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Ultrasound findings of gallbladder in patients
with acute hepatitis A
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ABSTRACT

Ultrasound findings of gallbladder in patients
with acute hepatitis A

Hong Seung-Jeong
Advisor : Prof. Byun Joo—Nam M.D. Ph.D
Department of Medicine,

Graduate School of Chosun University

(Background) Gallbladder wall thickening(GWT) and gallbladder contraction
are often observed in patients with acute hepatitis. The incidence of acute
hepatitis A in adults has recently been increasing. We analyzed the
characteristics of GWT in patients with acute hepatitis A. And we evaluate the

relationship of acute hepatitis A to GWT and gallbladder contraction.

(Method) We reviewed records of 75 patients who were diagnosed with acute
hepatitis A by confirmation of the IgM anti-HAV and sonographic examination
between January 2008 and June 2009. The clinical and laboratory findings of
patients with GWT were evaluated and compared with patients without GWT.
Data were recorded for the following variable: gender, age, laboratory

findings, elapsed time, gallbladder volume, spleen size, lymphadenopathy.

(Result) A total of 53(70%) with acute hepatitis A had GWT. GWT in patients
with an ALT and AST level more than 500 U/L(8.94+3.5 mm)was greater than



that in other patients(5.844.7 mm; P<0.05). And Gallbladder volume in
patients with an AST and ALT level more than 500 U/L(1.5+1.5 mL)was more
contracted than that in other patients(7.94+8.1 mL; P<0.001).

The two groups of patients with GWT(N=53) and without GWT(N=22) showed
significant differences in AST, ALT, total bilirubin, elapsed time and
gallbladder volume(P<0.05). On multiple regression analysis, factors that
affect the GWT were ALT, total bilirubin and spleen size. Also factors that

affect the gallbladder contraction were ALT and total bilirubin.

(Conclusion) The incidence of GWT in patients with acute hepatitis A was
70%. And the incidence of gallbladder contraction in patients with acute
hepatitis A was 94%. Significant factors that affect the GWT were ALT, total
bilirubin and spleen size. And significant factors that affect the gallbladder

contraction were ALT and total bilirubin.

Key word : Acute hepatitis A, Gallbladder, ultrasonography
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Table 1. Cinical and lab finding in 75 patients with acute hepatitis A ,

including GB wall thickening patients and without GB wall thickening.

Patients with GB Patients without
wall thickening GB wall thickening

(n=53) (n=22)
Variables Mean + SD Mean + SD o value
Age (years) 27.5 + 4.4 27.2 + 5.1 NS
Gender (Male
Female) 26/27 13/9 NS
Laboratory finding
AST (U/L) 1145 + 1234 294 + 884 0.001
ALT (U/L) 1876 £ 1394 525 + 711 <0.001
Total bilirubin (mg/dL) 6.3 + 3.1 41 £ 29 0.005
ALP (U/L) 147 £ 45 130 + 46 NS
Elapsed time (days) 9.4 + 3.1 16.0 £ 85 0.002
Spleen size (cm) 11.2 +£ 1.8 10.4 £ 1.6 NS
Presense of 08/25 14/8 NS
Lymphadenopathy (yes/no)
Thickness of GB wall (mm) 9.1 + 3.7 1.7 £ 0.6 <0.001
GB volume (mL) 2.3 £ 3.2 13.4 £ 11.1 <0.001

ALP, alkaline phosphatase; ALT, alanine aminotransferase; AST, aspartate

aminotransferase; GB, gallbladder; NS, not significant.



Table 2. Multiple regression analysis of factors that

affect the GB wall

thickening.
Variables B t p—-valule
ALT (U/L) .351 3.363 0.001
Total bilirubin (mg/dL) .218 2.074 0.042
ALP (U/L) .055 537 NS
Spleen size (cm) .268 2.583 0.012
Presense of — 066 — 620 NS

Lymphadenopathy

ALP, alkaline phosphatase; ALT, alanine aminotransferase; NS, not significant;

GB, gallbladder.



Table 3. Multiple regression analysis of factors that affect the gallbladder

contraction.

Variables B ¢ p-valule

ALT (U/L) -.381 -3.734 <0.001

Total bilirubin (mg/dL) -.403 -3.915 <0.001
ALP (U/L) -.119 -1.190 NS
Spleen size (cm) .080 .785 NS

Lyrsgizzgsneosgthy 032 310 NS

ALP, alkaline phosphatase; ALT, alanine aminotransferase; NS, not significant.



Figure 1. Sonograms of gallbladder. The anterior wall of gallbladder is

thickened, measuring 7.3mm in thickness.

[Dist = 0,73cm



Figure 2. Sonograms of gallbladder. A. Sagittal section through central axis

of gallbladder yields measurement of length(arrows). B. Axial section through
of width(white arrows) and

middle of gallbladder vyields measurement

height(black arrows).
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