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Effect of splenectomy on TGF-f, and 0-SMA expressions in the
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Abstract Objective: To study the influence of splenectomy on development of hepatic fibrosis through observation of the
changes in mRNA expressions of TGF-B, and a-SMA in liver tissue after splenectomy performed at different time
periods in rats with hepatic fibrosis.

Methods: Fifty male SD rats were randomly allocated into normal control group, liver fibrosis model group
(model group) and liver fibrosis model with splenectomy group (splenectomy group). The liver fibrosis model was
induced by intraperitoneal injection of 40% CCl,, and rats in splenectomy group underwent splenectomy at early
stage (2 weeks), mid stage (4 weeks) and late stage (6 weeks) after model induction in batches, respectively. All

rats were sacrificed at 8 weeks after model induction, the pathological changes in the liver tissues were evaluated
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by HE staining, and the mRNA expression levels of TGF-B, and a-SMA in the liver tissues were determined by

Results: The structure of hepatic lobules was intact in normal control group, while in model group, it was
destroyed with fibrous tissue hyperplasia and pseudo-lobule formation; pathological changes of hepatic fibrosis
of different degrees were found in all splenectomy groups, which presented with increasing severity with the
lag of time of splenectomy, but all were milder than that in model group. The results of qRT-PCR showed that
compared with normal control group, the mRNA expression levels of both TGF-B, and a-SMA in all other groups were
significantly increased (all P<0.05), and the increasing degrees in both factors were presented as follows: model group >

Conclusion: Splenectomy can reduce the expression levels of TGF-p, and a-SMA in liver tissue, which suggests

1030 b E G E AR S
qRT-PCR method.
late-stage splenectomy group > mid-stage splenectomy group > early-stage splenectomy group (all P<0.05).
that the spleen may be involved in the occurrence and developent of liver fibrosis.
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Table 1 PCR primer sequences

SRR ST B FHAE
TGF-B, 1EM: 5-TGGAGCCTGGACACACAGTA-3' 504 °C 119 b

S : 5'-TAGTAGACGATGGGCAGTGG-3' o P
o -SMA 1EM: 5'-AGGGAGTGATGGTTGGAATG-3'

594 C 110 bp

K : 5'-GGTGATGATGCCGTGTTCTA-3'

GAPDH 1E[]: 5'-GTGGTCTCCTCTGACTTCAACA-3 504 °C 135 bp

Il : 5'-CCACCACCCTGTTGCTGTAG-3"
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A 1 mL TRIzol, A BISIIRM TR H 219,
A 15 mL EP &, FiR#EHE 10 min; fIIA 200 pL
F=E 10s, EIRTE 10 min, 4 CRHEE L,
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PG T PCRAY, B8 R & (1) 95 CHiARPE
30 s; (2) 95 CAPE 15 55 (3) 59.4 Cil -k 30 s YEAT
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Figure 1 Pathological examination of the liver tissues (HEx100) A: Normal control group; B: Model group; C: Early-stage splenectomy

group; D: Mid-stage splenectomy group; E: Late-stage splenectomy group
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Figure 2 Amplification plot
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Figure 3 Relative mRNA expression levels in each group

Note: 1) P<0.0S vs. normal control group
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