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Analysis of newborn deafness gene screening results in Baoji area of Shaanxi province”
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Abstract: Objective To analyze the common genetic deafness gene mutations in newborns in Baoji area of
Shaanxi Province, so as to provide reference for the clinical treatment of patients with hereditary deafness.
Methods A total of 1 985 newborns born in Maternal and Child Health Hospital of Baoji from January 2021
to April 2023 were selected as the research objects. Microarray chip hybridization was used to detect 15 loci of
four hereditary deafness genes (GJB2, GJB3, SLC26A4 and mitochondrial mt DNA 12S rRNA), and the re-
sults of deafness gene detection were statistically analyzed. At the same time, the incidence of deafness gene
mutations in Baoji area of Shaanxi province was compared with other areas of China. Results Among the 1
985 newborns, 108 cases (5.44%) were detected with deafness gene mutations, among which GJB2 carrying
rate was the highest (2.67%), SLC26A4 carrying rate was 2. 02% , GJB3 carrying rate was 0.40% , and mi-
tochondrial mt DNA 12S rRNA carrying rate was 0. 35%. GJB2(c. 235 del C) had the highest mutation rate
(1.86 %), followed by SLC26A4(c. IVS7-2 A>G) (1.56%). There was no significant difference in the mu-
tation rate of mitochondrial mt DNA 12S rRNA (m. 1555 A>G) between Baoji area and other areas in China,
and the mitochondrial GJB2(c. 235 del C), GJB3 (c. 538 C>T) and SLC26A4 (c. IVS-27-2A > G) muta-
tion rates are different. Conclusion GJB2 is the main deafness gene mutation carried by newborns in Baoji,
Shaanxi province. This study is helpful to find out the cause of neonatal hearing loss in this area as early as
possible, so as to carry out early intervention for patients with hereditary deafness.
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538 C=>TOHY 15 A58, fifi 1 ot ® B ) 5 A 41 4
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0. 00 %" i px — 22 5 1 AE S FE RN R BE N R A
B ORBFIE SR R, m. 1555 A>G A8 5 T
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The diagnostic value of systemic immune inflammation index in rheumatoid arthritis
YAO Jiajia
Department of Clinical Laboratory .Qinghai Provincial Hospital of Traditional
Chinese Medicine s Xining ,Qinghai 810000,China

Abstract: Objective To investigate the diagnostic value of systemic immune-inflammation index (SID) for
rheumatoid arthritis (RA). Methods A total of 50 RA patients admitted to the hospital from January 2021 to
December 2022 were selected as the observation group,and 50 healthy people in the hospital during the same
period were selected as the control group. The levels of rheumatoid factor (RF) and anti-cyclic citrullinated
peptide (CCP) antibody were detected by immunoturbidimetry. The levels of white blood cell count (WBC),
neutrophil count (N), platelet count (PLT),lymphocyte count (I.) and mean platelet volume (MPV) were
collected,and SIT (PLT X N/L),PLR (PLT/L),NLR (N/L),PNR (PLT/N) and PWR (PLT/WBC) were
calculated. The differences of each index between the two groups were compared. Pearson correlation analysis
was used to analyze the correlation between blood cell related indexes and RF,anti-CCP antibody. The receiver
operating characteristic (ROC) curve was used to analyze the diagnostic value of SII for RA. Results The lev-
els of serum RF,anti-CCP antibody,PLR,SII and NLR in the observation group were higher than those in the
control group,and the L. was lower than those in the control group,and the differences were statistically sig-
nificant (P<C0. 05). There was no significant difference in WBC, N, PLT, MPV,PNR and PWR between the
two groups (P>>0.05). SII was positively correlated with serum RF and anti-CCP antibody levels (+=0. 441,
0. 384,P<C0. 05) ,but the correlations were weak. ROC curve analysis showed that the best cut-off value of SII
for the diagnosis of RA was 0. 26 ,the area under the curve was 0. 622, the sensitivity was 64. 0% ,and the spe-
cificity was 62.0%. Conclusion SII in RA patients is higher than that in healthy people,and is positively cor-
related with RF and anti-CCP antibody levels. Dynamic monitoring of SII can provide a reference for the for-
mulation of clinical treatment plans for RA.

Key words:rheumatoid arthritis; systemic immune inflammation index; rheumatoid factor; anti-cy-

clic citrullinated peptide antibody; relevance
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