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UTILIZING THE EPIGLOTTIS AND STERNOHYOID
MYOFASCIAL FLAP TO RECONSTRUCT THE LARYNX

Wen Weiping Su Zhenzhong Ca Liping

(Department of Otorhinolaryngology, First Affiliated Hospital,
Sun Yat-sen University of Medical Sciences Guangzhou, 510080)

Use epiglottis and sternohyoid myofascial flap to reconstruct larynx and to treat three cases of laryngeal stenosis
and six cases of laryngeal carcinoma. A good result showed in recovering the laryngeal carcinoma. A good result in
recovering the lary ngeal functions (breathing, swallowing, voicing) in these cases. This operation method had follow-
ing advantage: O The operation w as convenient to take the material of reconstruction and easy to handle. @ The ster-
nohyoid myofascial flaps not only covered entirly the wound of larynx but also could lengthen the diameter of the la-
ryngeal cavity. @ The epiglottis could serve as supporting it also could reduce the chance of laryngeal scar stenosis as
having normal mucosa of the epiglotlis at the laryngeal surface.

Subject headings laryngection/ methods; epiglottis fascia; laryngeal neoplasms/surgery; larygostenosis/

surgegry
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TESTED IN SERUM HEPATITIS VIRUSES MARKERS
AND RELATION WITH PROGNOSTIC IN
PATIENTS WITH HEPATITIS GRAVIS

Lin Bingliang  Yang Shaoji Yao Jilu

(Department of Infectious Diseases, The Third Affiliated Hospital,
Sun Yan-sen University of Medical Sciences, Guangzhou, 510630)

Hepatitis viruses markers w ere tested in 203 inpatients with hepatitis gravis with ELISA and P CR techniques.
The results showed that HBV infection alone was present in 108 cases (53. 20%), HCV infection in 6 cases
(2 95%), HEV infection in 8 cases (3.94%), HBV and HCV mixed infection in 17 cases (8.37%), HBV and
HEV mixed infection in 36 cases (17. 73%). The results indicated that HBV was the most important pathogen
(176¢/ 203) in hepatitis gravis, HEV was the second (50/ 203), and HCV was the third. The results also show ed
that the mortality of hepatitis gravis caused by mixed infection of HBV and HEV was relatively higher.

Subject headings hepatitis; hepatitis virug, polymerase chain reaction/ methods prognosis



