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Study on childhood psychological trauma impact on the emotion

regulation and alexithymia of patients with depression
Wang Xue Zhang Lei Wang Kai et al
( Dept of Medical Psychology Anhui Medical University Hefer 230032)

Abstract Objective To investigate the childhood psychological trauma impact on the relationship among emotion
regulation and alexithymia of patients with depression. Methods 78 patients with depression and 80 healthy con—
trols matched for age gender and education were recruited. Use ERQ TAS20 and CQT-SF to measure patients
with depression and healthy. Results (1) Compared tocontrols depression showed significantly lower in factors of
emotion reappraisal ( P <0.01) higher scores in total and F1 F2 F3( P <0.01) significantly higher in factors of
emotion abuse emotion neglect physical neglect( P <0.01 P <0.05); ) In depression group emotion reapprais—
al had high negative correlation with emotion neglect and sexual abuse( P <0.05) . TAS20 total scores showed
high positive correlation with emotion abuse and sexualabuse( P <0.05 P <0.01) F3 scores showed high positive
correlation with sexual abuse( P <0.01) . Conclusion Depressive patients show emotional regulation disorder and
alexithymia is correlated with child psychological trauma.
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is frequently detected with co-mutations of actionable genes and as—

Detection of EGFR KRAS BRAF EMI4-ALK fusion genes by

ARMS and NGS in patients with non-small cell lung cancer
He Peijing Xia Huailing Fu Meng et al
( Dept of Respiratory Medicine The Affiliated Provincial Hospital of Anhui Medical University Hefei 230001)

Abstract Objective To explore the difference of the driving genes in non-small cell lung cancer patients by am—
plification refractory mutation system( ARMS) and next generation sequencing( NGS) and guide the development of
clinical individualized treatment. Methods Firstly ARMS method was used to detect epidermal growth factor re—
ceptor( EGFR) Kirsten rat sarcoma viral oncogene homolog( KRAS) V-—afmurine sarcoma viral oncogene ho—
mologB1( BRAF) and echinodem microtubule associated protein like 4-anaplastic lymphoma kinase( EMI4-ALK) in
51 patients with non-small cell lung cancer then NGS was used for high throughput detection of these specimens.
Finally clinical data were collected and followed up regularly. Results The positive rates of EGFR KRAS and
EMIA-ALK in 51 cases of non-small cell lung cancer were detected by ARMS and NGS respectively 48.9% wvs
53.3% 11.1% vs 8.9% 13.7% vs 5.9% no statistical difference between two methods. The survival time of tar—
geted therapy of EGFR-9del mutation group was longer than that of EGFR-1858R mutation group the difference
was statistically significant( P =0. 010) but there was no significant difference in gender age and target treatment
stage. By NGS method the average number of tumor specific genes in patients with EGFR-49del and L858R was
7.1 and 4.6 respectively. However EGFR-I.858R had more tumor suppressor gene mutation (91%) . The progno—
sis of 2 patients with EGFR/KRAS double mutation was worse than that of EGFR single mutation. Conclusion
ARMS and NGS are suitable for driving gene detection in patients with non-small cell lung cancer. For the detection
of DNA point mutation NGS not only can detect the omission of ARMS method also shows the mutation abundance
concomitant mutations and unconventional mutations have complementary effect on ARMS method. The survival
time of target therapy of EGFR-9del patients detected by the two methods is significantly longer than that of pa—
tients with EGFR-L.858 R mutation and EGFRI.858R is mainly the mutation of tumor suppressor gene. EGFR com—
bined with KRAS double mutation has a poor prognosis but still need further study confirmed.
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