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Abstract : Objective To investigate the expression and clinical significance of B7-H5 in patients with chro-
nic hepatitis B and hepatitis B virus (HBV)-related hepatocellular carcinoma. Methods Enzyme-linked immu-
nosorbent assay (ELISA) was used to detect the serum levels of B7-H5 in 104 patients with chronic hepatitis
B, 28 patients with HBV-related hepatocellular carcinoma and 35 healthy controls. And statistical methods
were used to analyze the difference.correlation and diagnostic value of the results. Results The serum levels
of B7-H5 in patients with HBV-related hepatocellular carcinoma, patients with chronic hepatitis B and healthy
subjects were statistically different (P<C0. 05),and the level from high to low was HBV-related liver cancer
patients,chronic hepatitis B patients, healthy subjects. The serum level of B7-H5 in chronic hepatitis B pa-
tients with negative HBV-DNA was significantly higher than that in healthy subjects (P<C0. 01). The level of
B7-H5 in patients with chronic hepatitis B was positively correlated with HBV-DNA load (P<C0. 05). And the
level of B7-H5 in patients with HBV-related hepatocellular carcinoma was positively correlated with HBsAg,
HBeAg and AFP levels (P<C0. 05). In addition,B7-H5 had diagnostic value for chronic hepatitis B and HBV-
related hepatocellular carcinoma (P<Z0.01) ,and the diagnostic value for HBV-related hepatocellular carcino-
ma was higher than that for chronic hepatitis B. The level of B7-H5 in patients with HBV-related hepatocellu-
lar carcinoma after surgery was significantly lower than that before surgery (P <C0. 05). Conclusion Serum
levels of B7-H5 is related to the progression of CHB and HBV-related hepatocellular carcinoma,and can be
considered as an effective detection index for the auxiliary diagnosis and the judgment of postoperative condi-
tion of CHB and HBV-related hepatocellular carcinoma.
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REEMEXERFEEZEMF LncRNA XIST miR-122-5p
RIEERBGEERTMEMNXER

PHA IR RER KR AFY
L& BT P EERARA, B G &R 72500052 &R P S ERAYZ M BB &R 725000

B E:BH wRiTKRFEAAAERRAB(SAE) & & o iF K43k % 5 RNA X & &4 F %4 F K (LncRNA
XIST) . #y RNA-122-5p(miR-122-5p) A X 5 MG AR ERREH X 4, Hixk #2019 % 1 A £ 2023 %
12 A% kTP EERKEY 108 6] SAE % % (SAE ) 4= 52 4 $ 4 Ik & 5 % & (3F SAE 20) 48 4 BF 70 345,
108 ) SAE B H AR % I 5145 A2 o A B2 R I B4 A A 45 A T B 2 R (GCS) 4 13~14 4,27 #1 ] F &
B ARG E A (GCS #4 9~12 9,36 1) . EE B4 H M (GCS 34 3~8 4,45 #1) ARIE 28 d G H Ao A
T (51 B Ao B E W (57 1), KRB FE AT %k EF PCR £l f27% LncRNA XIST,miR-122-5p & ik, Star-
Base # # 2 M LncRNA XIST 5 miR-122-5p ) 45 615 % , Pearson 48 % 4 #7 SAE & & f 7 LncRNA XIST
5 miR-122-5p &k wg48 % M, B % 3 &4 Logistic ® Y2 5 # s & LncRNA XIST.miR-122-5p % ik 5 SAE
BEMGHE G ZRE DA AE W X 5 iF LncRNA XIST.miR-122-5p & ik s+ SAE & & o9 F2m 2L 4% .
£R 53k SAE 44, SAE 4 & LncRNA XIST &% 7t & . miR-122-5p £ X B1iK, £ F A 4+ 5 & L
(P<C0.05), LncRNA XIST 5 miR-122-5p % f& 45 &-1% % ,SAE % % f % LncRNA XIST 5 miR-122-5p & ik
2 HAAP<0.05), BIGAMAG LA, P aBiAG B4, T M A45 E A5 LneRNA XIST & 4R K FF & » miR-
122-5p R ER KB, 2F A% FEL(P<0.05), SAE BF ARG 28 dm £ A 47.22%(51/108), 5 %
EHE e T E LncRNA XIST A2 A %, miR-122-5p A A Bk, 2 F A%t F &L (P<0.05)., F &
£ E RZBIFHE(SOFA) 2 & . LncRNA XIST & &k 4 SAE & F LT ML £KREH %.GCS #4 &, miR-
122-5p & & & A IR RS A £ (P<T0.05), f27F LncRNA XIST.miR-122-5p £ & B A FiM SAE & %% —
W& T @ARK T 2F LncRNA XIST,miR-122-5p & ik £ Fa (P<C0.05), it SAE %% & 7% LncRNA
XIST # & i \miR-122-5p Ik R X 5 IR A2 H m T e TG R R A %, fiF LncRNA XIST miR-122-5p & ik B
A 2t SAE B F TG A8 & 6 TR Ak,

KW A EA AR KEESHA RNA X K &4 FHE8%4K; # RNA-122-5p; EHH =
B Tk
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Serum LncRNA XIST and miR-122-5p expression in sepsis-
associated encephalopathy patients and their relationship
with the severity of brain injury and prognosis’
SHAN Linling' \WANG Wenjuan',ZHANG Chunhua® ,CHEN Youging'®
1. Department of Clinical Laboratory ,Ankang Hospital of Traditional Chinese Medicine ,
Ankang ,Shaanxi 725000,China ;2. Department of Neurosurgery ,Ankang Hospital of
Traditional Chinese Medicine ,Ankang ,Shaanxi 725000,China
Abstract: Objective To explore the relationship between serum long non-coding RNA X-inactive specific
transcript (LncRNA XIST) and microRNA-122-5p (miR-122-5p) expression and the severity of brain injury
and prognosis in patients with sepsis-associated encephalopathy (SAE). Methods A total of 108 SAE patients
(SAE group) and 52 patients with sepsis only (non-SAE group) admitted to the Ankang Hospital of Tradi-
tional Chinese Medicine from January 2019 to December 2023 were selected as the study subjects. According to
the degree of brain injury, the SAE patients were categorized into mild brain injury group [ Glasgow Coma

Scale (GCS) score 13— 14,27 cases], moderate brain injury group (GCS score 9—12,36 cases),and severe
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