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MR R OBEE (Fn30) « IUME M2 g E (MODS) B 234 & J Hhim st e LT,
(DI HAER A, R RTEMESZ 2R, IR b s O FH FLBEGR . (2)FBFR I M A5 PN JGE [ i fp Fek

(DIC) (f¥ 2 /M. ba v e v pEg, MERIKEE SR RAE &[RRI R RO R & o BfR
wfEMT U7e, BUSERFE 50 A% DIC OfF (37 A). # (13 \) T2 HTz, &N
FeHEhiEA 1 (VEGF) . [Fl 1 %52 %K, angiopoietin 2 (Ang2), Angl/Ang2 tt.. #5iZ Ang2
(121X, MODS RJEAERIFRE~OR GRS -, VEGE, [A 18528, Ang2 (211,
/MR h e BN, R L~ & OFREEA L B ATz,

e OBEE (F53C) : We prospectively studied (1) the relationships between angiogenic
factors, their soluble receptors and organ dysfunction and (2) the effects of disseminated
intravascular coagulation (DIC)-induced platelet consumption, thrombin generation, and
tissue hypoxia on the expression of the factors and receptors. Fifty patients with sepsis
were classified into two subgroups: 37 patients with DIC and 13 patients without DIC. We
found, VEGF, sVEGFR1, Ang2, and Angl/Ang2, especially Ang2, may have roles in the
development of MODS in sepsis associated with DIC, and VEGF, sVEGFR1, and Ang2
serum levels correlated with the extent of DIC-induced platelet consumption, thrombin
generation, and blood lactate levels.
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3, day 512 bR L7z, WEHHIL, 717

p Value
1 N NS N RS 2 o
) ' > VEGF7 m‘ {//ﬁ ‘l\i VEGFR]" E‘I‘ﬁ ll\i Non-DIC JAAM DIC ISTH overt DIC
VEGFR2, Angl, Ang2, AI¥M: Tie2 4k, 019 =22 015
Age (years-;m 52+6 61+4 673 0.131
Gender (male/female) 716 16/6 8/7 0.383
PN - Sepsis/Severe sepsis/ 6/7/0 7/13/2 2/9/4 0.136
IS = A Septic shock
/\( 4) ﬁ5+%|§ﬁﬁ¢$ﬁ e APACHE Il score 24.7%2.0 27.8+18 28.3+2.2 0.465
« = M2 TS LU EiisN SOFA 8.6x1.2 12.5+0.8 12.7+1.2 0.023
ETO ﬁ ”+ 1ﬁ (B :I:A i/j ﬂii - *’T _E s ;E Mooss(cyoerse/nr?sx 3/10 14/8 10/5 0.033
> = > SIRS 3.0+£0.2 3.5+0.1 3.5+0.1 0.086
(means * SEM) VC ilé HEA L 71;0 IB1§/'[ %888 JAAMnI;)aIé score max 2.6%+0.3 5.1+0.2 7.5%0.2 0.000
s D ISTH DIC score max 1.6+0.4 3.5+0.1 5.9+0.2 0.000
1 9 H‘}jh— T‘ MAC OSX / 7 ]\ 7 H 7 7 A Outcome (survive/died) 10/3 14/8 10/5 0.712

(IBM SPSS Inc. Chicago) % L 7=,

Table 2 A multiple regression analysis with the stepwise method for prediction of the SOFA score

B (SE) R p value 95% ClI R? p-value

(ANOVA)
N Total
. 72 Rk S Angiopoietin2  0.000(0.000) 0621 0000  0.000-0.000 0386  0.000
- o . e DIC
J:ﬁl{{ﬁz EP @D Jfl]_k %ﬁ‘ﬁ;{: @D %/\¥ L ~UL3, f@ (! Angiopoietin2 0.000(0.000) 0561 0000  0.000-0.000 0315  0.002
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angiopoietin2 in 37 DIC patients

Table 3 The multiple regression analysis with the stepwise method for prediction of VEGF, VEGFR1, and
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