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Abstract

The 2009 flu pandemic was caused by a new strain of influenza A/HIN1 virus, A/HIN1(2009). It has spread globally
resulting in the first new pandemic of the 21st century. A clinical record and throat swab of 3,860 influenza-like illness (ILI)
were submitted for diagnosis of influenza A (H1N1) from 16 health center in Busan between May 2009 to January 2010. Our
laboratory performed isolation of the influenza A/HIN1(2009). In the present study, we evaluated the clinical characteristics of
ILI and analysed influenza A/HIN1(2009) by sequence analysis of the hemagglutinin (HA) and neuraminidase (NA) genes. The
isolates studied were selected by the stratified random sample method from the total of 1,808 isolates, and that they were 96
with A/HIN1(2009). The rhinorrhoea, cough, headache and sputum were significantly higher and the diarrhea was significantly
lower in A/HIN1(2009) patient. Based on the phylogenetic tree, HA gene showed that it had 70.6% to 71.2% homology with
the A/Brisbane/59/07 (vaccine strain in 2009-2010 season) but 93.5% to 94.0% homology with the A/swine/Guangxi/13/2006.
Antigenically the isolates were homogeneous and similar to classical swine influenza A/HIN1 viruses and A/South Carolina/1/18
but distinct from seasonal human A/HIN1. In the case of NA gene, the H275Y and Q136K mutation for resistance of
oseltamivir and zanamivir were not detected.
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Fig. 1. Influenza A/HIN1(2009) and influenza like illness (ILI) of each month from May 2009 to January 2010,

Table 1, Clinical features of 3,860 patients of influenza A/HIN1(2009) and no—Influenza in ILI

A: A/HINI(2009) B: No—Influenza on

Symptoms (n=1,801) PCR (n=2,015) P value
Rhinorrhoea 946 (52.5%) 835 (41.4%) 0.000
Sore Throat 1,094 (60.7%) 1,166 (57.9%) NS
Cough 1,515 (84.1%) 1,066 (52.9%) 0.000
Headache 969 (53.8%) 864 (42.8%) 0.000
Myalgia 300 (16.7%) 353 (17.5%) NS
Arthralgia 46 (2.6%) 74 (3.7%) NS
Nausea 179 (9.9%) 183 (9.1%) NS
Diarrhea 58 (3.2%) 167 (8.3%) 0.000
Sputum 402 (22.3%) 319 (15.8%) 0.000
Vomiting 77 (4.3%) 109 (5.4%) NS
Dyspnea 51 (2.8%) 51 (2.5%) NS
Vertigo 16 (0.9%) 21 (1.0%) NS
Chill 16 (0.9%) 28 (1.4%) NS

NS : not significant

Table 2. Body temperatures of the 3,350 patients of influenza A/HIN1(2009) and no Influenza in ILI
A: A/HIN1/2009

B: No Influenza on P value

(n=1,710) PCR(n=1,641)
Body temperature 0.00
Mean 38.08 37.72
Range (35.8 — 40.6) (35.3 — 42)
Body temperature, % 0.00
T< 3747TC 17.7 36.8
T = 375-37.7C 11.9 11.5
T = 37.8-38.0C 21.5 19.4

T = 38.1TC 48.9 32.2
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