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It has been suggested that impaired gallbladder contraction may be importaht for choles- 
terol gallstone formation by providing time for nucleation'of cholesterol crystals in 
supersaturated bile. 
We compared gallbadder volume and contraction in 20 gallstone patients and 20 normal sub- 
jects. There were no significant differences in sex ratio or age between both groups and 
no more than 20% of fasting gallbladder volume was occupied by stones. Fasting gallbladder 
volume was determined using ultrasonography (sum-of-cylinders method). Subsequently, after 
oral administration of a fatty meal (Sorbitract| volume was determined every 10 minutes 
during 90 minutes. 

- Table Controls Patients P 

Vo (ml) 18.9 (1.6) 29.9 (4.3) < 0.05 
A V max (ml) 10.0 (1.2) 12.9 (2.6) n.s. 
d V max (%) 52.0 (4.0) 42.9 (4.9) n.s. 
V min (ml) 9.0 (1.1) 17.0 (2.8) < 0.05 

Significance according to Mann-Whitney U-test. 

Values denoted as mean (SEM) ; 
Vo = fasting gallbladder volume ; 
V min= minimal gallbladder volume 
after maximal contraction ; 
d V max = maximal decrement of 
gallbladder volume in ml resp. % 

Conclusions : I. Gallstone patients have significantly larger mean fasting and residual 
volumes than controls. This may be an epiphenomenon due to the presence of gallstones. 
Alternatively large residual gallbladder volumes may increase the risk of gallstone forma- 
tion. 2. Gallbladder emptying is not decreased in gallstone patients. 

SAAVERSUS CRP SERUM LEVELS QUANTIFIED BY SANDWICH ELISA'S IN CHRONIC ACTIVE 
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Study objective: The acute-phase proteins CRP and SAA are (almost) entirely synthesised 
in the liver and they react on inflammation. We studied CRP and SAA in chronic inflammation 
of the producing organ, i.e. chronic active hepatitis. 
DesiKn:SAA and CRP were quantified by newly developed sandwich"ELISA'sw SAA-ELISA was 
modified by using a monoclonal anti-human-SAA as a second antibody. Patients: 85 patients 
with moderate to severe CAB of various etiology, 25 subsequently treated (group I), 60 
untreated (group 2). Biopsies and frozen sera were studied, in group I at 0,2,14 and 26 
months of standardized treatment,with additional sera during infections, in group 2 during 
active CAB. Histological activity scores (HA) were assigned by two of us reviewing the 
biopsies. Theraoeutic intervention: (group I) oral prednisolone 15 mg and azathioprine 75 mg 
daily for two months, followed by 2 years of treatment with i0 resp. 50 mg daily. 
Results: l.There was no apparent difference in CRP and SAA values between the various 
subgroups of CAB studied. 2. In active CAH serum-SAA is normal, and ClIP is elevated, 
resulting in a low SAA/CRP-ratio. 3~ During infections in CAH-patients this ratio remains 
below normal. 4. After institution of immunosuppression CRP normalizes, SAA remains 
unchanged. 5. SAA has no, and CRP a weak correlation with histological activity of CAH. 
Conclusions:l.ln CAH there is a clear CRP preponderance with normal SAA. 

2.CRP only weakly correlates with histological activity of CAH. 
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