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The Significance of Detecting the Level of Plasma D — dimer in Systemic Lupus Erythematosus with Secondary Antiphospholipid Syndrome.
Liu Shuang, Wang Yu, Xu Shengqian, et al. Department of Rheumatology, The First Affiliated Hospital of Anhui Medical University , Anhui
230022, China

Abstract Objective To investigate the significance of plasma D — dimer in systemic lupus erythematosus ( SLE) with secondary
antiphospholipid syndrome ( APS). Methods The levels of plasma D — dimer in 104 SLE patients and 50 normal individuals were meas-
ured by immunoturbidimetry. Results The level of D — dimer in SLE was obvious higher than that in normal individuals(t=5.172,P <
0.0001). The SLE disease activity score, levels of immunoglubulin G and glubulin, incidence of pleurisy and pericarditis in SLE sub-
groupl with rised level of D — dimer were higher than those in SLE subgroup2 with normal level of D — dimer (P <0.05 ~0.0001). The
levels of hemoglobin, complement 3 and albumin in subgroupl were lower than those in subgroup2 (P <0.05 ~0.0001). The level of
plasma D - dimer in SLE with secondary APS was obvious higher than that in SLE without secondary APS(¢=2.757,P =0.013). In pa-
tients of SLE with pulmonary arteria hypertension, the level of plasma D — dimer in patients with secondary APS was obvious higher than
that without secondary APS(¢ =3.213,P =0.031). In patients of SLE without pulmonary arteria hypertension, the level of D — dimer
showed no difference between SLE with and without secondary APS(P >0.05). Conclusion The level of plasma D — dimer in patients
with SLE rised obviously. Its rise was associated with disease activity and secondary APS in SLE.
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Effects of Ulinstatin on Oxygenation and Gastric Intramucosal pH in Dogs with Sepsis.
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Abstract
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Yin Jianping , Xiao Xiongjian, Lin Jiandong.

To investigate the effect of Ulinstatin( UTI) on oxygenation and gastric intramucosal pH in dogs with sepsis.

Sepsis was induced by intravenous infusion of lipopolysaccharide of E. coli. 055:BS to dogs, and the twenty dogs were divided

into control group and ulinastatin group. Ulinastatin was administered in the ulinastatin group. The oxygen delivery (DO, ), oxygen con-

sumption( VO, ) ,
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oxygen extraction( O,ER) , plasma lactate levels and gastric intramucosal pH( pHi) were monitored. Results

In early

(TP ICU (H HER AR )
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