TR KRR 2011 4F 4 A 32 B 4 W
Academic Journal of Second Military Medical University, Apr. 2011, Vol. 32, No. 4

http://www. ajsmmu. cn

- FRBER

DOI:10. 3724/SP. J. 1008. 2011. 00425

BRZENR [ BEBEERN . SEREES (M 2 fIHF)

TRF.Fis
B ERFERARE BB 297 B, L 200003

(HE] a6 Fid ] 2R ZRBUE(GSD D BUF B2 RMFERERE., o B2 83 B UOh 9 2 6 2 B
W2 GSD 1 A8 MG IR 00k, 8 o AT FL T LB SR ME B 1 7 1R LR AE 48 2 BB E I vk, 00 11 219 %,
7GR E] B JEFIUE R i e L T A S, B 1 IR N T U 22 R S o ks OO ST I R R LA TS A, U
G2 B E R B R HUR AR B T2 dm /D L I R R B BN P RERE . 4w 1R GSD I B B A R K ARG B) T Kt
RIS WX — 4 5 ARG .

[XEIRA] MR ZBU0E T 8 SRR B/ s IR R

[FES>ES] R589.1 [XHRERD] A [XEHS] 0258-879X(2011)04-0425-03

Characteristic sonographic findings of liver and kidney in patients with glycogen storage disease type [ : an
analysis of 2 cases
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[Abstract] Objective
storage disease type | (GSD ] ). Methods

To analyze the characteristic sonographic findings of the liver and kidney in patients with glycogen
The clinical data of 2 children, who were pathologically diagnosed as having GSD
I in our hospital, were retrospectively analyzed, and the sonographic findings of the liver and kidney were given special
attention. Results The two patients were both females, one aged 11 years old and the other aged 19. Both of them had diffused
hepatomegaly with meticulous and enhanced internal echoes. One had multiple lesions in the liver, which were proven to be
hepatic adenomas, with diffuse enhanced cortical echogenicity in both kidneys, but with no renal calculus. Both patients had a
small-sized thyroid and uterus, with short stature and liver dysfunction as clinical presentations. Conclusion A better
understanding of the ultrasonic findings of liver and kidneys in GSD [ patients can benefit the timely discovery and diagnosis of

this systematic metabolic disease.
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Fig 1 Appearance of GSD type [ (case 1)

2 GSDI BURFREFS R B (7561 1)
Fig 2 Sonograms of liver in patient with GSD type [ (case 1)
A: Transverse section below xiphoid process: the right and left lobes
of liver were nearly the same size. Arrow indicating ligamentum teres
hepatis. B: Agumented right lobe in the maximal oblique section dis-
played transversely below right costal margin. The solid arrow indi-
cating the crotch of the portal vein branch; the dotted arrow indica-
ting the middle hepatic vein. C: Intravenous injection of 1 ml
SonoVue microbubbles lightening the portal vein and the liver paren-

chyma
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Fig 3 Kidney ultrasonograms
of patient with GSD type [
A Cortical echogenicity of the right kidney(arrow) was diffusely en-
hanced, similar to that of liver parenchyma (case 1); B: Cortical
echogenicity of kidney was diffusely enhanced, and was more intense-

ly enhanced than that of liver parenchyma(case 2)
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Fig 4 Hepatic adenoma ultrasonograms

of patient with GSD type [ (case 2)
A: A roundish isoechic mass(arrow) in hypovasularity in the right
liver lobe, but with halo and with no rich signal of blood flow;

B: Another hypoechoic mass(arrow) was seen in the left lobe
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