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Abstract Objective: To explore the expression of phospholipase Cy-2(PLCy-2), lipoxygenase-12(12-1.OX)
and arachidonic acid (AA) in laryngeal squamous cell carcinoma and to study the the relationship between lipid me-
tabolism and laryngeal squamous cell carcinoma. Method: In 30 cases of carcinoma tissue and peritumoral laryngeal
mucosa tissues(confirmed to be normal laryngeal tissues by pathology), immunohistochemical method (Streptavi-
din-peroxidase method, SP method) was used for the detction of expression of PLCy-2 and 12-1.LOX,and gas chro-
matography/mass spectrometry(GC/MS) for the content of the arachidonic acid in carcinoma tissue and peritu-
moral normal laryngeal mucosa tissues. Result: The positive rates of PLCy-2 and 12-1.OX in carcinoma tissue were
higher than in peritumoral normal laryngeal mucosa tissues with statistically significance differences (P<C0. 05).
The content of arachidonic acid was lower in carcinoma tissue than in peritumoral normal laryngeal mucosa tissues
with statistically significance difference(P<C0. 05). The positive expressions of PLCy-2 and 12-.LOX were closely
correlated to tnm stage, histological differentiation and lymph node metastasis (P<C0.05). The content of arachi-
donic acid had no significant correlations with tnm stage, histological differentiation and lymph node metastasis
(P>>0.05). Both the expression of PLCy-2 and 12-1.OX and the content of arachidonic acid had no statistically
significant correlation with age(P>>0. 05). Conclusion; PLCy-2, AA and 12-LOX play important roles in laryngeal
squamous cell carcinoma. It may be meaningful to the treatment of laryngeal carcinoma by suppressing this pass—
way.

Key words larygeal neoplasms; phospholipase Cy-2; lipoxygenase-12; arachidonic acid

T8 A VU H R Carachidonic acid, AA) it & W 5 e E e R, i b — T EE B R kR
bl 5 B 1 T 2% 43 ) 2 N 48 B (cyclooxygen- COX (1) 0 il 570 BT LA 41 i) 5t 6 9 RE (1) 2 ™, DL K
ase, COX) i % F1 i i % i (lipoxygenase, LOX) COX F i ity TNM 4y B — @R L&D,
W, AR, A0 5T s E L T COX it U JLAE W95 & B0 12-LOX X153 B 7% 5 98 i 5 1]
. L e . . . MG, AT L) G % 4 24k 24 SP 3k K T 0k 988 21
VAL EA K F S ZERIFEEEACE R E,050000)
2y K& B R A R E B SRR LU 54U PLCy-2 i1 12-LOX &6, IR
ARAEH F A K Email, shanchunguang@163. com AT 30T 2 R 0 7 0 R 98 26 U 8 55 41 41



+ 1356 - I PR - 5 B W K AP B 2

ESAE

AA & &L PLCy-2 2 5119 AA 1y 12-LOX
AR 3 B A D PR 20 e v VR R LI IR R
1 MrEF*

1.1 #hk

B A SR R - 35 BT b s Bl K~ 5 = B B B A
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LA 20 335 306 6 T i ok A T i 9 2 2 R 9 5%
HAh AA W& i, i 4500 QA 6 25 1 -
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