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kines after percutaneous coronary intervention ( PCI) treatment in acute myocardial infarction ( AMI) patients.

Methods 118 incipient AMI patients with successful underwent PCI ( Defined as treatment group blood samples
were collected from pre-operation 12 h after operation 24 h after operation 48 h after operation and 90 d postop—
erative follow-up period) and 52 AMI patients with diagnostic coronary angiography ( CAG) ( Defined as control
group blood samples were collected prior to CAG 12 h after CAG 24 h after CAG 48 h after CAG and 90 d fol-
low-up period) were enrolled in this study. Serum levels of IL-6 1148 hs-CRP TNF-o and MMP-9 were detec—
ted in all the subjects by enzyme-inked immune sorbent assay( ELISA) and major adverse cardiac events( MACE)

occurrence rate was analyzed in 90 days followed-up cases. Results No significant differences in baseline levels of
IL-6 1L48 hs-CRP TNF-o and MMP-9 were found in the two study groups( P >0. 05) . No significant differences
of levels of IL-6 IL48 hs-CRP TNF-oc and MMP-9 were found after CAG in control group ( P >0. 05) . The serum
levels of IL-6 IL48 hs-CRP and TNF-a after PCI were significantly increased ( P <0.01) while no significant
differences were found in level of MMP-9 ( P >0. 05) in PCI group. There were significant differences of levels of
IL-6 IL48 hs-CRP and TNF-a between MACE group and without MACE group after PCI. The multivariable lo-
gistic analysis showed that IL-6 IL48 hs-CRP and TNF-o were risk factors of MACE after 90 days follow-up.

Conclusion The concentrations of serum IL-6 ILA8 hs-CRP and TNF-« are significantly increased in AMI pa-
tients treated with PCI. PCI operation may induce inflammatory reaction. High serum levels of peripheral inflamma—
tory cytokines IL-6 1L48 hs-CRP and TNF-a have an important role in major adverse cardiac events( MACE) and
short-term prognosis in the first AMI patients treated with successful primary PCI.

Key words acute myocardial infarction; interleukin-6; interleukin48; high—sensitivity C—eactive protein; tumor

necrosis factor-alpha; percutaneous coronary intervention
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SARMS-PCR detection in non-small cell lung cancer
tumor tissue KRAS BRAF gene mutation
Shao Lu Hou Danyang Leng Zaijun et al
( Dept of Respiratory The Affiliated Provincial Hospital of Anhui Medical University Hefei 230001)

Abstract

( sSARMS-PCR) to detect Kirsten rat sarcoma viral oncogene homolog( KRAS) and V-rafmurine sarcoma viral onco—

Objective  To explore the feasibility of use scorpion probe amplification refractory mutation system
gene homologB1( BRAF) gene mutations in non-small cell lung cancer( NSCLC) patients. To realize the clinical
and pathological feature of KRAS BRAF gene mutations in NSCLC patients and to provide a theoretical basis for
individualized treatment of NSCLC patients. Methods
bedded tissue specimens ( FFPE) in NSCLC patients then used DNA isolation kit to extract DNA and used sARMS
to test KRAS and BRAF gene mutation. Results (1) We found KRAS mutations in 21 patients( 21/89) the muta—
tion rate was 23.6% ; the KRAS gene mutations included seven kinds of hot spots mutations in which 6 were loca—

ted at codon 12 and 13; the GI12D and G12V site mutation and the G12C and G12C were detected from the 6 hot
spots respectively; G12S mutant was not found; @) We only found BRAF gene mutation in one patient( 1/89) the

We collected 89 cases of tumor formalin-fixed paraffin-em—

mutation rate was 1.1% . The mutation site was located at VOOOE was a women mucinous adenocarcinoma pa—
tient; 3) KRAS and BRAF gene never co-existed in the same patient. Conclusion Using sSARMS-PCR technology
to detect KRAS and BRAF gene mutations is feasible in NSCLC patients. There is no significant correlation with
age smoking history pathological type in KRAS and BRAF gene mutations in NSCLC patients. KRAS gene muta—
tion is related to gender more common in women than in men( P <0. 05) ; KRAS and BRAF gene never coexist in
the same patient.
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