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Expression of Interleukin -17 and Its Receptor in Pituitary Adenomas

and Its Clinical Significance

QIU Lu-bin', HE Dong-sheng', LIAO Chuang-xin', LI Zhi?, FAN Xiang®, WANG Hai-jun'*
(1.Department of Neurosurgery ; 2.Department of Pathology, The First Affiliated Hospital of Sun Yat-Sen University, Guangzhou
510080, Chinaj 3.Department of Neurosurgery, The Fifth Affiliated Hospital of Sun Yat-Sen University, Guangzhou 519000, China)

Abstract:  [Objective] The study was designed to investigate the role of IL-17 and IL-17R in the pathogenesis of pituitary
adenomas by detecting expression of IL-17 and IL-17R in human pituitary adenomas tissue.  [Methods] A total of 85 specimens of
human pituitary adenoma tissue were recruited in our study and were divided into 2 groups, including 45 cases of invasive pituitary
adenomas and 40 cases of non-invasive pituitary adenomas. Immunohistochemistry was used to detect expression of 1L.-17, IL-17R in
human pituitary adenomas tissue.50 patients were randomly selected and were divided into 2 groups, including 25 cases of invasive
pituitary adenomas and 25 cases of non-invasive pituitary adenomas. RT-PCR was used to detect expression levels of IL-17 mRNA |
IL-17R mRNA in human pituitary adenomas tissue. To analyze the relationship between IL-17, IL-17R expression and invasiveness of
pituitary adenomas.  [Results] The results of immunohistochemistry showed that the expression of strong positive rate and the
expression of total positive rate of IL-17, IL-17R in invasive pituitary adenomas were 38% and 83% ,49% and 86.7% respectively,
but that in non-invasive pituitary adenomas were 20% and 57.5% , 20% and 62.5% respectively. 1L-17, IL-17R expression in
invasive pituitary adenomas were significantly higher than that in non-invasive pituitary adenomas. Statistical analysis has statistical

significance (P < 0.05).The results of RT-PCR show the levels of TL-17 mRNA, IL-17R mRNA in invasive pituitary adenomas were
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significantly higher than that in non-invasive pituitary adenomas.

Statistical analysis has statistical significance (P < 0.05).

[ Conclusions] The results of immunohistochemistry and RT-PCR show that the expression of IL.-17, IL-17R in invasive pituitary

adenomas were significantly higher than that in non-invasive pituitary adenomas. These results indicated that the high expression of IL-

17, IL-17R is closely related with invasiveness of pituitary adenoma.

Key words: pituitary adenoma; invasiveness; 1L-17; IL-17R
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Table 1 PCR primers
Gene Type Primers sequence Size(bp)
B-actin Forward Primer 5'-GTGGACATCCGCAAAGAC-3’ 138

Reverse Primer 5'-GCTGTCACCTTCACCGTTC-3'
.17 Forward Primer 5'-TGATCTGGGAGGCAAAGT-3’
Reverse Primer 5'-AGTCCGAAATGAGGCTGT-3'
Forward Primer 5'-GGTTCATCACGGGCATCT-3’ 347

IL-17R Reverse Primer 5'-CTCCACCATCTCCTGCTTCT-3'

307

*&2 PCR&%#%
Table 2 PCR condition

28 Cycles
Gene  Hot Start - Extension
Denaturation Annealing  Extension

B-actin 94 C,5min 94C,45s 48C,60s 72°C,60s 72,5 min
IL-17 94°C,5min 94%C,45s 51°C,45s 72°C,45s 72,5 min
IL-17R 94°C,5min 94 455 54%C.45s 72%C,45s 72°C.5 min
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Fig.1 Expression of IL-17R in human pituitary adenoma tissue

A :invasive pituitary adenomas; B: non-invasive pituitary adenomas; C pituitary adenoma tissue; HE staining (x 400)
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Table 3 1IL-17 and IL-17R expression in pituitary adenomas

Rate (%)
Groups n - + ++ +++
Strong positive Total positive
1L-17 Invasive pituitary adenomas 45 8 9 11 17 38 83
Non-invasive pituitary adenomas 40 17 8 7 20 57.5
ILI7R Invasive pituitary adenomas 45 6 8 49 86.7
Non-invasive pituitary adenomas 40 15 8 20 62.5

Fig.2 Expression of IL-17R in human pituitary adenoma tissue

A invasive pituitary adenomas; B: non-invasive pituitary adenomas; C: pituitary adenoma tissue ; HE staining (x 400)

Thl7 4R RE M7 28, S — P 28 1 48 i [
T HETHRAE s, IL-17 AT 8 K A48 S ok
4 i e A1 1 2o P At L DR RSP E L, B S
5T HURZ R RS & AEP4 IL-17 mRNA 1€
IR S A B B A Ak ] 3 1 IFN-y mRNA
F MIP-30c mRNA [AlFEA S TR o RN H 58 S8
Y B BRI AL TL-17 Rk B 3G, 5 5z ki) 2tk
SR RIS A, TL-17 Xz JIR A R 40
Mg 11-6 TL-8 . IL-15 ICAM-1 &% HLA-DR By ik H
RER I HAR S AT A A R 5

AHFFE LS R, TL-17 76 35 4 R 7 4 i v {3
FHESRIS, T 32 B AT 8] 5T v %) 2 E 40 it i
KM iX 5 R F R IL-17 7] 2 58L& N
RS AHV) G171 BRIERAVE S AR Y EE 2
AT IR, L 1 A R A TR) BT SRR 2 A
R, JE 2R 2 R B | A A A e S o
W H I IRBE, S A B S 22 FRATT3E i e Al
Ik R I AR 22 AR B h 5K 1L-17 A RE
YA L AR AR 28 Pk T A R P R 3 22 L RH PR 4351
A 83.0%F1 57.5% , = 7 HA G E X, $E/R &



5% 23 B SR , 45

UMY 3R 17 B2 AT (AR P A 2k S i R T 223

uyp
%‘0 \19
L v ast A
N\ax\g “0“—\(\ o we &

bp
1.-17 307

IL-17R 347

B —actin 438

B3 EEUEEFRBASIFEFEEEENRRES RT-
PCR RiAESR
Fig.3 Expression of levels of IL-17 mRNA and IL-17R
mRNA in human pituitary adenoma tissue
RT-PCR results showed that levels of IL-17 mRNA and IL-17R
mRNA in invasive pituitary adenomas were significantly higher than in

non-invasive pituitary adenomas
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Fig.4 Analysis of gray scale of expression of levels of IL-17
mRNA and IL-17R mRNA in human pituitary adenoma

tissue
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