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Abstract:Objective To provide a certain basis for clinical diagnostic decision-making of liver cirrhosis in
the patients with chronic hepatitis B (CHB) by analyzing the relationship between HBV RNA, HBV DNA,
ALP and 7-GGT levels with the liver cirrhosis risk in CHB patients. Methods A total of 173 CHB patients
without liver cirrhosis (non-cirrhosis group) and 102 CHB patients with liver cirrhosis (cirrhosis group) ad-
mitted and treated in Kunming Municipal Third People's Hospital from January to December 2023 were se-
lected as the research subjects. The data including gender,age, HBV RNA,HBV DNA, hepatitis B surface an-
tigen (HBsAg) ,hepatitis B e antigen (HBeAg) ,hepatitis B core antibody (HBcAb) ,alanine aminotransferase
(ALT) ,aspartate aminotransferase (AST),alkaline phosphatase (ALP),v-glutamyl transferase (GGT) and
platelet count (PLT) at admission were collected for all patients. The multivariate Logistic regression was

used to analyze the related factors of CHB-related liver cirrhosis;the receiver operating characteristic (ROC)
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curves were drawn to analyze the diagnostic value of each indicator for CHB-related liver cirrhosis,and the di-
agnostic efficiency of the combined diagnostic model was compared with that of the non-invasive serological
diagnostic model for liver cirrhosis, namely platelet ratio index ( APRI) and factor 4 index of liver fibrosis
(FIB-4). Results
AST,ALT,.GGT,ALP,HBV DNA and HBV RNA between the non-cirrhotic group and cirrhotic group (P <<

0. 05). The results of multivariate Logistic regression analysis showed that the female was correlated with the

There were statistically significant differences in gender,age, APRI,FIB-4 and the levels of

reduced risk of liver cirrhosis in the patients with chronic hepatitis B (P <C0. 05) , while the increased age,in-
creased HBV RNA level, increased GGT level, increased ALP level and increased HBV DNA level were all
correlated with the increased risk of liver cirrhosis in the patients with chronic hepatitis B (P <C0. 05). The ar-
eas under curves (AUCs) for diagnosing liver cirrhosis in the patients with chronic hepatitis B by GGT,ALP,
HBV DNA,HBV RNA and GGT+ ALP+ HBV DNA + HBV RNA were 0. 760, 0. 704,0. 752,0. 593 and
0. 895, respectively. The AUC of GGT+ALP+HBV DNA+ HBV RNA was greater than that of GGT,ALP,
HBV DNA and HBV RNA alone,and the differences were statistically significant (all P<Z0. 05). The AUC of
GGT-+ALP+HBV DNA+HBV RNA was not statistically significantly different from that of APRI and FIB-
4 (0. 840 and 0. 902, respectively; P=>0. 05). Conclusion The HBV RNA,HBV DNA,GGT and ALP levels in
CHB patients with liver cirrhosis are higher than those in simple CHB patients. The elevated levels of these
four indicators are all correlated with an increased possibility of liver cirrhosis in the patients with chronic hep-
atitis B, moreover the combination of these four indicators could improve the diagnostic efficiency for CHB-re-
lated liver cirrhosis.

HBV DNA; HBV RNA; serum markers
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Relationship between serum NSE and vitamin D levels with brain injury in
children patients with complex febrile convulsion”
XU Bin',L1U Jianping' ,LI Cheng®
1. Department o f Pediatrics , Taizhou Municipal People’s Hospital s Taizhou s Jiangsu 225300,China ;

2. Department of Pediatrics s Nanjing Municipal First Hospital s, Nanjing ,Jiangsu 210006 ,China

Abstract: Objective To explore the relationship between serum neuron-specific enolase (NSE) and vita-
min D levels with the brain injury in children patients with complex febrile seizures (CFS). Methods A retro-
spective study design was adopted. A total of 160 children patients with CFS admitted and treated in Taizhou
Municipal People’s Hospital from January 2022 to December 2024 were selected as the study subjects and di-
vided into the occurrence group and non-occurrence group based on whether the brain injury occurred within 1
week after admission. Serum NSE and vitamin D levels were detected and compared between the two groups;
the baseline data were collected and compared;the multivariate Logistic regression was used to analyze the fac-
tors affecting the brain injury occurrence in the children patients with CFS;the receiver operating characteris-
tic (ROC) curves were plotted to analyze the evaluation value of serum NSE and vitamin D alone and their
combination for brain injury in the children patients with CFS. Results Compared with the non-occurrence
group,the seizure duration in the occurrence group was extended, the body temperature and serum I1.-6 and
NSE levels at initial seizure were increased,the vitamin D level was decreased,and the differences were statis-
tically significant (P<Z0. 05). The multivariate Logistic regression analysis results showed that the prolonged
seizure duration,elevated body temperature at initial seizure,increased serum IL-6 level and increased serum
NSE level were the risk factors for the brain injury occurrence in CFS children patients (P<C0. 05),while the
elevated serum vitamin D level was a protective factor of brain injury (P<C0.05). The ROC curve analysis re-
sults revealed that the areas under the curves (AUC) of serum NSE and vitamin D alone,and their combina-

tion for evaluating the brain injury occurrence in CFS children patients were 0. 781,0. 744 and 0. 875, respec-
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