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[ Abstract JObjective: To investigate the correlation between N—terminal pro—-B-type natriuretic peptide(Nt—proBNP) and left ventric—
ular ejection fraction (LVEF),determine the predictive value in severe sepsis patients with early myocardial dysfunction,and identify
the intervention effect of ulinastatin in sepsis induced myocardial dysfunction. Methods: Forty severe sepsis patients were randomly di—
vided into control group(Group C) and ulinastatin group(Group U),with 20 patients in each group. Group C accepted early goal di-
rected therapy,and Group U accepted additional therapy of ulinastatin intravenous drop, 300,000 units each time,and two times a
day for 5 days;then reduced to 100,000 units each time,and two times a day for 2 days. Concentration of plasma Nt—pro BNP and
left ventricular ejection fraction were measured at pre~therapy,on the 4th day and the 7th day. Results:Concentration of plasma Nt—
pro BNP reached its peak on the 4th day,which was lower in Group U than in Group C,then reduced on the 7th day,which was low-
er than that at pre-therapy in the two groups,but the difference had statistical significance only in Group U(P<0.05). The level of LVEF
was the lowest on the 4th day in the two groups,which was lower in Group C than in Group Ujthen it increased on the 7th day,and
was higher in group U(P<0.05). All patients were divided into two groups according to LVEF. LVEF>50% meant normal cardial
function, and otherwise meant abnormal. Concentration of plasma Nt-pro BNP was higher in abnormal group (P<0.05). There was
negative correlation between Nt—pro BNP and LVEF. Conclusion : Concentration of Nt—proBNP is negatively correlated with LVEF. It

may be used to prognose myocardial function in patients with severe sepsis. Ulinastatin can reduce the concentration of Ni—proBNP

EEE: % #(1980-),%, 2 EJF, ML and improve myocardial function of severe sepsis patients.
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dial dysfunction, SIMD ) 7EMCEEAE P08 WL, F LG HUBRMS
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JiE B E BNP FH g 09 E B R , BR o - B0 49 BK 5 IR 4 Bk
(Brain natriuretic peptide, BNP) %5 B8 /R 4 i , 2 FE % BNP
K, AR TIEREN , SEMT R—F 1 E KRk
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AR VE R SUIREE S | (B T H X BRBEECo IR AR AP VE R
WIEAR D, AR IR R EIRE AL B S E T IST
BJ& ML% (N~terminal pro-B—type natriuretic peptide , Nt—proB—
NP) . & = 5T 1 73 8 (Left ventricular ejection fraction, LVEF)
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W 2009 4E 6 A = 2010 48 12 A #AEE B0 ICU AR
FEERERIE B E TR 40 5, Pl AR RA(C H)20 ), 5
A TIBIFE (U 4)20 B, XTEBEF B 15 5, Lotk 5 41,
F 24~78 &, F19(62.00+16.33) % , FH APACHE I
TE4321.8 £5.85 43 JRFI B0  EREAE X3RS MR 4 5 61,
ERe RS R 7 6], RS 7 B, PEFEG I REA
SURFE 1 B, vRT A B 13 6, ok 7 4, 468 21~74 %,
147 (57.60 £ 16.04) % , F-¥3 APACHE Il ¥4 (19.60 + 5.66)
43 RSB0  EAEAE KRR 2 7 5, BE B kAR PR AT
10 B, B RAG A FIE YL 3 B, T &R EERBR B0l
IREA 2 FEIREA 28 T LAHER: . PIAL B H ALEat i 1
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B MIBIT EGDT, EITH (U 4) BE TS ™ E MBS R
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FRAFIAEF)30 75 U BT 100 ml A 38ELK , Bl KA EE
BRI 1 h R, 2 JUd, SR 5 d FIRE Y 10
77 U,2%d A 2 d,
1.3 #® iR

B AERE B FIRITRI BT RSB 4 R B TR 3
A bt 18] A5 B D A IE R B BRI 5 ol T AP R - P8R
B REE.OFR EFR 150 pl # AL P KA F Elec—
sys2010 4 H 3 B fh 2 & O S 58 W 2 2 A ASCR I 1 3% Ne—
proBNP, [E]&7E_E3f 3 MRS AT RSB LM S L3 B R A
& LVEF,
14 %itgLm

R SER A SPSS17.0 Gi 84, i B ¥R A LA
KH AT HERE (v £ 5) TR, BRAR LB « I, B4 A
BEFREEFESHT(ANOVA) , HHECRRME R 2 105, 25
BRI RAELMEMT, UL P<0.05 RAREREHIT
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2.1 248 %% Ni-proBNP /K% LVEF # %1k
RF1.E1.2,

2.1.1 AT R) B 4H B8 & Ni—proBNP K EHIAEHL U
LHIEYT AT F-3Y Ni-proBNP K4 (351.16 + 163.45) pg/ml,C
20 -3 Nt-proBNP 7K3¥ 4 (373.79 + 161.30) pg/ml,2 HER
TG %8 X (¢ B 1=0.441,P=0.892) ; JAIT G 4 RRRIA
JTIE%E 7 X U 429 Ni—proBNP K 4354 (1 023.87
428.60) pg/ml F3(227.32 + 113.25) pg/ml;C HFE LR 2 4%
oz Bt 8] & B9 F- 38 Nt-proBNP 7K -43 537 (1 586.54 + 488.37)
pg/ml F1(334.03 + 155.77) pg/ml,2 20 B8 B K AR V8 FF
JE58 4 R, U YR RO BRAH B B IR, 2 L E A
it (s 1 =3.873,P=0035) , 25 7 KA 2 ZHNt—proBNP
KPS T, B UAREER,2 A ERAFHIHHEX
(t eI 1=2.478,P=0.042), 2 44 BI4T4H P & B8] A5 Ni-

F1 24HABE MK Nt-proBNP 5 LVEF LK
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C4H 373.79 + 161.30 1 586.54 + 488.37® 334.03 + 155.77°
Nt~proBNP ( pg/ml )
U 351.16 + 163.45 1 023.87 + 428.60AR 227.32 + 113.2548*
CH 52.45 x 6.305 43.55 + 4.64% 57.4 +3.98°
LVEF(%)

U4l 54.65 +7.45 47.85 + 6.654™ 66.15 + 4.504**

. A, SXTHRY EBE P<0.05,: 3% 1=3.873, P=0.035(BNP) ;: /4 3 1=2.478, P=0.047(LVEF) ;

W, 54T P<0.05, ANOVA F=49.38, P=0.000(BNP) ; ANOVA F=42.788,P=0.000(LVEF);

@, 58T/ 4 R P<0.05, ANOVA F=49.38, P=0.000( BNP) ; ANOVA F=42.788 , P=0.000(LVEF);
* , SVAYFRTELEE P<0.05, ANOVA F=49.38,P=0.000 (BNP); ANOVA F=42.788 ,P=0.000(LVEF)
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RILE-EAEFMODS KR , 18 & 0 8 (1 A 42 E 40 i R 7 xof
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AR KRG 7 T T 55 & WEE T E] &R Nt—proBNP
¥k BEBE%T HR 20 B 5B A% (P<0.05) H. LVEF 8t A B AH
(P<0.05) , #7515 F b T W] BB 13 T W B MR EEAE B & RAE
4B B oK, 30 o BE AR BB, .0 LA B IR v
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