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Fig1 The form of 3T3-F442A preadipocytes (X200).
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Fig 2 Morphological changes of 3T3-F442A cells on the 9 th
day after induced differentiation by ASP (X200).
B2 ASPES3TI-F442A BIREREM AL 9 d HIES
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Fig 3 Differentiation rate ot 3T3-F442A cells induced by difference inducer in red oil O staining.
a: control group; b: ASP group; ¢: insulin group.
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Fig 4 The effect of ASP on the TG synthetic rate in 3T3— F442A
adipocytes during the course of differentiation. x *s. n= 4.

" P< 0.05 vs control group.
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Fig5 The effect of ASP on the TG mass accumulation in 3T3—

F442A  adipocytes during the course of differentiation.
x £s. n=4. " P< 0.05 vs control group.
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Acylation stimulating protein induces preadipocyte differentiation

LU Hui- ling, WANG Hong— wei, LIN Han- hua
( Department of Pediatric, Tongji Hospital, Tongji Medical College, Huazhong Uniersity o
Science and Technology, Wuhan 430032, China)

[ABSTRACT] AIM: To study the role of acylation stimulating protein ( ASP) in the differentiation of 3T3—
F442A preadipocytes. METHODS: Differentiation of 3T'3— F442A preadipocytes was induced by ASP. The morphologi-
cal changes were observed by Oil- Red O staining and the differentiation rate was compared. TG synthesis and TG mass
in these cells were also assayed. DNA synthesis was measured by [ *H] — TdR incorporation. A typical differentiation in-
ducer, insulin, was used as a positive control to compare these results. RESULTS: (1) 3T3- F442A preadipocytes
were induced to differentiate by ASP alone. Fat droplets were clearly visible in the cytoplasm of 3T3— F442A cells. The
differentiation rate was high (90% ), but no significant difference was observed, compared with that in insulin group
(95%). (2) In ASP group, TG synthesis and TG mass were significantly increased, both of them were higher than that
in control group (P< 0.05), but there was no significant difference, compared with insulin group ( P> 0.05). CON-
CLUSION: As a new adipocytes hormone, ASP plays an important biological role in the differentiation of preadipocytes.

[ KEY WORDS] Acylation stimulating protein; Adipocytes; Differentiation
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