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The Expression of Key Molecules (Shh/Ptch/Gli-1) in Hh
Signaling Pathway in Oral Squamous Cell Carcinoma

and Its Clinical Significance
WANG Jun-ju, LI Duo-jie, WANG Xiao-min,et al.
(The First Affiliated Hospital of Bengbu Medical College , Bengbu 233000, China)

Abstract: [ Purpose | To investigate the expression of key molecules (Shh/Ptch/Gli-1) in Hh sig-
naling pathway in oral squamous cell carcinoma (OSCC) and its clinical significance.[ Methods ]
The expression of Shh/Ptch/Gli-1 in 40 tissue samples with OSCC and 30 tissue samples with

normal oral mucosa was detected by immunochemistry. [Results] There was no expression of

Shh/Ptch/Glil in normal oral mucosa tissue samples. The positive rate of Shh,Ptch and Gli-1 in
oral squamous cell carcinoma was 62.5%,60.0% and 65.0% respectively. The expression of Shh
and Gli-1 was related to the tumor size,lymph node metastasis and clinical stage (P<0.05),and
the expression of Ptch was related to lymph node metastasis (P<0.05). A positive correlation was
found among the expression of Shh,Ptch and Gli-1(1,=0.527,0.406,0.578 , P<0.05). [Conclu-
sion ] Shh,Pich and Gli-1 are over expression in OSCC. They may activated through ligand-de-
pendent pathway and participated the carcinogenesis, progression and metastasis of OSCC.

Key words: oral squamous cell carcinoma; Hh signaling pathway; Shh; Pich; Gli-1
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Table 1 The expression of Shh,Ptch and Gli-1 in normal mucosa and QSCC

Shh Ptch Gli-1
Group Negative Positive P Negative Positive  y* P Negative Positive P
Normal oral mucosa - 30° 30 O 66593 0010 0 % 27301 <0001 P O 31023 <0001
OSCC tissues 40 15 25 16 24 14 26
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KBE, A Gli-1 &4 Wb, MR T DAE, (F Hh i B3 A% R4S | P I Hib 38 B 7 1F
(Gli-1) A& K I B FE OB AR, B SO T 0 3 L8P A T 1R {78 % A bk 20
RN JE ) AR A M A S SR TR A R I MR 0 B AT IR AR T ),

0 F Hh (5 S MM E G L s, — Bk % A SR X Hh £ 5 2 (0 R 5 MR 22 o 6
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Nagative Shh expression in normal mucosa Positive Shh expression in OSCC Negative Ptch expression in normal mucosa

Positive Ptch expression in OSCC Negative Gli-1 expression in OSCC Positive Gli-1 expression in OSCC

Figure 1 The expression of Shh,Ptch and Gli-1 in normal mucosa and OSCC(x400)

Table 2 The expression of Shh,Ptch and Gli-1 in OSCC and its relationship with clinicopathological parameters

. . Shh expression Ptch expression Gli-1 expression
Clinicopathological parameters N
) G~ P ) G~ P ) G~ P
Differentiated 0.5670 0.1876 0.8687
Well differentiated 16 7 9 5 11 6 10
Middle-low differentiated 24 8 16 11 13 8 16
Tumor size 0.0453 0.0848 0.0343
<4cm 19 10 9 8 11 11 8
>4em 21 5 16 8 13 3 18
Lymph node metastasis 0.0066 0.0040 0.0078
No 14 9 5 9 5 9 5
Yes 26 6 20 7 19 5 21
Clinical stage 0.0102 0.0786 0.0354
I~1 25 12 13 11 14 11 14
I 15 3 12 5 10 3 12
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