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THE CORRELATION OF SYSTEMIC LUPUS ERYTHEMATOSUS
WITH HLA-DQA1 GENES

Gu Jieruo Yu Buyun Zhou Junyi Yang Yinghao
Luo Chaoquan Chen Guoging Nie Yongmei

(Department of Internal Medicine, The 3rd Affiliated
Hospital, Sun Yat-sen University of Medical Sciences, Guangzhou, 510630)

In order to study the susceptive genes of SLE, HLA-DQA1 alleles were amplified by
PCR-PAGE and stained by silver staining from leukocytes of 41 patients with SLE in Guang-
dong. Six alleles of HIA-DQA1 were identified. Increased allele frequencies of DQA1 * 0101
(39.02%, RR=4.039,P<{0. 01, EF=0. 293) and decreased allele frequencies of DQA1 =
0102(1.22%,RR=0. 083,P<0. 005,PF=0. 118) were observed in cases of SLE. Increased
genotypes DQA1 ( » 0101/0101 and * 0101/0401) and decreased genotype DQA1 * 0102/
0301 in patients with SLE were observed also. These results showed that DQA1 * 0101 con-
tributes to the genetic susceptibility to SLE while DQA1 * 0102 contributes to their genetic
resistance to SLE in Guangdong Hans. DQA1 =* 0101/0101 genotype may be interrelated
with anticardiolipin antibody (ACL) in the SLE.

Subject headings lupus erythematosus, systemic/etiology; lupus erythematosus, sys-
temic/genetics; genes, MHC class* 1
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A STUDY OF HEPATITIS G VIRUS INFECTION IN
PATIENTS WITH CHRONIC SPORADIC NON-A
TO E HEPATITIS IN GUANGZHOU

Chong Yutian Ling Xiaogiang Yao Jilu Peng Wenwei Li Gang Lan De®

(Department of Infectious Diseases,3rd Affiliated Hospital ,Sun Yat-sen
University of Medical Sciences, Guangzhou, 510630)

HGV RNAs were detected in 21 of 83 (25. 3%) cases of Chronic sporadic non-A to E
hepatitis by RT-PCR. The result suggested that: 0) HGV infections were observed in
Guangzhou. @HGV can be transmitted through routes other than transfusion. @The clinical
manifestations of chronic hepatitis G were variable. @Negative result in HGV RNA detection
in 62 of 83 cases (74.7%) suggested the existence of other virol agents.

Subject headings hepatitis, viral ,human/epidemiology; polymerase chain reaction
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