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Clinical analysis of severe avian influenza H7N9 and severe influenza A HIN1

YE Yuming' LIN Li' LIU Jiannan®
(1. Zhangzhou Affiliated Hospital of FuJian Medical University Zhangzhou 363000 China; 2. The Third Hospital of Zhang—
zhou Zhangzhou 363000 China)
Abstract
(HINI) to guide the diagnosis and treatment. Methods: Seven cases of severe avian influenza H7N9 group ( hereinafter re—

Objective: To investigate the clinical characteristics of severe avian influenza ( HTN9) and severe influenza A
ferred to as severe H7N9 group) and 15 cases of severe influenza A HINI group ( hereinafter referred to as severe
HINlgroup) were collected and retrospectively analyzed their similarities and differences in the general situation basic dis—
ease clinical symptoms inspection results imaging examinations treatment and prognosis. Results: Among 22 patients the mor—
tality rate of patients with 2 or more than 2 basic diseases was 72.73% (8/11) and the mortality rate of patients with one or

more than one basic disease was 18.18% (2/11) ( P <0.05) . The rate of peripheral blood lymphocyte descent in severe H7N9
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group was 100% (7/7) higher than that in severe HIN1 group (26.67% 4/15) ( P <0.05) . The incident rate of consolida—

tion of lung pleural effusion and pericardial effusion in the severe H7 N9 group respectively were71.43 % ( 5/7)
whichwashigherthanthatofsevere HIN1 group13.33% (2/15)

(6/7) and57. 14% ( 4/7)

13.33% (2/15)

85.71%
0(0/15)

(P <0.05) . The time of mechanical ventilation in the severe H7N9 group was( 26. 86 + 13.06) days in average which was
higher than that of the severe HINI group (7.20 +6.46) days in average (1 =4.79 P <0.05) . Through the follow — up visit

between these two groups the severe H7TN9 group had more fibrous stripes in the lung images which absorbed more slowly.

Conclusion: Compared with severe influenza A ( HIN1) the severe avian influenza ( H7N9) is worse in the disease of condi—

tion and prognosis.

Key words influenza virus A HINI subtype; avian influenza; acute respiratory distress syndrome
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Expression of AQP3 in psoriatic lesions and its significance
TANG Hua FENG Hao LIAO Yangying LI Lan XIAO Weirong
( Hunan Provincial People’s Hospital Changsha 410005 China)

Abstract  Objective: To observe the expression of AQP3mRNA in psoriasis vulgaris and to discuss its function. Meth—
ods: All 18 cases of unexposed skin lesions of psoriasis vulgaris and 18 cases of normal unexposed skin were collected. The
value of sebum content trans — epidermal water loss ( TEWL) and water content of stratum corneum were detected and the ex—
pression of AQP3 mRNA of every case was detected by using RT — PCR. Results: The water content and sebum content in the
stratum corneum of psoriasis vulgaris were lower than those in the normal control group ( P <0.05) and the TEWL was higher
than that in the normal control group ( P <0.05) . The expression of AQP3mRNA in psoriasis vulgaris is (0. 154 +0.091)
and the expression of normal control group is ( 0.401 0. 121) . AQP3mRNA in psoriasis vulgaris was markedly lower than the

normal control group( P <0.05) . Conclusion: The decrease of AQP3 expression may be one of the causes of dry lesion and skin

barrier damage in psoriasis.

Key words AQP3; psoriasis vulgaris; skin barrier
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