression level

**RIN P<0.01

2.2.3 Jili ¢ e AT R 2 T 2R DR Sk e 46 2R

A 3G it 48 5 AR B I A G E TR iroN htrA . ybtS 7R SLIRZH R
BT SRER, EXIRAME, &SI H R G AR IR iroN, htrA [1)5R
BAKPEE, HERBESIT%E X (P<0.01) , ybtS BiEERLEL %2 X
(P>0.05) . RYPHEREE CVC S 4 iroN. htrA [IEZKFETREE CVC
S H, U iroN. htrA ZERF I mRIAKFAIRES HE CVC S8 B 1&g
HA— 2RIt 458 0E 2.3,

8-
5 Il Experimental group
7] dok I Control group
® g
£ -
*
L
3 4
14
E
3]
2 24
©
E
0-
g > \gl
N $
L «© ™

B 2.3 Jii R v R AR A 1 B 0 2 IR IR KT

Fig2.3 Klebsiella pneumoniae Virulence gene expression level

**RIN P<0.01
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2.2.4 2R RN B B TR R S gk R

I G I ) AR B T T R A OB A] exoS exoT. exoU. exoY 1E7%3L54
HIRIEKF . g5 R EIR, SXHIRAALL, S22 sl 34 R exoS. exoT.
exoU. exoY MIRIA/KFEE, HERAAFSIHFENX (P<0.01) . RUEHE
CVC S Y exoS. exoT. exoU. exoY MIKE/KTFETAHE CVC FE 4,
Ui exoS. exoT. exoU. exoY “GH:KHmRib/K-FAIgE S E CVC FE &+
R G A —E A GME . S5 R WA 2.4,

15+
Il Experimental group

ok B Control group
10+

k%

*%

relative mRNA expression

*%

% A N R\
& & & &
P 2.4 i ZRARCR 1 75 ) BE PR SRIE 7K

Fig2.4 Pseudomonas aeruginosa Virulence gene expression level

**+ KR P<0.01

2.2.5 Kl 18 8 /12 N S a0 45 R

TG I R e A R AR S R eae A sT 7E S-SRI AR I K T . 45
RER, HXIEAME, &SI Hp R AH S EE K caeA IRIEKPE S, H%E
FRAGITFE N (P<0.01) . sTREZEFTLHIMFE XL (P>0.05) . KALE
FE CVC FEHT caeA MRB/KTHTAHE CVC FEH, U cacA HH
M= RIBK T e S E CVC S8 BE MR EA — 2 M. 4R K 2.5,
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Bl Expermental group
4- I Control group

Relative mRNA Expression

& &

K 2.5 Kigdi 8 /1 5 RIER A KT

Fig2.5 Escherichia coli Virulence gene expression level

**RIN P<0.01

2.2.6 3R ) %) BR R 3 R S o B

3 3 G 2% 7 e 2 Bk B R G O FE K] mecA . icaA . U43366 1575 SEIn 4 3%
LK EREIR, SXTRRAAHLL, %S00 2H ARG AH G A icaA. U43366 1)
Tk KPR, HESEASH#E L (P<0.01) , mecA RiIEERLRITHEE
X (P>0.05) . RFEHEE CVC SFEAF icaA. U43366 MIRIEK T =T RKE
B CVC S A, M icaA. U43366 SEE 1 mRIA/K P 5 E CVC %
B RRGBAE — AR . SR ILE 2.6.

Hl Experimental group
o Il Control group

Relative mRNA Expression
'S
1

& o

.\Q

Vel
\)b‘

B 2.6 % 52 ] 4 B 1R 25 77 2k R R IE KT

Fig2.6 Staphylococcus epidermidis Virulence gene expression level

**RIR P<0.01
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3 g

CVC BE & K CRBSI HIBUBAYR IR & A R AR T, B2 R
KA JE aBRE s e mR AR 2 NS b A0 SR AR S 1 55 P 5 RS T B
2] 5 15~20%10, FIAMERAT B BOIRFF . WORE . P RAE e |
FAM R 25 5] RS CRBST IARIEW AR 2, KIEARBe . R0 B v B L)
2 A 2 A PR N SR V) P A T T AR B (R I e A B R, I ER R B o B A3
B, OIS AR IR EIER, HHh, MR iE . KR AE
FEBUR BB P A — 5 B L.

fif] 5= A B # B ( Acinetobacter baumannii ) HILJ5 14 B4 2 5 LA B N I G 2 —,
JCH DL ICU BHEMREALT NS Ko B2 A 3# 5 /125K ompA. baP #55
995 JEU B 6 T R AR A A B B S DDA 9%, ompA A& H BT RE R B & IR 72
— 001, 2R R B AR ST BRGE T8 AT R AR sk A AR S OETERE ST, [RII
FEH At 2 Mg DB S EVE RN, k5 5l e I IR Sk BB R AN RE 22304 T, iz
HZEMWARE. BERAMWAREKKH 2, SR 7TIRREETHEREE, 5
ML BB R REEAT . ARSI TR, 18 A F)H B KRG O 2 ]
baP. ompA. csuA fEE B CVC FEE RN R ERIEKF, XL ) K
AR 5SEE CVC 98 BH R A —E M. X5 HATRVFZ 74 R
] —Filo1-61

i % v B fHAF# (Klebsiella pneumoniae) 72 5| A2 [ B M 4 X B 1 3 295
JRBE, FENARIRTL ) T PRI Bl S 5] R R 48 . b PR A B T R % B W I (06671
WK, 2% e B EAT B iroN AEREAREE R, SRS TR AR K BT R 3%
HEA/EHOS, htrA ATRERBPERR B E,  H R R & B R g g il 28 v 8 A
R B T EK e A FUER XTIl 28 T B AEAT BT R RS G DG R DRI EAT I s il 45 SR o
%W 5 15 iroN. htrA fER B CVC FEEHRIEKFETAHE CVC F
B, WHIERE CVC 8 B Pl & v B (0 A b 10 S8 3 0, B0 1 3
5 o

Bkl 0B (Pseudomonas aeruginosa) s&—FAEREE GHAFHE, 2B Bl
GRS B 70 25 Z g I LA B N BRI PR A B 2 — 168701, exoS. exoT. exoU %[
Z i 1) B3 1 R A SR AR R B R R R AR L R R, U B ) R exoS
F exoT FRIEFEM, FErm1Z e B 245 1A 8 13507173, PRibe 2 S04 it
FARW], AR ZRABCR I B (B ) B DR A I R, 53.97 % I T A [F] IS 465 707 P Fh 55 7
FEPH (exoSt/exoU) , RBFFUA Hka H 2 fe iy (O FE R, O HEN, X P A BE K]
MEER R EARRT e, ARG RIBER, HE CVC FEHT exoS.
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exoT. exoU. exoY X VU8 JJ LI RIA/K PR T REE CVC FEH, U
TERRE CVC 38 83 TV SR 5 M o 1 B0 /) I i 1 9

< [ % %) BK 1 (Staphylococcus epidermidis) 3= 2 457 4= T A i AN gL,
PR 8 ok 6 Bt 7E G0 ik B8 B 5 B S RN MR IR T 28 Wl 3R TR T R A A IR T I
FSCRE B2 1 B g, B I A A R, 2 AN AR B AR YA R 5] AR Y I ek Ak B
HEMRIEEZ —, & HEIE 39%7570, 3R R ) ) BRE o ARG B R RN
FEAEANNEA BLR Y BAEYIE,  DLRHTAAR B 5 5% K 257 0 7E U™,
AR5 HE LA B, Wl R BT ¥ CRBSI iy K 1 K I R X o 22 Fz 6] % 3R A 1Y) mecA
B DR 32 S A ACE N I B B R 45 S A ik, T3 B2 R B0 B R B-
W BEHZ S 25 TR 25075760, icaA JE (Rl gmhd— P 2 0 M [A) B P = a1, X PP iR
HEA N-L B R A RS, 9 B A2 % A BT 0 2 Bl 7 2 —
78-820 - A BF 5 305 G 0 2 B 3 67 BR T IR e A R R A mecA . icaA L U43366 £ 45K
M RIEKF, ERER, BB CVC FEHMNEIIEN icaA. U43366 113
BAKFETAREE CVC FEH, B icaA. U43366 25 5L 1) 15 %1k K7 1T RE
H5WE CVC 3 BH R HA —E MMM, hitbn WEE 5 8% 3R R H %
LR (R 245 PR AR gL fie 0 n] RE5H T &

KB AW NG ILENEEZNIESRE, HE AR E 11
WEE 2R caeAIRZEE ibeA S5 5 HBURMEZ DM IS, FIXT il b R A= A <R
B F14K-F(Attaching and effacing, A/E) FUHFEMEZVRERN, RV B 5 i
Wi oo Uk P P S R 6 S EVE P SAREINE <3 v St 5 =W 77 94 N 7]
A W T BUR S S0 2 Wl BAT U N B2 R T eae A BRI 2 A MEARE A, (UK
GNENGVE 2 Wb e ), 4 B B0m 1t R 5 A5 T 1) PCR AR A Im R 02 Wik 48 br
W iR S5 00 K 35 A R R R P R R () 23 B AT OB TR 45 2R, O X — 4845 AT
T AN FRESS01, ACHIE S I A I K R A R R R A SC R R I A K, R I
B CVC FEH eacA 5 IR RIZKTHTAREE CVC FEH, U cacA
R EREKFAT RS E CVC 38 B MR EA — € BAH .

7R (Enterococcus ) 42 — 8 3 A7 78 T~ H 28 A4 A 11 =2 IRPBH PR BRI (G,
P 2013 - [E CHINET 408 i 24 i 25 R 2o, BRI AE G ol S i Be Py i e
o HEE A, NIRRT & # % BKE (Staphylococcus aureus) P01 51| 412 Bt
DAL BRT ITILSE PR B J g ) = S S DR 01920, g BRI A A 2 B SR AT 1k S e 1 2 22
JE ] 193941

A ER B 51 B R GR A BT, 2 I 25 TR Rk H 215 225395961, (K[t
X BRI KRN FE, A W48 T im R TR B ik 51 &2 () CRBSI Al R 5T 13 24 24
Y/l aprisk= a8
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AT SRS P AL TR R I K B 32 B BOW L K] esPagG. asal gelE. cylA.
ACE WRIA RIS PCR 2O E EIHEAT 1 0ir, iR SR, HXTIAME, Ccve
BEHMEKE T esP. gelE. cylA. ACE %5 4 N0 5 K 10 R /K F B 2 v 5
M. esP FER AL IAERE R E A, gelE miL KA, cylA ANV iR 2805
B, HUEAT L, X T CVC BEE S, B KE0E Al gem TAREE B
KGR, A BORARIE S A T AR TULBORAS, M 3
0 I 3K R A 350008 2 BRI e A b KA T U BOIRAS ) IX AT R H TR
T HB I R R B S B A RAE A AR N SR LR IR IR B N 4 R AP

AT A ER A esP LK 5 70 h B S 25 VEAH SR #EAT 70T 0, 45 R
esP UKL 5 7575 B 3 AU 2 PE B 78 B IEAR SRR . AT 5T KT esP JE R
EACPAESZIR R I B TR, KW CVC BEERERE N 41T, XaftS
BB A E R 259 5 300 5 R 1) 2 EmI 2P O, R esP 2 H HAMUREZS
AR A NRETIR, (E40 T AN BE R T 45 0 R AR AR, AT i BR 1A R
Wit S e M ily,  ESRKHIPUR 29Ik £ 5 70N RERS 4k 251200,

LA, AHIE 58 £ %) g Bk B BUR 43 1) ACE 1( Angiotensin Converting Enzyme )
R PIRIEIKFHAT T 0, 45 R I ACE ZERI7E R 4L 500 G R IE K 22
FPEE . ACE & —Fh B —Z I A S SR, v T P I R
TR E 1RO TR M KK & 1I(Ang 10), F£ K35 B M5 5K 36 1 1 228Uk
BK)V, "z AAE T 2S SHL, FHHEETOESHSEoRE, XeREA
By, B IRIKEE, MXI 0T BEL N TELN 90-160 kb IMLE P K2 4 g AL
Erh 5 K& ACE 704, fEMf. B . Bt A2 RS 240 /8 N B2 40 i
o b A A SR L PRAE O b AT At ACELN. ACE &' RIS S K 3
BB R 48 (MS) H oS gl, Tl Ang I HA6Y Angll MUK E 23Uk (2 f
AN, SIS /NERN SN, BB . Angll & —F e B A KE T,
"B A R R A I AP UL G A S IR s I mT AR 1 /N Bk i A1 35 o AR
i 5 RISV EAE B /INE S A AEA B R AR K Je v i ke B A
on, th4h, Angll ibRefE e A K T M/MRATAEAKE T F4ERr40 A=
KHEFHE A BN ER 260 WE R M/MOIEEE 7 RIRTI, 398 Bk R0,
AR, BT RIARRE SR, ACE 3K 1) 2 25 1 5 15 PRI G 14 99 (1)
FHOCHEHBRER S, WFC R, ACE B:PR4EA/G R 2 41 5 L2 S e BERR T %
e RS AR D, 7R 7 TR AT IR N BRI L1 N B H B Ty B NE S
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4 INGE

Dyt — 5T S R R B ) B R 5 R KA I AR R AR R G T R A D1
AWFFER 7B E CVC 3438 K CRBSI (5 HLEE 1 : I EKEE 812 A shiTF i
il % R AR IR . SSR AR . R e . R B A & BRI 55 6 ZRBURGLHIH
R TR 5 1 2L R AT R I, 45 3R esP. gelE. cylA. ACE. baP. ompA. csuA.
iroN. htrA. exoS. exoT. exoU. exoY. eacA. icaA. U43366 55 16 35 /7L [H
RRIAKF, AR S E CVC S8 B MG A B —E M.

Ak, BEF BRI, BRI GLIT5 R CRBSI & AN ACE %[
MZRILE TR, $28 ACE 2R 28 RIS B AT fe 5 B GL i &K A HA i
IAHOCYE . (Rl B2 B AT LUEH X ACE FE[R 2 815 CRBST L 1 HH S
YRR L .
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FE=WH CVC BEEE ACE EESHREBEAEREN
HXMR

MR AT IR BB TE, DB © CVC B ¥ CRBSI A RTATIN 7 H%F
s SCATE VAR AR AT B2y CVC B B B kA CRBSL R YT AN K BIR T AN
HIMARKR T MEHAE (Sepsis) BUEHFH HIL 1 MEIEIRTE (SS) , IXEeAR{LE 2
B S p A P LR R — SR 8™ B R ek OB, W 51 R ZMOFACE, H.
BULRE R, KESLRIIUEYN, ARAMEREER 2 S0 SIKEEEARTE (SS) 1
KA R JERIE BAFAE— E RIAH SR, Bl ACE T 2k RIAS ] (0 55 o7 22k D) 85 75 2
KAEMREFIE (Sepsis) MIMERE T ARIEHH . AH T UEILE X ACE 2K 2 A1k
SMREEVER T Z B RIAR SR PEREAT AT T, LABAEA ACE R 2 &1E2 5 SS A
R R a5 R (BAFAE A DG, R B SS A2 1) 6 DR 3R 2 sl 485 ) 2 VAL R A
KEER, NiEKE KRG SS R Mt —E KIRHA K.

1 IR EFE

1.1 fAz#H

1.1.1 WA R

2009 4£ 10 A 3] 2016 45 12 A, HAfE ICU. HE CVC $% H R4 T CRBSI
FFE MeERMURE (Sepsis) 12 Wb 238 A7 B AE NS4, K AE R B kA oot
BEAT ARG IR 242 7 1E 5 NBEVE B4 .

1.1.2 HEBrPbr#E

OMAE; @<18 £4&; @BRMHEERERE: @OMERHIZE; ORZEIMIKT
& O E; @2 ANAEmILEE, @FMEREE, @ttt 15 HEL
e

1.1.3 IfRIZ W2 5

BT 28 RE TR A : 2001 4 SCCM/ESICM/ACCP/ATS/SIS [ b ik #5iE
5E XU T IRFEAE (Sepsis) & SCRIE RN,

1.1.4 P EER R 7 K

KH: SPEARE R (@ BP0 (Acute Physiology and Chronic Health

Evaluation, APACHEID) Rk EEAEA K28 B 414 (Sepsis-related Organ Failure
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Assessment,SOFA) Z{E'°*(Chen et al., 2014).
1.1.5 /B3 EsR
S E S RS E AL (S 2009A-011)

1.2 R E

1.2.1 ACE Z:[H 2 25 AT I

1.2.1.1 M¥EFEA 52 EL:

SO AH A E TR 24 h WS 9 SRR AR FR KL A 5 ml, XS RRALAMATE B 7R A
A RSN T MAEA 5 ml MEFEA I 2%EDTA, £E 1 /NS 540 (3000
rpm / min, 4°C, 10min) , MK 3B, HTHRFH DNA . Fra 1L
VBN SR8 B 35 6 5 o 2R () 5 N GBI P 4% 1Y) SOP 3R 52 Rl -

1.2.1.2 DNA FEARTIHEHL:

(1) TKM1 %9 10 mM Tris-Hcl PH 7.4; Mgcl2 2.03 g; Kcl 0.74 g; 20 mM
EDTA 0.6 go TKM2 i&#: TKMI1 &R H I 0.4 M Nacl, 10%SDS, NP-40.

(2) WEIRLTARML: 7E 5 ml InPrdsff A, A 5 ml i TKM 7E9R 5
AR S], 3000 rpm/min &40 10 438f, K TKMIL DDA &0 B3 TTiEH, 1R
5], B, WiRE 3~5k, HIB| EIEWREO R RTE.

(3) WA AN K 0.8 ml {1 TKM2 I\ &A AN e d, I
YRR, BRI 50 ul 10%0) SDS A1 0.3 ml AL, BRIk
R, IRE B RO AR 2R B, ¥ BIFRIH T 5 — T, e IR T
A FRNEE, (EBIRIRVKFE U 10 4380, 75% 1 CRESE S, 13000 rpm/min 25
0 10 434, DNA T, T 100 ul K ddH20 5% TE ZZ i .

1.2.1.3 DNA & &[0T

I LA G TEXT DNA & BT 7047, 183 A260/A280 LLAE T FTHg L
() DNA AT 5 B A I AT 52 M504 o

1.2.1.4 5%t

T e B E 3R B ACE ZE R 741, {8 Primer 6.0 3 {155 5 K 2 A M AL
R 154291 Fll rs4646994 ¥t PCR 5|#). BI¥FHIN% 1.1 iR,
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% 1.1 PCR 5%

Tablel.1 PCR primer sequences

HH ezl
rs4291 HI51%: ACGTTGGATGGCAGAGGAAGCTGGAGAAAG
Ja5I%): ACGTTGGATGTCGGGTGTTCCGGCAAACTG
154646994 i 514%): CTGGAGACCACTCCCATCCTTTCT

Ja51%: GATGTGGCCATCACATTCGTCAGAT

1.2.1.5 ZEF A

K H PCR-RFLP (PCR-restriction fragment length polymorphism) 545l ACE
FEDRIAT A 1s4291 23, BRI FH B REE R PCR RA 25 pl R MAK
%, HF DNA 5 pl, Buffer ZZK 2.5 ul , Mgel 2 pl, dNTPO.5 pl, EFiF5l
Y% 0.5 ul, Taq B 0.2 ul, XLF&/K 13.8 pl. PCR R MNFEF N 95°CAE M 15 S, 56°C
IRk 30s, 72°CHEAH 30s, F1G 36 MEH . PCR HILL 1.5 % B g B eI Fa,
VKA, EAS I BT ) PCR P20 I BRI A DTG Hha 1, 37°CHEE 30
oyt BEV)SEA IS H 2.5% M B IR HE RO B D) = ik AT ki, o ZE RO AA
FEHL K G 2671 K/NA 137 bp, JEK RN TT Bk K/ 114 bp, FEFH N AT
(R K G A 137 bp 114 bp 123 bp =462k .

154646994 137 5 JE K 4344 : ACE £ 56 16 P& 17 £ 154646994 FE K RGN «
ACE :[H$ 8 1745 — B 287 bp 1) Alu EE F4, £1E 1/ D &M NS
BT =M AR, dwANRLAEG T () AKRE 490 bp By, AR AY4EE T (DD)A
K 190 bp M H B, 1/ D BUAA T (ID)E P2 K 43718 490 bp £ 190 bp 1
%A B

I GE vt kil ACE H: K 7Y 5 ik E0E AR T (SS) e Tl 2 18] HAH 9 A

1.2.2  ACE j5 A&

1.2.2.1 MBEFEARSE: THERESZAN R 3 ml MIBEFEA .

1222 MEFEARLE: IMBAEARLE 30 min J5, 7€ 57°C K &00%3 (3000
r/min) I - FH B G0 9% W B XA J2 0075 (enzyme-linked immunosorbentassay
ELISA)J5 B E &l %€ 17§ ACE /K. F$it A\ ACE Hyi s TBEbrk b, Frik
AARE S ACE 5 Pigs &, IMANEM RPN ACE, Rz RE &
FEAEAR b, BRI AP RC sE MR S5 ARG &, IINRY) TARR B35,
B a N IEERIR, £ 450 nm 4691 OD {5, ACE #/%5 OD {ER kL, At
2R At it 2ok AR A ) ACE K

1.2.3 geit 77k

R SPSS 19.0 B HEAT B b3 1 25 K 437 o THRBERL xas #05%: iF
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BRI LR B S A B R T Bk S vt PR IR S B LA ¢
Rrde: J7 EATE R LR, ¢ /e, ZHtETRNHBRERTE0T: 25
A ) BP0 Y B BCR ) LSD-t K 563k s BIF AT B 5 g - R AR A% T 1 E R

(Hardy-Weinberg Equilibrium, HWE) [FJ#F& 2 Jik PR R0 55 Ao i EAT [R] 11 56 3%
K K96 75325

1.3 EELEF IR

AR AR 44 R kS

PCR X Eppendorf /A ]

N & AE L Eppendorf /A ]
AT Thermo A 7]

HLIKAX A BRI Ik A IR A
A% Eppendorf /A ]

IR BB AX Bio-rad /2 ]

A FNEE. 100% 208 ARG A PR 2 ]
Taq i REFEEVAERA
DNA mraker AR R ERHCA R A 7
Hha I REFEEVAERA

B g b Amresco ‘A ]

Goldview IR ERHA PR A 7

2 SLIOHER

2.1 HREMRERER

PR U BRI FEA TR R SEI A 133 A2 5 R 105 7 ot T
EWS N 52.09+7.06 %5 N BB AL G 128 A 5 R 114 A7 ¥k, SFIER N
52.96+£5.32 %, BTG AT AL, PILLE SR A L] AR B B R
TX AR T )RR A 22 ) SR 45 IR RE A . SIS AH AR TR SAEREN ICU 7
K JG ) APACHE 11 $UE F K SOFA $UE, LLJ 30 RAEEHA N (YL HFAE, 45
R 2.1; GXFIRAAALL, SZIGHRTF TR G A ACE 314 B 20 B T
SR 20 (P<0.05), 25 ILE 2.1,
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F2.1 WIS RIEARGR

Table2.1 Basic information of research objects

FEAGR LI (n=238) XTI (n=242) P
ERE (%) 52.09 £7.06 52.96 £ 5.32 0.128
PR (5% 133/105 128/114 0.511
APACHE 11 32.10 £12.37 — —
SOFA 9.02 +2.77 — —
ALK (n,%) —_ —
Jiti 58 73 (43.28) o —_
JE 53 (24.37) o —_
A0 & I 49 (30.67) o —
s 28 (14.71) — —
HoAhER AL 35 (15.97) — —
BURGL 1) S B — —
G'H 69 (43.70) — —
G- 93 (74.37) — —
TRA G 55(28.57) — —
R HVELE (0, %) 21 (10.08) — —
ACE 5Pt (UN) 53.59 +6.48 46.81 +5.92 <0.001%*

1:: APACHE IL G A= 31 S48 V(B VF A 11; SOFAJREEAEAR SCME 45 583 PG 3 ACE, U8 5 7K 3 e 1l

**RIR P<0.01

2.2 ACE 154291/rs4646994 ¥5iC B F 4 &Y

FIFH PCR-RFLP £ KX} ACE ZERFIFRIC rs4291 . rs4646994 #H1T3EK 40, 4
Kl 2.1A For, WiREREESN AA B, | PCR P& RE V) IE9A RAE —2% 137 bp
[ R 2%, T TT 2R ZLAE PCR 43 BG V)5 114 bp F1 23 bp P4 2% HLIK K415
AT B4 137 bp. 114 bp F1 23 bp =46 HLIK &, 154646994 73 T-FRic N
N/ERKFRIC, ACE R 16 NN & 7 EFAFERLE 2% 287 bp [f] DNA J7 i,
MITFREEE AN (D) BiEkk (D FEERZ &M%, WK 2.1B ffix, DD £H, PCR
PR 45 190 bp HIHLBK AT, 11 2E K2 PCR F=4 R —4% 490 bp 1271,
DI 2K 7 PCR 7=#)45 190 bp F1 490 bp #4525
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500 bp

400 bp

300 bp
200 bp

150 bp
100 bp
50 bp

25 bp

K 2.1 ACE rs4291/rs4646994 Hric (38 K 43 B 45 5
(B) ACE rs4646994 Fric it FE R 43 Y 45 IR

A

500 bp

400 bp

300 bp
200 bp

137bp 190bp
114 b

P 1o0bp
50 bp

23bp 25 bp

490 bp

190 bp

(A) ACE 154291 Bric B3 [R5 i 2

Fig2.1 Genotyping results of ACE rs4291/rs4646994. (A) Genotyping results of ACE rs4291;(B)

23 HWE ot R
o S 56 25 A 6k

Genotyping results of ACE rs4291 rs4646994

HEZH 1Y) rs4291/rs4646994 K K4 Z2 4R 31T T HWE Pearson 2
K. Guit s R B A MSREE S EE LT —8 K rs4291/rs4646994 1 [F]
BT A HWE(P>0.05), JfR/n i RFIAERME. 4R 2.2,

#£ 22 ACE RKFZ&MR HWE e 45 5

Table2.2 HWE analysis result for ACE gene polymorphism

SNP FER SEIOH A BGEAEN
(@) E X2 P (@) E x2 P
0.102  0.95 1385 0.5
154291 AA 59 60 105
AT 122 119 100 112
TT 57 59 37 31
0.308  0.857 0.843  0.656
13464699 DD 52 49 35 32
DI 112 118 102 112
II 74 71 105 98

VE: SNPs, HEAZTFIRZ &M,

O MM %= : EFMARS: ACEIME KKK FALEE
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2.4 ACE EREFRIEHALE rs4291/rs4646994 4y BILER

HWE Pearson x2 flALER IR 45 KK : SXTHEAIARLE, SEEGZH Y rs4291
AR AR R, AT B AR R E 2R (P<0.05) 5 SEIGH TT J:H 40
HKN 49.58%, XFTHRLN 35.95%, LI T S FE R IR 49.58%, X410 N
35.95%, SZEGAHMIEFE R, SEIA TT RN 49.58%, R4 AN 35.95%,
SEIRZH A SRR AR 50.42%, STHEZHNCA 64.05%, X R R &, P
FHEEEER (P<0.05) ; SN rsd646994 F K RN 4647 5 A DL & DI % A
RUHER 55 R ZH A B2 AN[A] (P<0.05) 5 SEEGAH 1) DD RIS (21.85% vs 14.46%)
D SEALEER (45.37% vs 35.53%) BIE im0 HEAH, T 1SR4 2L PR (54.63%
vs 64.47%) B RAK T XHHRZL(P < 0.05). 453 W& 2.3,

23 BTG ACE 2 fr 3 R AL AL %

Table2.3 Comparative analysis for ACE allele and genotype frequency

A7 7/ R 7 X 4 eI 20 X2 {8 P
(n=242) (n=238)

rs4291
AA 105 (43.39) 59 (24.79) Ref
AT 100 (41.32) 122 (51.26) 13.64 <0.001
TT 37 (15.29) 57 (23.95) 14.69 <0.001
A 310 (64.05) 240 (50.42) Ref
T 174 (35.95) 236 (49.58) 18.22 <0.001
rs4646994
DD 35 (14.46) 52 (21.85) 7.976 0.005**
DI 102 (42.80) 112 (47.06) 4727 0.03*
I 105 (43.39) 74 (31.09) Ref
D 172 (35.53) 216 (45.37) 9.651 0.002%*
I 312 (64.47) 260 (54.63) Ref

VE: Ref, S8, **+%7% P<0.01; *F75% P<0.05

2.5ACE EEZAMS ACE jEMHMEXM S

X7 ACE JE[H rs4291 F rs4646994 (1) 2 #5145 ACE B iE Mt AT M O 70 # K&
e AA ZEREI4HLH ACE BEiE MG, AT FEIA IR, TT A A4 g
ACE FiE s . DD ZE[RA! ACE BgiE i f s, DLk, 11 B2 B 48 ACE
TETERAR, 4RI 24,
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2.4 AN[A ACE K B4 40 0 ACE B 1% B3k

Table2.4 Comparison of ACE enzyme activity of cells with different ACE genotypes

S DRI /3 DR Y ACE %M (U/L) P
rs4291

AA(n=105) 49.75 + 5.47 Ref
AT(n=100) 53.85+5.18 <0.001
TT(n=37) 57.00 + 7.81 <0.001
154646994

DD(n=35) 60.05 + 5.06 Ref
DI(n=102) 53.27 +5.45 <0.001
I(n=105) 49.53 +5.17 <0.001

1E: Ref, Z

2.6 ACE ERFZESMS SS BEFRRZIEWEXMED

238 A7 SS A H WK TS T B AE o AT (N n=T3) A2 i (N 2K
n=165); JET-ZLMK) 1s4291 TT H rs4646994 DD FE X B4 % B v TA70G 4, 78
rs4291 1, FET-AH T SALRERANE N 72.6%, T AAiEHE 39.39%, 1 A %%
REFERHE (27.40%) KT AEIEHN 60.61% (P <0.05); 7F rs4646994 /1, FET:
H ) D FL IR (65.07%) = TAAHRAN 36.67%, 111 1 AL FAE 34.93%
IR TAFIE A 63.33% (P<0.05). ZiR WK 2.5, WL LAl UAEL, rs4291

T A7 3 KR 154646994 D 2547 FERIAFE RIS LT SS BE IBE TR I B T 5 .

2.5 A[E ACE ZRtRC R EEBSIRG FERIER M

Table2.5 The correlation between the genotype frequency and the survival rate of two ACE gene

marker
BEPRA p /e [R AY s A ET-H x2 P
(n =165, 69.33%) (n=73,30.67%)

154291
AA 57 (34.55) 2(7.69) Ref
AT 86 (52.12) 36(49.31) 16.36 <0.001
TT 22 (13.33) 35(34.62) 44.92 <0.001
A 200 (60.61) 40(27.40) Ref
DD 20 (12.12) 32(43.84) 31.7 <0.001
DI 81 (49.10) 31(42.47) 5.2 0.023*
II 64 (38.78) 10(13.69) Ref
D 121 (36.67) 95(65.07) 32.94 <0.001
I 209 (63.33) 51(34.93) Ref

7F: SNPs, FEFBEAZFHIRZ &M, Ref, S, *%R P<0.05
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2.7 ACE EFEFFIT 154646994 F0 rs4291 B {ZRI 44

SI6 A AN HE ALK ACE rs4646994/rs4291 37 15 (1) B3 8 40 By #5 B — T 40 A
SERC CHEBRMRT 0.03 BB ) o i R WA H 1 AL. TD 1 AD
FAE RN ERAE( P < 0.05). TD FA5842 SS HIfER K2, M ALl AD 4!
M SS TR R R . PIALI TI S RRZ A RILHANE (P>0.05) o &5 50
% 2.6 flizme

#< 2.6 ACE EE{LS rs4646994 F rs4291 Z B AR A E 53 #r 45 5R

Table2.6 Haplotype analysis of ACE gene loci rs4646994 and 1s4291

FARTY S 2 Xof HEZH P OR 95% CI

A | 130 (0.273) 166 (0.344) 0.017* 0.715 0.543-0.942

A D 110 (0.231) 143 (0.296) 0.022* 0.714 0.535-0.954

T I 130 (0.273) 145 (0.300) 0.352 0.875 0.662-1.158

T D 106 (0.223) 28 (0.059) <0.001** 4,557 2.949-7.041
1 ORMLFA L, CLAJE X [H], ACE, Il B 7K S ALl **%o% P<0.01: *Fox P<0.05

2.8SS EBE 7d-30d XTERMEXEEZDH

238 {1 SS &, P 42 f77FE 7d WFET:. APACHE I /- E M=K, 1k
H ACE /K-FH1 154646994 J2 754 DD 2[R A< 19n SS B #H FISET % K/ E
[¥) SOFA {1 rs4291AA FLPH BRI 22K SS BAFMIL TR (P<0.05) 5 RITHT
WIRAMREE (P>0.05) « &F 30 RIISET %, BART N HAR eI [H] K,
75 APACHE 11 fll ACE IfLiE /K, PL K rs4646994 DD 3 K34 1 5613 . i SOFA
BAEAR, 1s4291 [RFER Ty AA IFFET-HRAC. 451 Wk 2.7,
Fz27 BEEREEE 730 RRTENHEXEZDH

Table2.7 Analysis of related factors of 7-30 days mortality in severe infected patients

7d 30d
S . . N P

1Ei% A P Y35 i
SS 591+2.18 6.40 £2.08 0.608 5.59+2.09 6.91+2.08 <0.001
APACHEINS % 30.92+ 12.26 37.62+11.46 0.001**  30.84+ 12.63 34.97+11.32 0.017*
SOFA 73 E 8.63+£2.72 10.84 £2.27 <0.001 8.39+2.74 10.43 +£2.29 <0.001
rs4291
AA vs AT/TT 59/ 137 0/42 0.018* 57/108 2/71 <0.001
1s4646994
DD vs DI/II 29/167 23/19 <0.001 20/145 32/41 <0.001
IjE ACE 52.70 £ 6.28 57.76 £5.78 <0.001 52.81 +£6.22 55.36 + 6.74 <0.001

A SS: BEFEMEIR T, APACHE II: 2UPEAEFRINE VEE VR 11; SOFA: RREFVEAH G 2%

B ACE: M RIKEFEE: *&r P<0.05
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2.98S BEFRTRMMBXRBREZRSH

W LA BB A seme R s g N 2R i h, iR . K5 E Y SOFA #{E 1
154291 £x[&K SS B IAET- %, 1 rs4646994 FI/E N SS BE MK Z, m/KF
fIIE ACE &3 NFET- % (P<0.05) . Z5H LK 2.8,

2.8 HRE YL B IUT M S S R & K b

Table2.8 Analysis of risk factors of death in patients with severe infection

S B SE.  Wald P OR 95% CI
APACHE IIscore  0.008  0.015  0.134  0.714 1.006  0.976-1.036
SOFA score 0238 0.07 11469  0.001**  0.788  0.687-0.905
rs4291 2465  0.897  7.544  0.006**  0.085 0.015-0.494
rs4646994 0889 038 5479  0.019% 2432 1.156-5.117
3% ACE 0.07 0.031  5.065  0.024*  1.073  1.009-1.140

A SS: BEFEMEIR T, APACHE II: SUPEAEFRNE VE R VEAYL 11; SOFA: RREFVEAH G 28
BHEE; ACE: MM SiKXEILE OR MALL, CLAEX A, **F5% P<0.01; *Fx P<0.05

2.10 ACE AEIEHER! SS BEWF G 7

AT 238 £i7 SS HEE AT TN 1 A A RGBS, IR 77 £ B35 5T
oo 7d BIBETZHFN 30 d HIFET- 3 43 7 2 17.65%F1 30.67%. KA Kaplan-Meier
A AF B DTV TEA AS [ rs4291 . rs4646994 FE R 2 8] ) 5Bk, LM 5 SS
B 7 d M 30 d TS Z RN AHSGME . Al SR o AN (R R DR R R 3 o ) A0 it
LR AN o AT AR 154291 TT B8 rs4646994 DD FE K AU () 4, 7 ix Lk
R s HAE T R E S (P=0.005; P<0.001) . 453H WK 2.2,
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Fig2.2 Prognostic analysis of SS patients with different ACE genotypes

51



MR EZAAE LB AR A S CVC B CRBSI KN LW S 3t 5 ACE 35 35 R AE Sk (A 5T

3 g

ICU [WERE B FE AL H T B SGIFZ I RIE, FUAIRPI TR, X6 R
W N 2 — R P E I RGN RN, FEXFRGL T Mz L HEYT, 502
1% SS, FESLT- KB mE. BE CVC FEERE B H KIERMAE I [F
I5f, HGIK I CRBSL, A i Al Mk s . SS R R 5L
Rl AL [mIVE FH B B 2R M0, A A FLARR Ry i, AT DR IS 40 T B0A = [ 7] 58
RGN AR . BORMCERIE & G S ), —HREE, HRMEARKERE
HAEH B S AR AR, T AT EF SS RO G R R 1 |,
Xof F R WL 78 00 BRAE , Joie ey 7%, SN 2 B A IS va 7 i E
BT SS BEIRTE ZAL, 09T T X T SRR G AR i S PR, K&
Iy SR A7 () 7 B R R A [y, XD TS JEAT RS TN, A BT e s I
RIGIT I7 5, PRIt R, PR SR Le It RAER R A, A RIE ORI, [Fr
BRI FEERST, AR EFHATT M. RN Z e, R Z AR AR
£ SS HHiEAE KRB o AN A B R R 2 A e B S E R R ERRE AT SS I K AR
R e 5 AFAE — 3 AH RU415:1051 - ACE JE R 128 Rl 2 5 Mk 5 2 Fh 9OE i 11 &
MR — B KRR, MERKER 1 IE% (Antigiotensin Il Pathway) 7E SS [k
At HERME . CVC ARy R AR B0 I8 BE I HR S e H 3 B
SN &) a A I = 7 oY P e | L =i = 1 e N R By 27 U T M oS
ACE H:[RIFE R F & T Ig g Ak AR v e s AR, 22 e 5
gk T0 )72 AE L 0] e ] 1 o e RD S BOUORE T, A B 9T K ACE 2 ' 2 - 1L
K5k K- [E FH & 48 (Renin Angiotensin System, RAS)H ) — A~ 8EE, ACE FE[H
LT getifhk 17923, 16 W& T ERAFEAEERZE 2L 287 bp 1] DNA I, M2
G (D 2k (D) MERRZ S WS SRR 1T HRAACE)EHH 214
I BKORER T s M) Bl i 55K R IAT-IL A 35D, (At ACE G
PRk, AT S EME . AT-I BT & skER, semlids &5t H
AT IE, EEHTEIREN, SR NekrTth FE g, Ay
VA, AN o/ NE BRI EAFERE E B SR BT, MR T R
MIEERCR 7 T RE S, PR T HIERRAE ), WA SENEIKP 'S (DKD)
R A, BTl ACE WZK-FE '8 N I Bk 39 Th R 5 B DhRe, Bkl
LTS LY ACE BF 2B EZMPRAEE AT RIKER, 2 Bk R
Wi~ ADIRBIBKAEREAL . PR ZZUGERAESE, [ N AN 2 52355 SS IR A H ACE
R Z MM TIRZ W5, #F5R I ACE 2 H 1Sk M 5 1fiEH ACE &K
e AR S A O, JERENS N SS WfaR it 5 UD 248 —EAE O IE K
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0 R vh R P 2 SR 4 00N, — RS dE Y, ACE I/D 3N Z &M 5k
A ACE 3R Bk, 1 ACE 41 771 2 01 1] 30 52 fifk 5 hF 26 o 1) 38 ' 32 oy
[105,107-1101 - 2 ACE #5697 J5 1 58 85 2 75 0 BRI 3 B IRaE T -2l

AT ACE RN 2 4515 SS B MU 4T T AHGME A, KL SS &
H TG 5 ACE LK [ 1s4291 Al rs4646994 17 s 2 A B B MK 2 H
F rs4291 R AR TT 1 1s4646994 [P K8 DD B, 3K SS FALHIHE
KPR, WAMNE R I ACE FE [ 1s4291/rs4646994 37y i) Fk P 78 A1 &5 47 JiE R A1 %
FEW2H TG 538 22 5, oof LT 40 A i) ACE Bilg i 1t 53R4T 20 M7 R I 4 ACE
BEE TR B m TR (P<0.05) , X 581 ARIWT 74 BAH— 2.

AT ST T G AR TS 4 ) 154291 TT A 1s4646994 DD Jik R B % 5 3 5
TAEIEH (P<0.05) o Ah, AHRFF Kaplan-Meier £ 17 I 22 (1Al 45 SR L 0, 18
5 154291 TT K B 154646994 DD K A1) SS 35 7E 7 d 130 d FUFET- 3 AH
X EEARAE A P

XTT SS TiJE B R R 2R, LA MR AL R SS KR & a5 ICU
B EEMBULRFEIR, ACE I 1 1 B2 A E A K S SS B4 28 d AT
B, DL BRI R A0 A SR PR b 93 f B8 38 () B 1 Tt 25 ks A A
SOFA #UH, =B SOFA HUE i AEE ™ E RGN A R IRZ0T
Fitdi th, SOFA 5 &/D 7 b — PPl fa br i & AHAC & B AE ICU Ha] LA B4
(TR0 A (2 0s-1e) AR LSS R IR/E ) SOFA HE A1 rs4291 7] LAFEAI
SS MEMILTZ, 1 rs4646994 1= /K- IMLiE ACE N =3Ehn SS B HAET:

4 NG5

SS FEMUAAXTH I S B S A P A F) — ™ ) A SR AR G RON, AN T
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Gid— CVC EESSEREXMEMRBRFPARIIR

LG kS (central venous catheter, CVC) fEIfGIR R TG E &
B BUE IR BN KR K R, G 2 R AR 7 T 2 R ()
FE PR FE RN B R FR K ) — PR EROR . BRI SR EHR . RV R
MR EFRE . FE R R, N BE A pH A0 AR B A 2 ma, t
A RE IR AR /N, T BRI s Z BRI R F AT Z R, FluadT
B OV ER KO BRI L O I B NVRTT R AN E 7255 . (HE ARG - —
T BT HRAE, SR T R RIX — AR R BERR, B R TR Z IFRRE, Hdi
P E ) IF ORE N T A R PE MY /B (Catheter Related Bloodstream Infection,
CRBSD , IXH4M 7 B#HPERE E . 9RH, w7 EE AR, ERE
FFHICT BT, BEF RF AR T ERIES, CVC 4 KIS E A
TR, KIASE R B0 R ZA AR B AT A0 IMLE I 28 2 B2 L 0 i
fikiEiE . I CVC &% K CVC, HRTKHE ) CRBSI B2 i 54
SIEEIW, EIEE, [ER BT 200,000 AEAN CVC SEB, #5256 E BT HLET
WAt £ EEHEA 250,000 £ 500,000 0 K-S AH 5 Y R,
S8 20%-30%HIFE TR0l WfEHE ICU, &4FEA 80,000 AKX CRBSI &M,
H ICU i) CRBSI ‘P kKA KN 2.9~11.3/1000 S5 HB;, 7 NICU, CRBSI ]
RAEZ 0.6-2.5/T 38 HOV AR 3 [ g5 42 il 5 TP 40 K B E 4t B,
ICU 21 20%2 B G MGy, JF HIX &g h 2] 87% 25 CVC BEE MK,
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AL i K B AT TARRE AR, RIS EH) CRBSI KA FHAT AR
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CRBSI FJ &35 A 3.82/T 54 H, i CRBSI fI K AERLA 3.5%131, 7] I, CRBSI
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HLE G EATR) 26.42%15), X 5ZRREESS R B HEEEDY, EARATTEIHT 5T R I
i BHE R AR R B B R T, 2 AT R e fx A S IRV . A
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IR DTN E N QBRI E IR, NI D KA X RE Gy, 1 HH
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BB IAERS . HEPU . T AR H IR LR S P T 9 s A R el
CRBSI WRAEMZR, HFHIESIT IR, &t PERREE S KA ICU &M
KM G I i S R 2R o R PR B8 5 A B A2 it 2 BRAIR0OT o s shE AT AT A A
& CRBSI H Gl K220, e % — AT 22 KA, T 2 2m B 48
MTtE T A AR G R e ) T R S R AR IR Gy Tarpatzi S5 R WIS A K2
JRZRE B BER . SEARSS B IR 2 CRBSI FIAZE G R R 22, YT 25
FRIBEAE TR IS, TR BH FEM IR MER TS, KT 80 %
2N, HSEMICHEBRIMLLEIZ N 12.43%, 1152 T REE G LI, 7
T 40 B, HIERYFRN N 2.78% 22, RIS 7T BN B ENER. Bk
FERE . B SERGAH RPN, ) oh s an SRR B G IR EEAE 2 K A2 CRBSI 1)
MSTAGRE IR P, RN ERE AN B il 2 4 5 RIE RV SREAE, 4 S AT — /MK
BORAS, B CVC G E A 51228 2 E NG 51 K MRS .
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BARBAEAGRIEN, BEAKK/ADT 50 KKENN, HEESSWIMEERER
RS B R 520, AT T M S P e SR RO O, 22 R R T i
BRI P R R IR, T B B AT B R P20, A, RN RK A TR
PR 55 e N A B % R A 8] () R A B e E B s . A AR EE X ICU
Pt Ve A B AR B TR R (2011)) FIIR IR TG AT & % I+
XAHR AR IR D, RASRAEFEAL, SEUAIES E CVC BB 1 EE I %
A eSS AEAE R, X R CRBST & AR (1) — AN B R K27,

23 SERZ

SEMR: BRI RO REEFR CARERERRESIE S8
MIE AR, SRR ER R BRI R . R EE, IXREAT DURE Sl F A
A YEre P RREIREE, A FR G S8 B IS RO, a8 A
PARE 2 N TR 0 S8 BB S R B, Lk A i e 1 5 ik 6 60488 3R 189 im 1)
70%, -5 20 BB B A R IR 1 s, R AN 20%28,

FEME I .CRBSI PR MR A & BB e, 200
BRI R A T E B AE T IXAN 451829, @il g it-2= i £ B CVC B AN,
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24 SEBER

TESN FEIK BiE T RO s RkonT LLEAT CVC S B E . X XMEEE I
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S B IR RRGR FTEN 70%, it E M, X =M cve S8 ¥
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25 BEZEMEMESHS

MESEMNEBK, CRBSIRAMMEH S, HEEFEREHTS
EEMERT 24 h GAEEANSKUHAE, FHME S AAYEE O R
ITREZEHEBY, X RAFEH AR R R ERBUNT 1 ARG R 19.4%, 8
R~2 RGN ETF RN 41.7%, >2 JE 4K e Fak 2 1 AN 52.6%0391,
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F S RS i L 2E R G 2 v T AR AL, WT RE TR DS SR R IR AR
Fib B e p R AR AR, ST ERE B REMNGRR, 10405 (1 1Y 5E
PEALER]

2.7 BRIEHIFPIER

BAE R P R IRAEAIE . SEBEEA Y FOREA K ph
ARABINL . BCIR BT A 75 Y55 5545 CRBSI IR A A%

2.8 ZANEIKBE R SENMMEE

CRBSI IR AR A CVC BENEEMARI M, £2A R SEFLE
B GL T, CRBSI A AE R H 2 238 0 6 504, ShAESERFFIR I, s
B B G INFETS G L N 1 ARG IS R R AR EON 0.78%, 3N 2 MR E,
RAZRIEINN 1.51%. SHIGEREZ, JCHBRREREEA SISO T, BRI
DIRS: W NG

29 BEHEESKEILRE

X — TR EYT RIS R R B CVC SFERIK G, WEFHD
fa FREECE FIBE VI AN It 2 S 20 CRBST [ X3 INBT, e fe i WS
FUIX K CRBSI AR A ar A T R RIS AEY), BRI R T 0 B g B G
LR R i T2 A T B

2.10 HibF =

SE MR BRI MNAE ICU I B B B AR, LIS 2EmF FL R IANAE
ICU. ff FHIFIRHL>30d. VB B E>2 UG IR G R A MLl R 2= (P<0.05) B8,
] R PR I S R 25 3 ] DA s i) S T S % D R S 5 VA . ICU 9 o5 IR () 58
RZHURTE R4, G2 M. fEIRITH, TP R. B Rl s
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[ R, ™ B, L2 S 2 Bl AR 2 24 ) R A B, A I R 1Y
BT AL — P IR
3 CRBSI fIi2 Kt

CRBSI (12 W7 3= BRI lim PRI L S50 5 Ao 21 45

3.1 lmpRzRIN

FH T CRBSI B = R e HERHAE, R IR B2 R 32 CRBSI, IR
LBl PR IR A A A R B AL L RS B RS . T
HE AR EEEA SR, WA ME, &IARME. DK, ERAR. K
1S M I (disseminated intravasculation coagulation, DIC) . £ Ji#5ThAE
Fufy (multiple organs dysfunction syndrome, MODS) . H T H G/ 4r 55 1 R
JBEYE, BTDAASRE DA ORI 2 Lo W . — SR B S IR R R I, R #(f
UG ZEB) B = i S 1, T AE B A R L (1) ORE A AK ik B A B e R S P AT
SR USE . AR E R, (F/E CRBSI B, R RERIEAR I, HIELIN
9, 5t ]t o 1 26 BR TR 9 CRBSI ) 32 S0 BRI, 1R AR 2> 51 R G 1) =y 3 B
EEER, XGRS HA K. HEETAA R IAERIL, Kl 2%
N [F ISR Bl ™ B 4 B PR % () I PR SR BB 1% 7% 1§ CRBSI 2 HH 45 0 4 7]
2 BRIA BOE = BT B 91 . AR SR> SIS AT EARIR IS, B AT G I R R I
RN, EHRERATSESE FRIR K IR, XGE/E )y CRBSI AR . BRIt
PLAN, PTAEEHATEREIR, Wk O, IRt SE, TS5 5 T BEIE F 8 mT WAt
gk, fibREAb ik . CRBSI (IR ERIIL ] LLAHE: (RIM A Czhid s, RfFs:
P2 BT IR B TR IR . WCUREAR b Hh o K A A P AR Rk 28« Bh ik 46
LA s 38 S e AN P Bt SRAF I o IR A8 1 8 8 AN AT A M R AR IR 55

CRBSI WIla R LI G o 5 AR S S LM A BORZE 7. 2RSS
N BYL FERME L E R EE AR, HRRIOVRAER . a9 A B
ST TP, BRIHRX 28 s S e kb 8, IR BEA AT IR e, UHRH
R T D R G Z R E AN 2 S R M/ MR TR B, A H AR R, N
MRS R, CLEI#IZ N . CRBSI 51 AR MOIMAERF fia 8 H A 0 I & 5l
e, BTG R IREARTE, E4f e T LIRS s 9S8 N AL 5 2158
BRI S0 IS, s AR E AR AL S EEZ R E R IR N, I
AR RS K B Je 2% 18 8 AL s LE, Wi B SR, B R
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BB ZE 5/ T 2 h, (HIN 235 —80,  [FR 6= e R YirdE, Walaeienh
CRBSL; (5 kASEMIEFRNMEEEAZD 5 & TINEF MR, mH
B How R YLEYE, SR TTAEN CRBST;  (6) dnSRAN oKk H S8 10 55 37 M B
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PR, 7RG e BYHIEE P2 R AT REN CRBST;  (8) W& s 77 NI,
e HeBk CRBSI.
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—I RGN LRA TR X CVC W B ] LUR I g2 & YT B i, . Xt
Ry MBEEHWAEEU LS EN 2 AP RS R L fE B .
I S IR e e I IR I 25 TAE 5 P 4 — e B RS ),

4.1 FIEPAGHNENFIE . IR BB E RSB AZ I, InsEst &
EEEAE R NIFIE AL, X4 B F I AT CVC FHORATR I F S FE ), & E
ERFREEN ICU AR L AR B, s R R Re . X AR T
. IR E SN BV L B TR, R XA R85 02 4 1) =0
B SE. CraigM SRS EA R E 5 IA R TIRK CRBSIH, 5
Gb, BN RHOTMERIBN, WEEIT. $4 BRI, EFRIMEESE, HAdiA
AP AR 5 2R A A ) FOUHE it v 7 40 A R B

42 FREMITHSREEE. AUARE, MEPITRREEE, BRI ERK
O K A ORI I RO 3 . TE R Z B 7T K I, CRBSI g Js 32 B DA DL
2 IRPAMER A E, HA o (0 & BRI SR I A AT Bk E S E A E, N R AT
THEERR Bt . ARSI . PUT SO R ERT SN R AISET s Mg R
ITEAERNE; A eiokl, FHORRES RS R RARES : Wb S O 1 N3
B OCCIEAERE) 5 TR RS

43 BIBERNEER. FEE WP OE K CRBSI I, K4k S8 H[H
P IE R ML 1E 77 K B AR 78, DR S BRI JE 1, 1 BURBUAE R TR RS,
IRIHR 2 BT, AT I P 2 PGRH P B U T B R TRYT

44 FERRERE CVC BEEMERIE. A2 XELEE, HEMNMRTAE
o2 R REREERSE, WALEZ SR ELSEBHE.
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Mokha JS & 45 18 18 /i S AN 5 SRR R IR PR B T R I, — SeA LA
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HUOE KRS (CVO) R A B ERTK . 2athm. BETZIR SR/ #
VETTEPGESI A, AT, AR, 898 3= R &%, EEERER A
foah B RERENED. HSEMHER, FAREHREZ R, Rl SEHEX
PRI IR YL (catheter-related bloodstream infection, CRBSI) , 5 &({F B i [A] ZE K
E?%ﬂﬂiﬁﬂ R B B ARG I, som B W MA i E, 455K

237 AR YTE P S AH 31, BRI, FRU7 A9 i) 3 8 A Do M I R L 1 R AR B
J&ﬁ%gﬁﬁﬁﬁn%@ FH T S0 B A BT 245 MRS PR 25, (6 VF 2 P 2576
J7 CRBSI I 2, PRI,  AEEERIZK-PBIF 78 B0 1 51 2 K BUR HL 5 1897 84500
NEEL ARSCHUIE RN CRBSI BU w85 /) £ K A S AT 2518, BN
BB 0 97 AR o 5 A S M I I RS G R AR
1 CRBSI B & R RITRE

1.1CRBSI Ry

CRBSI 245717 A M8 A 38 BB KR ER SE 48 /NN, B MBLE MAE. #F
A R AR BRI S5 BRI, Bk ML 8 A FLAth B A ) e 0t ) Rk e
PR

1.2 CRBSI HIRITIR

5 35 [l 425 1) AR G 0 (CDC) S v, 36 [ 43 4 7 E0E s 474 o A
i b5 R A CRBSI K2 72,000 1], X EERRGL SBOET- RN 12%, (LB A1
FEK 7 R, BT IME R 2% P35 45,000 276590, R E CRBSI [ E R L)
N 5%~15% AR LILE 2.9 BliR~11.3 Gl T8 B AW TSR E A=
BER ICU fE: Bt % CRBSI A% 11.0/ T34 HE. S48 HE Sk L it/ s O B0
i DL SR A G e [ R [ VR ) IR . e R ) BR B . B IS R . R SRR
FEE . IR AE . RIIRA W LS ERESE, Horb i i LI E0% i A S b
Pty IS 2 ) o ) B3R T 9100
2 SERXMLRREAMFENSHEE

2.1 REHRENSHER

s ¢ 5 B A B A — Fh A4S 2 51 kX R e A % ) o == [ PR 1, AR s LR 1
A] 43 28 L 98 50 75 11 B (classic Klebsiella pneumoniae, cKP) & =2 VEfli 28 v &
1A (hypervirulent K.pneumoniae, HvKP)!,

2.1.1 HVKP 8 JJH &

2.1.1.1 HVKP [ 1fiis 2

78



MR EZAAE LB AR A S CVC B CRBSI KN LW S 3t 5 ACE 35 35 R AE Sk (A 5T

SJEHEAE DRy S5 G 4 T 5 4 B A/, L ) — JE RV 5, — R R AN 22 IR ZEL A
SR I —FREIR S5 1 . HVKP BE3EEZ 8 (K $ii) MARZHE (O FitlE) .
Liu <5%F 65 wIRH B Bt 2008~2012 A ) HVKP 21T PCR M 22 A s 2R K90 Hr
121, I HVKP &5 B 2 K1 K2, K20 F1 K57, JF H HvKP P&
TG RAERXSAMRG, BE2ERT KL & K2 8, Hi2, JEIERrA ) HVKP
S B A XSRS e P #02 KO 2 K2 BY,  FEAERE DX 1 R4S M e J ) /) B
Al K1, K2 8, I BRI H AR N3, Tan 56X 129 4177 B 1
HvKP (AR A AT PCR MSE,  RIWEE L — A0 e i A7 5% () s AN 2 K1 K%
K2 M. FrbA, HvKP #5055 RS K1 K2 S5 TG 8 70 B S 35U,
A g5 Ha g R A e,

2.1.1.2 HVKP K # /)2 K]

R RT3 K] A (regulatory mucoid phenotype gene A, rmpA) BE 5
SN RS, R R T BORERME BR s () R o 22 W5 e R 1) B LR R 1. AEAE
IS 40% R M I TR A R 235707 rmp A ZERIIS), 3R B rmp A FFAN 2 H
KIEFAER, 125 HAR K 7 3L B 520 HVKP 78 2 B e iy 1 25 J34E F
pLVPK J&JIili ¢ 50 75 0 B CG43 157 U ME— BURL, 2 il 98 SR AR EE J 0485 77 1 ik
AR E R R . K, Z BRI = AR ] e A2 HVKP 5 /730 5 i BB R 2 —

RS R A (mucoviscosity-associated geneA, magA) & Fang 75 i
i R AR N RIS, 45T magA FE DRI B R A R I B A 2 B R S, 7T A
P B 4H M AR A LS #MA RGRWAER, JEMIE IR 22 MGy, Frbd,
magA FE K IFAEmBIRHE ISR R, AT e A At R PR [R] A 444 D7

2.1.2 HVKP HgEA

PAENEMIESI T EEZNMECER, MG, AREKEIEPREE
YEFH o il 28 5 7 A B AN 2R BAR IR USCTE 5 44 N Rk ok B AT, i o2
108 T R AR ST ) AR I 5 B ) AT SE I ATLAA R iR e . AT B 2 WD 1T 3R AR
IR R A BRI SR ), FESME PR ERS S, RiFAREEK
L#E yiG e, HvKP 7 A Bk B A o () ORI 3 2 4 0 HVKP B ) 2 ZEY) .

22 HWBAITFESNIEE

fif) 2 ANENAFE  (Acinetobacter baumannii, Ab) & —FMHLESBURE, KEZH
TR BB R AE A IR I R AR T N AR R PR T B Be M B R Ab T 5| AR %
L8l Ab 72 FE A R MR G I B R A T H 2 IRIIPE B 28 — A, T H2 b
THiREas . BEERRGL R BIE M2 M 25 Ab B’HIL, i Ab RN ICU F& HH
IR AL ) BB B B, PR 21 AL “MRSA), HHT Ab & 4% 2 48 1y
ZiLE A AR, i B GERTT IR, X BRI TR AT,
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VIERITE 2. YIRS 5 A G RS, i AE S8 R IR AR, G
THAK . BT Uk SL A2 2 Fhif 15 R R 5200, 525 ) 52 PRI 82 0 11 7=
AN 245121, R B TS HU BT 7L COUESE Ab B 55 AR W IR Al TR R 4t
ik, JEZHE. SMEEASE R, WHNEANTNEERESED 7/8. Kl
JeEZ BE . BENERE Dy RecA H H S5 R IR, B AN I FUX0T B2 B JE 4 1
13 HR BRI 2 AL 5P 0 BT (MLST) 7w, A I —F ) Ab 7% & B AT,
T HLAIW 1380 e 2126, 3 83 () e 91 R AR5 S A4 (1) R IR B AATT, i 4H
W AT ENIR M E N, DR BRI P BT Ab 8BS 5 52 5h
TR FIZ T T R 7, S A G AU S 70 8 I Ab BUR AL AN E
I I 5T A ik — P AT

23R RERES HER

AW R, 5] T8 A O I AL B 4k 195 i R 2 — A2 A SR B B B
(Pseudomonas aeruginosa, PA), ‘& {2 434 T H AR SR IE B N R L RIIE |
Wi, J&TRMFBURE . IR, FEER W RGN KN, A4k 5 i R T
R p 3k R GE(T3SS B TTSS)PIT i Ny /& PA (Y EZHUR LAY, BB W 4
P ExoS (MI4MEE S)  ExoT (Jfi4hME T) + ExoY (HI4MEE YD . ExoU (i
AN UD 5 43 E B exoS. exoT. exoY. exoU FE[KRIFKIX.,

exoU RN R AL, BT RA M E E T ExoU & — P isEg, wJ
S A AT 3 A MR ) P4 DA S DR R A IR, R 4 FhER R s B 1
fEHER K. ExoY & —MIRE R LEE, FET KZEPA Y, HATXNHEET
TER 2 Eb o exoS NIRZEAIIEN, ExoS Fl ExoT J& 5 %5 HH 5 ) WU B 6 8 1 1291,
FEE S I E A DA R E AR TSRS 5% S LR L
Rl B SR R e R, AT A gl g o> 2. Sl T, H exoS
Al exoU H: (A& PA B F 8 /)AL, Hgwhd 731 ExoS F1 ExoU & H WG R &=
NXOUH E P,

HREMF TR, EERGE R IFA I 1) PA #i2 [N =42 3X 4 F 4
Bty , &R MO ARG E 7> 55 PA BEAR S S & B T S EUBIEAS — 8 fE R Z A 5,
PA 1) % B i 24 R A1 AF 2 B 265 1 B R exoY s exoU. exoS3 FiJ A 455 AN
6], 1HI%7H exoT 2K, KEHHH exoY HEH, 1HZ Hify 256 fE L H i 24
4 Fhag )RS R E R TSR .

PA 75 1R A exoS+exoU-(1R 288 Al exoU~+/exoS-(41 il 55 ) K R AFTE,
exoU 5 exoS #& — X ILAHANGI R B, — A ol T AN 2 [R) I H IR0, R7E R 5% X
SEIE T K I exoU F exoS [F]H BHYE Y 22 H5 1 24 4 2% A F B TR 270, 7E 2R 55
B R I /> B exoU- / exoS-JE R R MRAFAE, 7] e 5 WM IHZR R K AE R
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A R8I,

24 REBBKESHER

N T AR A R T R D I I R G R R R I P (S R 1 S 2 e, T
PIE PR 9P B S DTk, CRBST 1R Al A 3R ] 2= e 18 G 1 575 428 ol 34 15
[ E i TARE NP £E A SR IR B e, 32 ) 5 =2 PH A B Dy o R 6 ) 2K
B, KR A EREAE AN ESE0RE (opportunistic pathogen) , il A\ N & EAT
FENAR K2 IR J R B P 4 T P T8 B A o 3 R 7 60 BR TR PR T LA 95 1 2 0/ T AR
SlEANKEM, YEEBETRIEIMET . FHEFRAE S8 E 20T
I7 T BONUAR S 2 D7 AR Lt e 40 o) BF 3 2 ) 26 BR T FH JE RELIR S AR ey N 55
FIMRNAIRES, 5™ B GL () R AR B0 Ja sk 5 () R & SO A, A6 35 3% R 6 48 Bk
B 7 2010-2014 4F [8] BT 73 25 H 10099 JiR b 2 A8 B ASCHRAL SE R IY & B4l w3 e
RrBU, TR, BEET WP L9 YLE I IR _E i B, 3 B 0 %) 3K b P 5| Ak P SR
BRI 2 W, 3% R ] 260 BRI 5 B RGLAE Bt IS R BT o 1 B AR Rk R .
T 756 AN [RI 470 o 24 400 1R 2 B e 2 BR T, 1 3 AT DY I SR 40 B 25 M) ) 3
P PR I N 2 DL, AMUAETESEI . BRI e SIS 2 s A HidE, FRIEE AR
S B 4 TR Sk 00 P PR B84 3 = 3 Bl MRSE [ HE 2 BB A B FHERS), R IR IR
LR, m IR 7> BAK sesT BHE AR B 8 5 T € M Ak sesI HUFHPERR, 7R sesl K]
S sesl AT HE A 7% R 7 4 K b E0 1 2 2[R 101 3R e A A BR B AR DI 5 I R
RYLE )OS 2R, H AT SR AR YIERI GG M E B BRI I 2 MR R IR . BRI
VE AL B SR S AR BE R icaA ZE[RIHE PIA & BCHIALHIEOT 8 HH oM B e
Je& T 2R L™ E I B P IR, T AR B e ) IR R B BUR I, I, AR
PR R RV T T I 2R

25 e RBEEKESNER

4> v {07 % BK B4 (Staphylococcus aureus) & X K B N B GL ) 2 2280w I,
WHRE AR TFAEAAHMEE (PVL)  WILE. MR, Ffx. &g, &
fifg 2137401

PVL & —Fh S E A 400 is i o i A AL R LR 2R, 40 (03 ) BK
BRI P ECEE R AN R ZH SRR G . SR BRI IT 2 AT I 46 35 5 PVL B A G4, 2
B 252 S vl VR A BRI A I — R R R B, GRS RN U I Al i A B R T
ZREFE VG E, N3 e (078 & BRI F T8 E AR, (e AN 1S
ML . B R T HREER T (IfA. clfB) K4FFiHEE (fabA. fbB)
N A s o B 0 7] 267 R T 3 I e = 2 1) R0 O AT 1920 o 9] 260 BR B 2 A PR V5 I
FiEE R T g, iR A R AN, A IS R RRE AR A E
RIZHZA . BREAE S B T b, S (88 41 BR TR oV 1L 2R 25 A hla Sk 2 95.21%,
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B-T 1L 22 K] hib A4S H 26N 73.93%, A hib BH 2R & T AN 72 45 5 37.50%.
1M hla FIFHPEREEA—), R R il e i B & 3K S B IR 1 — M E
BHEOFE I 7, AT R KR sec A seh (BT KT 10.00%, SR
SEIRIE ) 488 MR & HE (05 2 BRIA I sec. seh [ H R M 5.9% 3, #HENIn
FAE TS A I £ 75 (0] ) BR B8 Hh 2 4 i FH 1k 1491

2.6 KipeFmE S HEE

TR B, KGR A B (E.coli) i 28 5 B 1 B 2 5 SUM IR Ge 1 32 2 22 Y]
PEFF R4, E.coli A2 IR IRARA H i i DL 73 B A B, 2 2k A MEEIUm T, ml 5l
WU TE AN iz 18 A G o ARIE FLBUR 7R E.coli 2004 3 ANMBE: LR KGR A
BRSO R R A B A A BOR R A B (EXPEC) - W TE S B0 1
KI5 i E L ASRREEURE R A # (UPEC) BT JUI IR & KR
(NMEC) . &8UntE KA (APEC) FIMUILYE KI#E%A B (SEPEC)
48, CRBSI %5 SEPEC K. HAMKHFL#kiEM, SEPEC £t #%>20.0%
5 F1FE N 15 Bl K6 H R B SN papEF (91.7%) « iha Fl astA (¥4 87.5%) .
TSR FTHRIEDY, 5 Fh 3 EEE JJ R 7R K] eaeA bfpA. st. It. stx1 [J7E EPEC
A R A 45.38% 36.95% 11.24%. 4.42%. 2.41%. eacA Al bfpA #
IR R T A RS B 5 4 28, R 0l R R I b R Al sy, BRI e 2R 5 7 R AT
Z 59 R 2 AN, BB 5163 2408 Gs . LEE FRAEUR V7 40 i b v
P55 1 8, K BT EPEC HI4e ikt . EPEC fE NRHUA G, 1 Je & BhiM(ETs £
S it 3 T S, 2 S o T T 4 4 ™ B EE S, L eaeA /& LEE 815 i
H B DR R,

KW A B 2 - B9 77 ESBLs 2 P VEAT B, Hode = BN ™ A8 )3 p-
P TR Pl o K M 452 A TR 24 1) o S BT i 3 26 D] L 7 1 32 22 DA TEML 2R
SHV BN, JEHIFHEKE CTX-M BIS), Hinff 7 ikiE, LA CTX-M-14.
CTX-M-15 J5£ 054, HAl, CTX-M % ESBLs FURMLHITI AT, EZEMRES
CTX-M F: A L35 ISEcp1B A <, S BN B it 25 AN 2 th e —Fh L R 512, K
#4377 CTX-M A ESBLs #RAEAE [F] I 45 22 By 24 25 [N, £Eax e R PR AL [F) 4 A R
FE 2451550,
INGG

CRBSI AMYINE A, SEMEH TR, HHAEH S REST DA
AR PTE A, o mM R ERMEES . (R TR 24T, %4
CRBSI HIG7 5 KBkl . 230k CRBSI & W20 6 (135 /3L R BT 4558, T
4 CRBSI HIGT S AR DL 78 77 1]
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SGid= BREBMARRNEXHARER

HEFERE (Sepsis) s& RIZELHE BAE B, I — RPIFRI A B A B
R LA AL, (R B B AL B T ), RN 4 B ROE RN 4R & 4E (Systemic
inflammatory response syndrome, SIRS) [, FRERAE 1) & A S R AR KA Bk
T H YRR B2 52X (Endogenous Glucocorticoids, EG) . JEEEAE T LA H BRI
R, HEIR R A FE R (i N A BRI AT K O WLHIAR S
AR EE, FEWUE RS EME T AR BT, 3 S B A2 A B
PRYE, R RN B B, FERGIE OL T BB 4 T 85 & SN E 7R A IR
A ERF SR IR R R A, M IREGEE B PUIRS SCR SRR &, B s
IhEeREhs, MR AMEEMER T4, SS S Wb J: 53 /M3 B B i s v
AR HE Marshall #115E ARAE, 5 1 5 G0 D) BE R RS 124 [ b [ i s0RE % 2 25 8 il A v
PATEL,

SS A4 N 24 B 11 2 G Bt ) — P P ) R e OB, AT AR e gl
SR FRE IR A, WA BT B BT A S 2 SR E R, PRt fiik
18, fERE, fhTHEEA 751000 4 icEEAE Bk AR v 2 (B 1000 A 3.0 4],
T 36 1 2 AR\ B AS B BG n -32 BOH R0 26 DLREAE 1.5% B BEAEAN g n, - 3]
2010 EA1 2020 £EAL1H4 934000 %A1 1110000 51, H A 13X P50 B4 A A
A 167 1238, BWFRTEH, B 59%MIMFRE B3 75 Z{E ICU, i ICU &
FHHA 10.4%0) B F R MERE B E ., fEEPE ICU H1, JREAE. ™ HE IREREM SS
[ 538 R %4 il 61.4.35.6 F1130.0 A/1000 N/H , JiFEZ 53 11M 34.7%+47.3%
F152.2%09, FEAERE, —IU6 3877 4 BE IV TLAEH, A 11%H) 8 &A™ HIKE
FE (B ss) , JTREMEE B ICU FERE LT R 5 & 55.2%F1 48.4(). SS
CECNECONH EEE RS S (CU) BE MR EBBUERF 2 —1012, fEEE, =
FERRFEREAN SS F4FE 22 FEZ) 215000 AFET-13,

FEPR EOCT SS MIRATIR S Gl I3 S 1SS A 7t O AT, i
e AR REF, BHXREERBPEM SS BiiG, MFAENCEAERKR M T
KBRS IR 7RISR, (H2 50 T BRI 30 77 5 it 5T Ak SR
AEAERE BRIk 2 (RI0S), ROME ke, 7EFEAREFNIG R P A O & 7 SL it
BRI R, ERAET SS EE T RRFAEERSHIARTG, MR ELET]
ik 50%EL LA E, T SS R B ReReG, BAR R AE AR FE R A OC
BEERIVER, JUH XTGBT B A A RS B — @ AR IR A F 12021,

TRk, B ICU RUAHAR K TFBIAWHE & 5K, T SS B Rif i
JE MR AL OGE B ARAE H 253, EEA NS RS, B S22 AN
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AEHAT T RENF RSP, R 2maad, 2HZEM (Gene
Polymorphisms) R4 AJ BEAE M EE PE R T A IRk ERAE Hh A5 SR FH 12026271, AS[R] 1)
BE PR 22 A VR UE B 5 B R i R R A e B MR b () R R ORI, Ll YR SR BE A 1
B, HS F A — e A A R S IR FEE AR e AR TR BT OCHK,  HLin ADRB2
FEpR2021, b Ak, — DA [E BB STER H, HED ACE I 857 2k [R5 415 5 5 B R e ik
%E[Zﬂo

M Bk K ALEF (Angiotensin I-converting enzyme, ACE) 3R Z &M
Z TP JORE SN 1 5y BEPEAR G, WAR IR A AL BEARIE, BhAh, A IR ER @M%
(Antigiotensin II Pathway) £ SS Hie & SHAE Y. Bargsidat, ACE 1k
NE - ME SR ER-RE B RS D — 08, 5 UD 280 —EE0mER
TR B R S R E L, R fE N EN B L, ACE UD RN 2 &5
AR URIABE R 2 (8 G R KA S 20321, ghAak, S T RIS 47 SE K 1) ACE JE [
525 ACE 1B /KT FBRAR i R AR AR R : ACE 2RI H Al RefEiz sl fa ok
AR L R PRARMLE I ER . AR FERY], ACE B[R 2 28 PER) rs4291 A rs
4646994 LjiR ML 24 g BOEPIXFS A ¢, ACE FRRIIE Rt 5 K+ i) ACE
FLPRZKSF AT LOAD [k A2 AR A RB3IRR 2 4b,  ACE JE[A] i) FE L AR AT IR
A5 VYR NSRBI RIS 51K B EAR B8 T A kB0,

ACE B 2K 21 kb, T 17 S 64k, G 160 2N R0 0, H
HORH A R BEAL T IR 2 A PEDY, BTG 2 S M 55 1 B3 AH 0, BAE MR
ZE R AAE N R R AR S AR L L, 0 a2 5 5 R % 2R G M IR B AH 5K 1 2
RS, 58 P J5 DR Hh B A R 22 38 R 3 4 R s Ak sz el 2 1 o PRI ZE 0 DR, A
TAEAS MO & 005 B K JE , RO L DR 22 3 M 15 7™ B ik B E A0 1 e 38 hn kb Jek
PEZ B AFAE — E AR MBS, ACE 78 2 ME S N A i R A, 1 A— ANk
IR, 0T 98 9 IOBE B T S OCB A E Y, — AR A T CD143 A Jr HIE R AR
Ft, MR AR MLE CD143 JE A EE IR R ZE 7, X2 7] fe o 5o Je R
Fd%E RGFE CD143 35 B, AR i JOREEFRET, A4 B T4k [ 7 2= A
A5, ACE VPR A] B cicAs ™ R L i 25 . R AR TR E IR ERAE R S LT
I R4 fhr,  Forp AR 2 HoAth R ZR AR WT 5200 ACE (177 AR PR IS SR L. ik
BRIER AN ACE W& 1% N %, FERKVKIME, Bt ACE i& M3 & ] Bext ik &
RER BB G a0, JUHRRM R EE . MERER ACE 36 M BRI AT Be S5 40 B iR
ZWESES BT N R A 4570 5 ACE V& M 32 24 A 56138, ACE /D 2381
WAL I ACE FIIREE, B 57 5T MG K AR 1) 50%05; O B M%K%
SEEW ALK M CD143 /KFAI ACE UD £ &M &b R IEE BB, Xt
FANKILERRAN, M5 ACE %5 ACE £ /D &M%, HH D 241
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B E N LE R MG ACE &K 1TSS R w2 B FEAFAEIX
FilAH SG PRS0, AN[E] % ACE UD 2RI BUAZAEE 25, A NFFEME & A
I, ID, DD #iF AR, (HRGEE I JE N AR 3 40, UR)%E & 58, ACE
RIS T 3200 SR AR AR G ot s R g a8 R SR AE T, IR ACE R £
AP ] REAE BR BERE A R R AN &5 7 T 473 b S BRI E A

AW FRIIET T 1EA LR (D1 EEFBA V1R 534 D S0 5 H
FRAE EU R A BRERE ) RS 38 0 1 A%, AEAE RN 24 DD = DRI R AE X B i R e
R A R E AR VR I3, BB 5E R o) ACE BRI 2 48R 1E SS H 5 4F
SS Az [l fFEH ST A AIEAAFAEG T 22 7. AR ERACIL, HF R
SR A O e EERE 1 By BV S R, X 32 B pR S R RGN B G | S 4,
SR —LEHf 5T R B ACE UD 22 A5 PRI AR AIC A 3 ) L ) IR B 0E (1) R AR B AG i B K
KIFEmE2, FRE, A REY ACE UD &M% ACE MG TEALF-X} &
S JH FEAE A I R 5 SRR AT AN A2 R B B 1 TS DR 254, aX m e A2 H Tk
hER 5 2 PR 2 0%, JUH MUK OB LR S AR BB o 78 B () — Tt
FrlOE . ACE $ N/ 2R 35 PR 28 (1) 55457 J2& DRSO AE i A 0T 50 0 50 R M e 6 1R
—3, ACEUD Z&MEM™EREEML R ICU AL T M, H ™k
BRIEMY) 28 RILT-ZAE ACE R MR A REZER, HTEE R T —1
CEThEETE)ACE FERI 22851, B IR BEHERR R 'E R -IE Rk R Rgh ixpp
BE R ) FAth AR S B B A B A R R 5 AT R R . (2P T meta 7 AT R IA
9 ACE UD Z &1 5 MERE A A IR IR, (Hf53& K3 ACETD £2&MS
R BFIE BT T IRWT48), Ji g W 7E R I ACE UD 2 2851 578 J LR BEAE KU AH <
PERTS, S0 BN REEAE ST A R 2 AH M AL K IN ACE BRI A oy
UD 5% U1 83 UD &K 2 [F i A7 RIS 1) 8, 53RN D/D (1A b L e 2500 Jak
Je XK # i 33%, X5 Hou X SR ILEEAR —F, B0 KL DD K 7Y
BE PG B RE 10 R AE R sl g 22 SL R AE RS, 7R VPR N TR LEE AR #5757 DD
BRI Y B AT TU/ID #5737 5 M B0 AU T B 25%. H 2 I 75 48 A BR T B
FiONTE, P2 ) 02 AR, HAWNSCER D, IR 5 2 1 5K
P A B 0 22 e BRI 9 SRAIE BE R A G
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