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[FEE] BRY KT 2RI 5% (KD) B )L 3 N 3% % ) 44 B AT 4R ( NT-proBNP) F= 45 % R ( PCT) R F 49 & 4L 3¢ F- 41 Foml &
KENBRIRE (CAL) WA, F53% 2T 2016 53-10 A& B ILEE R L2H P S50 99 4 KD BILAA T, b A
W% (TKD) &L 67 4], R T AN % (IKD) %L 32 4], ARSI F5 A & 45 RA AR S Bk E 4 % )L 54 KD-CAL 41 52 )
KD-nCAL 28 ( R4 CAL)47 4], 3 45 F) 30 B 5535 BOR TR A B kA )L & 28 ) 4E 4 3+ B 28 i) T o 32 NT-proBNP #= PCT /K-, R #F
#em] e AL CRP ESR, & %& & (ALT AST . f2 447K -F | b KD # U ¢ NT—proBNPJ}\PCT K84 B A S5+ dn 3¢ NT-proBNP &
PCT K FHL % X & AR AE ¥ & (ROC) 247, 343 T CAL #9 Stk 16 R, SR &M KD &)L NT-proBNP K 4
(1 711.78+649. 69)ng/L, ¥ 2 % F s B 40 #) (346. 23£138. 35) ng/L, 2P KD %mm;ﬁ PCT 7K-F % 0.98(1.05) ng/mL, & F
xR 0. 35(0. 46)ng/mL, £ 73 H %3t % & L (P<0.01) , KD-CAL 28 f2 3 NT-proBNP 7K F 3 (2 607. 66+757. 58 ) ng/L, B
2 % F KD-nCAL £8.84 (650. 00+53. 95) ng/L(1=2. 294 ,P<0. 05) ,KD-CAL #4862 3¢ PCT /K- 1.79(2. 10) ng/mL, & F KD-nCAL
2049 0.56(1.39)ng/mL(1=2.935,P<0.05) , i3 NT-proBNP #= PCT 7K-FFm KD £ JILE K Fhhke§ ROC ¥ &% F @A 45 5 A
0.750 #20.721, % BNP =565 ng/L B A A2 AL, )05 KD BILR G A EB RS RN TG BEE HFEH»H A 87.5% .
66.7% ; % PCT=1 ng/mL B A S AE AL, B 45 F 5 %) 4 68.8% .70. 4% , £5i8 :NT-proBNP & PCT K-F & & KD F#
Ml CAL A &g l6 R E L,
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Prediction of Plasma NT-proBNP and PCT for Early Kawasaki Disease Coronary Artery Lesions

Fan Jianghua, Duan Wei, Luo Haiyan, Yang Longgui, Tao Yan (Hunan Children’ s Hospital , Hunan Changsha 410007, China)

[ Abstract | Objective: To observe the changes of plasma N-terminal pro-brain natriuretic peptide ( NT-proBNP) and serum
procalcitonin (PCT) in acute Kawasaki disease (KD), and to probe into the value of NT-proBNP and PCT for early Kawasaki disease
coronary artery lesions. Methods: Ninety-nine children admitted into emergency center of Hunan Children’ s Hospital from Mar. to Oct.
2016 were exiracted as the research objectives, among which 67 cases were typical KD (TKD) and 32 cases were incomplete KD
(IKD). All children were divided into KD-coronary arterial lesions ( KD-CAL) group (n=52) and KD-non coronary arterial lesions
(KD-nCAL) group (n=47) according to the ehocardiography results. Twenty-eight children with healthy physical examination in the
same age group were selected as the control group, plasma NT-proBNP and PCT were measured, and serum levels of blood, CRP, ESR,
albumin, ALT, and AST were determined. Changes of plasma NT-proBNP and PCT in children with Kawasaki disease were compared,
and the receiver operating characteristic curve (ROC) of plasma NT-proBNP and PCT were analyzed to obtain the optimal threshold for
predicting CAL. Results: The plasma NT-proBNP in children with acute KD was (1,711.78+649.69) ng/L, which was significantly
higher than that of the control group (346.23+138.35) ng/L. The plasma PCT of children with acute KD was 0.98 (1.05) ng/mlL,
significantly higher than the control group 0.35 (0.46) ng/mL, the difference was statistically significant (P<0.01). The plasma NT-
proBNP in KD-CAL group was (2,607.66+757.58) ng/L, significantly higher than that in KD-nCAL group (650.00+53.95) ng/L
(1=2.294, P<0.05) ; the plasma PCT of KD-CAL group was 1.79(2.10) ng/mL, significantly higher than that of KD-nCAL group
0.56(1.39) ng/mL (t=2.935, P<0.05), with statistically significant differences. Plasma NT-proBNP and PCT predicted the ROC
area under the coronary artery curve of KD children were 0. 750 and 0. 721, respectively; when the level of NT-proBNP was higher than
565 ng/L, the sensitivity for diagnosis of CAL was 87. 5% and the specificity was 66. 7% ; when the level of PCT was higher than
1 ng/mL, the sensitivity was 68.8% and the specificity was 70.4% . Conclusion: The levels of NT-proBNP and PCT have important
clinical implications for early prediction of CAL in KD.

[ Keywords | Kawasaki disease; N-terminal pro-brain natriuretic peptide; procalcitonin; coronary arterial lesions
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1% (coronary artery lesions, CAL) , 7 — 8% ik E %K,
KD FrEUHY CAL © 2 8 A L B AR AT VO IR 1) 1 S5
2 IEARSR KD ARG 3R 2 il L T 3 FR AR A
%%ﬂmﬂ%}ﬁ(incomplete Kawasaki disease,1KD) ) & Ji
B I RIS W R I ME . HET KD i2W 24K
FENG R R, v B2 RE S 2 W O i, [ o8 A 5 IE 52
KD LM 1 M2 N i A3 ) 44 BT & ((NT-proBNP)
M) F A BT KD B2 W, B 3 B 58 8 & SR
#52 Ji ( procalcitonin , PCT) 7K -4 &5 F1 KD #Y & 4 2% 4]
AH5E T NT-proBNP 1 PCT J2& 75 7] AAE A KD 74k 5
kAt 3 1 0 PR o AR AE P B AR SO R AR
PRI} NT-proBNP FI PCT 7K ~F- A6 I X B 5 5030 CAL #Y
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1.1 —f&FH

PEH 2016 47 3-10 A M4 JL#E B B 2 kooilk
1A EY 99 ] KD LA BIF 58 6 4, HE B HAth & #44E 9c
g, ANPRZTH (EB g FEIRR e WCILAE | L | 40 AR R A
PRI 95 Kot i B SR R, b A i)
IZF (TKD ) fJL 67 1, 4F % 28 (38) 4~ H , 55 42 il , &
25 i ;IKD &L 32 1], 5 8 22 (34) S, 55 20 ], %
12 51, ARG O R M A A 25 SR A TG Sl IR 36 R L
4% KD-CAL 41 52 ] #l KD-nCAL ( A £ CAL) 41
47 151, 3 5[] 0 ) AF % B A B f B AR K L 7 28 94
xFRRA o 5 16 i, 2 12 Bl AR 3 N H ~ T %
11 H 4 28 (22) N H o KD L5 %5 BEZH P51
FI R ZEF KR FE X (P #>0.05), AR LE
WIFE A L 3E I Bt 5 #1028 L S b, B U LR
NS R &
1.2 #¥rsg

TKD Wi A AR 6 Wik & /0 5 Wiag B4
6 Wirh 4 351, HHE 75 0 3h B & B0 e iR ol Fikos =k el R s bk
Pk, (1) &#>5 d; (2) WIRG I (LB HY);
(3B X OB O B2 82 Wi RIB YT ;
(4) R R Zs , 240 BE 295 (5) Btk 28, F 4
(2PE) R Sds (k) st 30 21 sl A i 45 Bk v
(VRS HA) B IR B B2 Bk RS AT A R AE 051 12 5 (6) ST IR b e
PR TV ZE i R, B, AR >1.5 em, AR5 TE BB A
HAebBRRIE 2 Wi~ IKD,
1.3 7

AR T KD B LA R4 L2 # k ifi 6 mL,
I FH B¢ G A3 B8 A 5 12K NT-proBNP 7KF |, XUATT
TR Je 0 TP D eI 4 AN PCT 7K, IfLiE PCT 1E %
{54 <0.05 ng/mL, =0.05 ng/mL & FHE, K2 2 U 4 B
PR HAl R RS A A4 R L C RV T (CRP) L
UL(ESR) JHEYihg g B4 . KD L2tk aT.olE

R A AT, T R S K AR, e SR R LA B AR RS
NT-proBNP . PCT Ifil # #1 .CRP .ESR | Ifil. 1 1 ( ALB) IfiL
BE (Na) MZLEE 1 (Hb) N 2R 2 FE 55 R i (ALT) |
RV G R A FEE RS (AST) 7K KO JUE B 75 A 45 5
1.4 %tz %

i FH SPSS 18. 0 Geit2# 8k, IEA 40 (11T Tk}
DL xas FoR R o K56, AR 1E A0 A 50 25 A S5 R
AL PO AL B BE ) R, 2R kruskal-walli Test % ( H
KB ), THECRRER F X7 K8, P<0. 05 N 2ZE S A it
X, Xt NT-proBNP K PCT {H #4732 3 TAE4FAF il
22 (ROC) 43 Hr , ARAZ T CAL #4 fe A 1 1L

2 #XR

2.1 &M KD BILEIRIEAR LA

TKD ZH 8L 20 M, Hh o 4 40 i LA (N | i /N AR
(PLT) .AST ALT .CRP ESR 7K ¥ %5 T X A 2H | ALB 7K
AR TR, 22 A G it 22 L (P<0.05) ;1 Hb
MANZK- 5 0T B2 L3 22 R oG it 22 B L (P>0.05)
TKD #4H5 IKD £ # JL N . Hb ALT  AST .CRP . WBC . ESR
KK e 25 5 TR g b 2# 5 3, i TKD 4 PLT ik F
IKD 41, 22 7 A%t 2# 8 L (1=2.535,P<0.05), UL
#1,

2.2 &M KD %)L 3 NT-proBNP & PCT K44 %
g oL

KD H LAY M2 NT-proBNP 7KF 7 (1 711. 78+
649. 69 ) ng/L, B I = T XF BR 41 ) (346. 23+138.35) ng/L,
PIZL L 22 AT B 122 3 L (P<0.01) , o TKD 4 1fi
3% NT-proBNP K4 (1 784. 701 006. 90) ng/L, IKD 41
(1 427.33+727.18) ng/L, TKD NT-proBNP 7K °F- % 155
TIKD A, HER TG IT22E X (1=0.465,P>0.05),
KD f#JLZMEW PCT 7K-F 4 0.98 (1. 05) ng/mL, B {2 &
TXFIBZH Y 0. 35(0. 46 ) ng/mL, P20 L4 2% FAH Gi it
BESL(P<0.01),Hr TKD 41 PCT /K F M 1.33(1.94)
ng/mL,IKD 214 0. 42(0. 87 ) ng/mL, TKD £ PCT 7K-F- %
T IKD 41 HES TG IR L (1=1.232,P>0.05) ,
W1,

2.3 KD-CAL #4115 KD-nCAL 28 & 7 45 4% Jb 4%

KD-CAL 41 # JL WBC N Hb PLT ALB Na, ALT,
AST ESR 2 CRP /K35 KD-nCAL 4 4 2% R XS+
X (P#>0.05), 1 KD-CAL 1 Ifil. 3% NT-proBNP 7KF
(2 607.66 +757.58) ng/L, KD-nCAL 4 4 (650. 00 +
53.95) ng/L,KD-CAL ZH Ifi. 3¢ NT-proBNP 7KFHH . /= F
KD-nCAL 4 (¢ =2.294, P<0.05) ; KD-CAL 41 Ifi. 3¢ PCT
JKF-R1.79(2.10) ng/mL, KD-nCAL 414 0. 56 (1.39)
ng/mL, KD-CAL #H 1fi 3% PCT /K~F-H] i % T KD-nCAL 4,
ERAGHFE L (1=2.935,P<0.05) , W2,
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F1 HE RNE2)|IFRSTIERE R
Al WBC/ Hb/ PLT/ PCT/ NT-proBNP/ ALB/ Na/ ALT/  ASI/  CRP/  ESR/
(x10°/L) (¢/L) (x10°/L) (ng/mL) (ng/L) (¢/L) (mmol/L)  (U/L)  (U/L)  (mgL) (mm/h)
TKD 67 16.385.86  0.6520.16 107.13+11.62 379.79+142.34 1.33(1.94) 1784.70£1006.89 35.53+3.69 137.23%3.20 27(41) 26(20) 71(72) 57(43)
IKD 32 18.43+6.66 0.58x0.16 103.25+13.51 536.00+201.00 0.42(0.87) 1427.33+727.18 36.81+5.28 137.72+4.06 33(24) 31(22) 83(92) 56(36)
SR 28 8.35£3.23  0.4420.11 109.35£15.23 204.33x102.50 0.35(0.46)  346.23+138.35  42.56x4.36 139.3425.35 18(33) 15(25) 20(64) 22(44)
t, B H, 0.974 1.478 0.998 2.535 1.232 0.465 0.982 0.448 0.507  1.067  0.950  0.120
P, >0. 05 >0.05 >0.05 <0.05 >0.05 >0.05 >0.05 >0. 05 >0.05  >0.05  >0.05  >0.05
t, 3 H, 4.675 2.685 1.375 4,479 11.895 9.543 3.567 0. 687 534 3743 8.64  6.321
P, <0.05 <0.05 >0.05 <0.05 <0.05 <0.05 <0.05 >0. 05 <0.05  <0.05 <0.05 <0.05
Tty H, RP, 7R TKD 41R1 IKD 4LILEL ¢, H, Fl P, Fm TKD 4150 B4 AR
%2 KD-CAL ZH5 KD-nCAL A& TiE+RELE

- WBC/ Hb/ PLT/ PCT/ NT-proBNP/ ALB/ Na/ ALT/ AST/ CRP/ ESR/
(x10°/L) (¢/L) (x10%/L) (ng/mL) (ng/L) (g/L) (mmol/L) (U/L) (U/L) (mg/L) (mm/h)
KD-CAL#4  17.63£6.16 0.64+0.16 106.72+12.49 417.47+191.87 1.79(2.10) 2607.66+757.58 36.46+4. 04 137.90+3.44 26(39) 43.48x67.51 95.05+76.24 63.19+27.07
KD-nCAL 41 15.81£5.83 0.63+0.16 105.89+11.64 404.56+133.87 0.56(1.39)  650.00£53.95 34.993.99 136.66+3.20 27(41) 33.6127.74 66.91£39.54 54.00£23.78
1 H 1. 165 0. 300 0.264 0.303 2.935 2.294 1.402 1.417 0.541 0.755 1.818 1.388
P >0.05 >0.05 >0.05 >0.05 <0.05 <0.05 >0.05 >0.05 >0.05 >0.05 >0.05 (.05

2.4 23 NT-proBNP & PCT /K-FFim KD # )L 2t
AR RN F 69 M1E

1MiL3% NT-proBNP il PCT /K~F 1 KD £ JL eIk 5
Pk 9 ROC R4k T 1 B4 51 4 0. 750 A1 0. 721, 4
BNP=565 ng/L B} Ry e fE S, 1 KD 8L B A7 A7
Seb R 2 Wk 3 ) RURR B R S B 430 R 87. 5% .66. 7% ;
M PCT=1 ng/mL B s FEFHE U R85 B 4 3o
68.8% \70.4% , W3 K1,

®3 MZETER

Ap i ROC B P 95% CI
BNP 0. 750 0. 065 0. 001 0.622,0. 878
PCT 0.721 0. 067 0. 004 0.590,0. 852
1o i
— BNP
—PCT
0.8 SHL
i 067
=
0.4+
0.2
0.0 T T T T T
0.0 0.2 0.4 0.6 0.8 1.0
AR5
B 1 I3 NT-proBNP #1 PCT /K E#iill KD 2 JL

BRBAKIRER ROC MLk
3 g

KD J&—Fh A Bk i 48 o 32 B0 A2 19/ L2tk
KRR, 5 TR RE IR TR S T ARG DR Y A
BB R ELEE P O SEAEAR AR AL, KD AR 12 Wy 2
R I PR 3 B IAR S S 96 2 il B G £, I 75 HEBR At R
W CWTRE R EER . KD B CAL YA AEBLA 4 A 52
IR, HETA N 5 502 R GRS 0 16 AL A i IR 1%
IRSRH LA A R A B B8 40 | oL/ A R S AR AR A

%7 CAL J& KD 5 I RAEZ — " E 4 1] S8R
HICT VW DK T S R N R ER B T > CAL
1 &2 8 AEAT A 11% ~23% 14 KD 55 56 P9 Fh Rk 25 1
JERS N MR A HE T S & A CAL,

H R A WF 58 & B, 1% BNP Fll NT-proBNP 7K F 5
KD #H3¢, KD B JL7E 2 M 5% NT-proBNP BH i 34 & |
FEIR M2 NT-proBNP ] LIAE Ry — Wil B KD F- B2 Wi
ZH48 kR, HET NT-proBNP F1 BNP €12 i I T Ilf IR,
FE TR RIS W70 7 5208 B el IR 3 ks i E B4R AR L
I " NT-proBNP 3= % iy o0 % L 40 L & B RN 43 Wb
NT-proBNP - FE] % BNP K | B4 T & A MLk AS0E
P, DR 038 45 1 ARG . NT-proBNP 7E KD H1 FF
I HLE A T AR R KD L T 4 B R E
S5 7 LA T 37 A o LA % J 5 4 RE O LA 9, A
0o 2 BE R 7 36T, 303 2= LA A BT 4335 BNP,
AT E M3 NT-proBNP JH 1 R E A W5 &
7~ , NT-proBNP AJ H{ F il 5712 W KD, 3f Al 4E >k KD £ Ff
FERAEAN CAL B2t ST FI R 557 Cho S Y 45 4
M KD LI 3% NT-proBNP 19254k, 35 CRP #E1T L
8, INN NT-proBNP 5 CRP Ml tb , A 8 m e PE A
AT A4 B2 W KD B84 45, 918 B F IKD (738
LW, AWFSE SR B, TKD 4 5 JL WBC . N, PLT,
AST ALT CRP ESR 7K V-3 & T X B4, ALB K-FAR T
xR 22 5 A GeitaE i L (P<0.05) , 5 KD iyl R AF
NAH—2, TKD 41 NT-proBNP 7K-F-B& & F IKD 41, {H 2
SIG I E XL (1=0.465,P>0.05) . #0658 32
7, KD Z PR M NT-proBNP 7K 5.3 i, 3 H 5 48
TR Bk % 21 KD & LI 3% NT-proBNP B & & F
nCAL B8 L, 55 7K F NT-proBNP T3l 57 IR 50 Jik 52 2 1)
BEURPE N 95% P S IR 5 85% 1 AW 5T & B, KD-
CAL 411 %% NT-proBNP 7K~k (2 607. 66+757. 58 ) ng/L,
KD-nCAL #H 24 (650. 00 +53. 95) ng/L, KD-CAL 4 Ifil 3
NT-proBNP 7K-F-H] i 7 F nCAL 2H (1 =2.294,P<0.05) ,
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T B ASHFFE % M3 NT-proBNP {8 #4752 18 % T /E FR 4
£k (ROC) 230 ¥, I3 NT-proBNP Filiil] KD L&Ak 30
Jikc 3 B9 ROC e R Ak 0. 750, 24 BNP =565 ng/L
i A i FEE, I KD BULJE S AFTE CAL M RURRE FF
ST N 87.5% 66. 7% , 5 SCHkIRIE —5, Wi,
UESE NT-proBNP X T 568 ik 461 3 A — & It AR 8

BR T NT-proBNP X} KD # JL CAL A 531 1 U # 1
Ah BFFE & B PCT Xt 56 ik 483 3 th A — 2 W0 4 (2
PCT J&—Fh JC IR 16 R 1 5 45 2 i BRI, & 0 AR Y
SME BN Rl 24 ~29 b, A FRIE R e BE AR
8, ERPE RN A 2 EI AT T 2 ~ 4 h PO SN, e
Z 0T B AN R Y Bk POT AR R
2P UTAERFIT R BR T AN R Y, PCT /K- (3
W A] BT K A B e P T R e PR LT BEAR Az XL
MR 2 KD &, MR ERIE YL 8 PCT /K70 6 B &
Fhm P, KD LA 24 W B f g e =L &
e o e R R T (1L-6 [ TNF-a0) o X T AR AR IR
bk KD LR UL, itk sh bk 5k 2 7k Py 2 F &
PR X H /N M 25 A VE P25 S I PCT SR X Fl 2
AR AN 7375 S T 7 A B R A S5, 237 4 1k I N 3k
R RAEVEM . Okada Y 457 9T & B, KD H& K40
PR 8 PCT ZKF- B I8 e o o SR e A R f e L
IRt PCT>3 /L FH 5 LA bR s ks, BR2r
LIRS R I, CAL LA X T nCAL LAY I PCT
AR S, 78 PCT KT & &4 CAL BRI &R,
{ELR 5 — 00X 24 {51 )1 08 16 O BAF 5 20T U2 W1 G CALL
AL PCT K F48 CAL UTHE  (HE RG22 X,
JFHE Y CAL [ &A= Fn PCT KT TG0, Ll A sT il
FW KD 83 PCT /K-FFts , (HXF T+ 1 PCT Fl CAL
ZIE R, LRI 2SR SRR —5 Iri
Cho H J 2™ & ¥, TKD ¥ 2 ME I & PCT /K4
IKD B3 0 b i, P 2 P A 25 R B &, AR 58 &
A PCT 7KSF-24 0. 98 (1. 05) ng/mL, B i =5 F % IR
201 0.35(0. 46) ng/ml, 25 574 Gi 247 L (P<0.01) ,
TKD 4H PCT /K VW& 2 T IKD 41, (B 2% B TS it & X
(1=1.232,P>0.05) , i KD-CAL 4H Ifi. 3% PCT 7K ¥ B i
=T KD-nCAL #H, Z R A4 it & X (1=2.935,P<
0.01) , UFSE PCT /K-F-XF Wi CAL A4 I R & X, 1 H
AMFFEXT LI PCT 7K PAE 347 32 38 T AR RRAE il £k
(ROC) 43 #r, &3 PCT 7K F- il KD & JL CAL iy ROC
M2 R AN 0. 721,24 PCT=1 ng/mL i e A AL
U S5y h 68. 8% (70.4% . R, PCT /K
X KD £ Lef bR 3l Ik i) 458 58 A Sl 418

Zi b T ik, A BF 5% 38 ks I KD AR LI 2K NT-
proBNP Al PCT /K % B, 2 ¥ KD & JL NT-proBNP
PCT 7KV Tk, 1 FLIL 2% NT-proBNP J2 PCT 7K -1
I KD )L CAL A — & #ir {8, K 1, NT-proBNP & PCT
eI KD L CAL A =2 E L, R
W KD K Bsf A FH P9 sk 2 11 4 (28 B2 AR B, Ao KD
LT B Bk 451 5
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I 3 5 2R I 5 i C SO 8 H B0 R 7 LR 7 EE R B O I R

#r{E

FwE L ZAA R AR
K2 Wi e r e LB R B, VLA R A

2R EME RN (1L MR BE BT, TSR 225001 ;2. HE ST SR
210093 ;3. VLI K2E M@ BB, TLIR4HYT. 212001)

[HWHE] BRY MR iF %4555 (PCT) o8 C BB & 8 (hs-CRP) 5% = )L A L B L = ERE 0 £ &, M miEH PCT,
hs-CRP B4 € 27 )L m B B Je sk ym P o le RN, ik e B MM K WG E R £ )L E & B ¥ 5% 5 (NICU) K g o)
A B R R IR T EIL60 B A RIS AR E S A TR R MBI AL, PR EILa A T AR A28 77 7 d J&#4T PCT,
hs-CRP 7K-F#ml | KA IR 30 4] 3F Bk 3 F- = JUAE A 3T B4R, %3t 547 PCT hs-CRP K+ 5= Z LR (B B P ERE
BHHREFR, ERETW,BEAFFIUPCT hs-CRP RT3 & TR LM, TR A FANNEHTHRA LA FREE
4, £ A %3t 5 & L (P<0.05 3 P<0.01), PCT hs-CRP /K-F Em A F 20> B30 B 0> B Je 20, %97 7 d G, Rt =
JU PCT  hs-CRP 7K-F 3428 57 379 2 4K (P<0.01) . Z518 . B4 do % PCT hs-CRP *+# Wi % = L ik S ERE LA
FBNAL, T IURJ R SR W R R AE A s 9T BORIR I 09 T SR 3B

[RER] BBER,BHCRAEES ;7L R E
[FESZS]R722.6 [ SHkARIZAD ] A [ X E 45 11672-108X(2018)09-0005-04

Detection of Procalcitonin and C-Reaction Protein in Premature Neonates with Infectious Diseases

Jiang Lijun', Wu Mingfu', Liu Feng', Liu Shunying', Tao Jianlan', Liu Zhifeng’, Zhang Longfeng’ (1. Hospital
225001, China; 2. Nanjing Children’ s Hospital Affiliated to Nanjing Medical
University, Jiangsu Nanjing 210093, China; 3. Hospital Affiliated to Jiangsu University, Jiangsu Zhenjiang 212001, China)

Affiliated to Yangzhou University, Jiangsu Yangzhou

[ Abstract] Objective: To observe the relationship between procalcitonin ( PCT), hypersensitive C-reaction protein ( hs-CRP) and
bacterial infection and its severity in premature neonates, so as to evaluate the clinical value of combined detection of PCT and hs-CRP
in premature neonates with infectious diseases. Methods; Sixty premature neonates with infectious diseases admitted into neonatal
intensive care unit (NICU) in Hospital Affiliated to Yangzhou University were extracted to be divided into severe infectious group and
local infectious group according to the clinical diagnostic criteria. All patients were tested for PCT and hs-CRP levels at admission and 7
days after treatment; and 30 non-infectious premature neonates were selected randomly as the control group. Statistical analysis was
conducted on the relationship between PCT, hs-CRP and the types,

severity of infection, treatment effects, respectively.

Results: Before treatment, the serum PCT and hs-CRP levels of infectious group were higher than those of non-infectious group, and the
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