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Aim To explore human interleukirr 17 ( hll-17) gene in the pathogenesis of coronary disease.

Cloning, Molecular; Coronary Disease

Methods

Reverse transcription polymerase chain reaction ( RT-PCR) was used to amplified hll-17 gene from activated peripheral blood

mononuclear cells (PBMC), hll-17 gene was confirmed by DNA sequencing.

mined by dot hybridization techniques.
enzyme linked immunosorbent assay ( ELISA) method.

17 gene, a pair of DNA primer were designed and synthesized.

successfully amplified by using RT-PCR, and then cloned into pUC18 vector.

hIL- 17gene.

Meanwhile, Using random-prime synthesis of probe for hll-17 gene.

Expression of hll- 17 mRNA in PBMC was deter-

Serum levels of soluble intercellular adhesion molecule-1 (sICAM-1) was determined by
Results With reference to the published sequence of the human 11~
A 473 bp fragment encoding fall length of hll-17 ¢cDNA gene was

The recombinant plasmid was sequenced to confirm

We apply for dot hybridization techniques to

determine the over expression of hll- 17 mRNA in peripheral blood monocytes (PBMC) with coronary disease, and their high levels

of sICAM-1.

Conclusions  hIl-17 gene may play an important role in the pathogenesis of coronary Disease.

Our experi-

ment also lay a profound foundation for further analysis of hll-17 biological functions.
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Fig 1 Amplification of hIL-17 gene by RT-PCR and identifica-
A. RT-PCR amplificate activated
PBMC. B. pUChII-17/ EcoRI/Hind @ digests ( 2635, 473 bp). C.

pUCKIL-17/Taq 1 digests (1444, 1206, 458 bp). D. pUChIL-17/Pvu ®
digests (2364, 744 bp). E. pUChIL-17/Bgl 1 digests ( 1658, 1118, 332
bp). F. Marker Spp I.  G. RT-PCR amplificate activated PBMC

tion of recombinant plasmid
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Fig2 Dot hybridization of hIl-17 mRNA from patients with
coronary disease and normal controls 1: coronary disease groups:
Al-8, BI-8, CI-8. 2: nomal controls: D48, EI-8, F1-8. 3: DI positive

control, D2 negative control, D3 vacuum control.
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Table 1

disease and normal controls

Serum levels of SICAM-1 of patients with coronary

Groups n sICAM-1 (He/L)
Normal control 21 163.2124.2
Coronary disease 24 398.4182. 3"
hiL-17 mRNA (+ ) 15 478.2£102. 6
hil- 17 mRNA (-) 9 234, 5 £65. 2¢

b: P< 0.001, compared with normal control group. d: P< 0.001, com-

pared with hlL- 17 mRNA (+ ) group.
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