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Abstract

AIM: To explore the in vitro effect of human
growth hormone (GH) on the proliferation of
pancreatic carcinoma cell line (BXPC-3 cells) as
well as the possible mechanism.

METHODS: BXPC-3 cells during exponential
growth stage were harvested and divided into
experimental group and control group. The ex-
perimental group was separated into four sub-
groups according to the doses of GH (50, 100
pg/L) and culture time (2, 24 h). Insulin-like
growth factors 1, 2 (IGF-1, IGF-2) were detected
by enzyme-linked immunosorbent assay (ELI-
SA). BXPC-3 cells cultured for 24 h with vari-
ous GH concentrations were made into single
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cell suspensions and the samples underwent
subsequent cell cycle evaluation. IGF-1 receptor
mRNA and IGF-2 receptor mRNA were tested
with in situ hybridization.

RESULTS: The GH-stimulated cell growth in
vitro and the cell proliferation index (PI) were
significantly increased after 24-h culture (cell
number: 8.44 +1.25,7.50 + 0.64 vs 5.26 £ 0.65, P <
0.05; PI: 0.60 £ 0.06, 0.57 + 0.04 vs 0.50 + 0.04, P <
0.05), while the number of S-phase cells was also
markedly increased (47.62% * 6.74%, 54.60% *
7.59% vs 38.37% + 4.99%, P < 0.05). The quantity
of IGF-1 was significantly increased after 2-h cul-
ture in the experimental group, but there was no
statistical significance between the two groups
after 24-h culture. The IGF-1 receptor mRNA
and the IGF-2 receptor mRNA were positively
expressed in BXPC-3 cells. Furthermore, the ex-
pression of IGF-1 receptor mRNA was increased
after GH induction, but the expression of IGF-2
receptor mRNA was not.

CONCLUSION: GH can stimulate the prolifera-
tion of pancreatic carcinoma cells in vitro and the
possible mechanism may be related to the axis of
GH-IGF-1.

Key Words: Growth hormone; Pancreatic carcino-
ma; Proliferation; Cell cycle; /n situ hybridization;
Enzyme-linked immunosorbent assay; Flow cytom-
etry
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X 10° U/LBE % Z MIDMEM S84 B 35 1E37°C
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GH, i He M 5 450 pug/L A% 100 pg/L, % B4
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-20°C, 800 mL/L ZJEWRFT 154 i 5 41 sk v
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RO VR, W FH b R e 56 38 40 i
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