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Abstract

AIM: To investigate the prevalence of
hepatic steatosis and its correlation with the
expression of leptin in patients with acquired
immunodeficiency syndrome (AIDS) in Beijing
district.

METHODS: A total of 18 Chinese AIDS patients
were included in this study. Immunohistochem-
istry was used to detect the expression of leptin,
CD68 and tumor necrosis factor-o. (TNF-a) in
liver specimens of these patients. The hepatic
steatosis and histopathological changes of these
liver specimens were evaluated. Meanwhile, we
also analyzed the relations of age, gender, body
mass index (BMI), liver function, fasting blood
glucose, cholesterol, triglyceride, HIV load, CD4"
count and CD8" count with hepatic steatosis.

RESULTS: In this group of AIDS patients with
AIDS, the prevalence of hepatic steatosis was
61.1% (11/18). Macrovesicular steatosis was
72.7% (8/11). The patients complicated with
liver disease-associated opportunistic infections
accounted for 22.2% (4/18). The positive rate of
leptin was 44.4% in AIDS patients, and the posi-
tive rates of leptin and CD68 in steatosis patients
were higher than those in non-steatosis patients
without statistical significances. The positive ex-
pression of TNF-a in AIDS patients with steato-
sis was significantly higher than those in patients
without steatosis (100% vs 42.9%, P = 0.012), but
the CD8" cell count (x10° cells/L) was just the
opposite (142.0 £ 93.0 vs 515.6 + 320.7, P = 0.026).
Hepatic steatosis had no correlations with the
patients” age, gender, BMI, liver function, blood-
fasting sugar, cholesterol, triglyceride, HIV load,
CD4" count and coinfection of hepatitis C virus.

CONCLUSION: Hepatic steatosis is highly prev-
alent in AIDS patients and shows no significant
relations with leptin expression, which seems to
associate with the mechanism of injury-repair in
liver.
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ZUT40 /LIty bt e [, s s, 4
um/BEIELLY) R, 2 AAHE. BOIREF4E. Masson
ety FFALZLUE VRN N Knode I HATYE 43 &
g8 FEIRASFEEE R 328 2 OCHER[S]: IRAZ T4
DTN (R 5% R B R 5% A B A, e
5%-25% AHEE; KT26% K HJL.
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aminotransferase, ALT). K| J&ZIRAILHT
fifi(aspartate aminotransferase, AST). A AHZL
#(TBIL). %W HF(alkaline phosphatase,
ALP). y-H 2B Ik (gamma-glutamy-
Itransferase, GGT). H it —lif(triglyceride, TG)~
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4 3 DA o A GRS I L (FB'S)
K 26 [E 4 R A W] Dimension-RX LAY 4 H 54
YAk 2 o3 B SRS

St AR THE R Dimean £ SDFR IR, W
fHStudent £, Mann-Whitney UK %, ELiIEAE4L
5IEHRAR AL 1) 2 5 VT ACIORERY o A 5
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LA ZF I ST IR FEIR A, HUIR B (R 55 A 45 1%
Y FEFF R (117, 10, 14, 1), 18] 7 4141
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23 YR EEFAL PR AR HEELL
() IS A 4 = A T X R SR AT AR R AT
A7T- JH 2 18] 5T 4 1 e B b (BT TA). 18451140
2 98 3 SRR )R BHPE % 0 44.4%(8/18). A1 1
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Log(HIV load) 6.1+0.6 6.0+0.5 0.862
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TNF-o, BFESTS4Bn =11  FEAETAh=7 AE P T 0 A 55 YR RS T YT s 0 A VRS v g 0 1 T
- 0(0) 4(57.1) 6, VP RS P R T I 14 R 09 R S
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JHESEH, A XA AT WL E. AR 72.7% 1
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(G AR B AR X PR AL T sl 35 1 22 7. TNF-a 3k
325 PRI 400 i 32 S DL PR A A0 T S A ) T
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bl A 22 ¢ 2. 35 (P<0.05).
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