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Diagnostic value of serum Irisin, FGF-23 and N-MID in elderly
patients with type 2 diabetes with osteoporosis
LEI Wenli WANG Yani ,L1U Lidong »ZHANG Lihong sCAO Yanning ,L1 Jie“
Department of Endocrinology ,Air Force 986 Hospital ,Air Force
Medical University s Xi'an s Shaanzxi 710054 ,China

Abstract : Objective To explore the diagnostic value of serum Irisin,fibroblast growth factor 23 (FGF23)
and N-mid osteocalcin (N-MID) in the elderly patients with type 2 diabetes mellitus (T2DM) with osteoporo-
sis (OP). Methods A total of 120 patients with T2DM combined with OP who were treated in the hospital
from January 2021 to June 2023 were selected as the T2DM+ OP group,and 120 patients with pure T2DM
who were treated in the hospital during the same period were selected as the T2DM group. The levels of serum
Irisin, FGF-23 and N-MID were compared between two groups. Multivariate Logistic regression was applied to
analyze the influencing factors of OP in T2DM patients. Receiver operating characteristic (ROC) curve was
applied to analyze the diagnostic value of serum Irisin, FGF-23 and N-MID levels for the occurrence of OP in
T2DM patients. Results FGF-23,N-MID,fasting plasma glucose (FPG) ,fasting insulin (FINS) , high-density
lipoprotein cholesterol (HDL-C) in T2DM-+ OP group were obviously higher than those in T2DM group (P <<
0.05) ,course of diabetes was longer than that in T2DM group (P <<0. 05) ,and bone mineral density and ser-
um Irisin level were lower than those in T2DM group (P <C0. 05). Multivariate Logistic regression analysis
showed that FGF-23,N-MID.diabetes course, FPG and FINS were independent risk factors for OP in T2DM
patients (P<C0. 05), while Irisin and bone mineral density were protective factors for OP in T2DM patients
(P<C0.05). The area under the curve (AUC) of the combined diagnosis of serum Irisin, FGF-23 and N-MID in
T2DM patients with OP was 0. 886, with sensitivity of 90. 00% and specificity of 74. 17%. The AUC of the
combination of the three for diagnosing OP in T2DM patients was larger than that of serum Irisin, FGF-23 and
N-MID alone (Z . pimationtsicn = 3+ 945+ Z combinationFor23 = 9e 1193 Z o tinationzemm = 3. 778 yall P<C0. 001). Conclusion The
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serum levels of FGF-23 and N-MID in patients with T2DM combined with OP increase,while the level of Iri-

sin decreases. The combination of the three has high diagnostic value for the occurrence of OP in elderly

T2DM patients.
Key words: Irisin; fibroblast growth factor 23;

porosis
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gkl FHE— R B+ L (X0)]
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FPG(mmol /L) 8.19+1.47 9.32+1.54 5.814  <<0.001
FINS(mmol/L) 16. 8922, 96 18. 7423, 01 4.801  <€0.001
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H OZE.HEN BT LAWhEEFLARMBERXAABKRAIARATEZHE AL LG ABER LI FHIEN
£ %, HE KRASAREEAMNEREEF R 4% PCRC(ARMS-PCR) . ¥ 297 4] 4 & W /& % £ 1% KRAS
AR REHAS A KRAS A A (KRASWT)ZA S5 KRAS REHM(KRASMT)2H, KE & F MR S8 RE
AL B Z A CTMN 81 R LA SR E BB A BF R o FMIBFSWETH, FRATERTF oM,
HR O297THIEAMBEEET KRASEBERE R4 47.81%(142/297) 2+ % 2 T4 2 F Lol b R % &
%3, 6 35.69%(106/297), 5 KRAS-WT 4A1b4 , KRASMT AR A I AAELEMA R EHF LT F
(P<<0.05), $ 2 F4BFREM &% 3.4 59 E2FFEHA KRAS-WT 2048 Ki67 ['apmfo sk 4] 7 & b4k,
EFAARFTFELP<0.05), HF2F54R2FEXTA.H 3.4 52 FREAA KRASWT 44 i#F CEA,
CA199 KT, ZFHALTFEL(P<0.05), HFit L AMmBE P KRASAREZETEAAL EF KRG A
RE L R EHEZ A GE— RN AR. TAZAMB GRS TREL X,
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Analysis of KRAS mutations in colorectal cancer and their clinical,
pathological , and laboratory characteristics
BA Qinwen sYUAN Xu ,WANG Yun,LU Yanjun®
Department of Clinical Laboratory ,Tongji Hospital , Tongji Medical College ,
Huazhong University of Science and Technology sWuhan . Hubei 430030 ,China

Abstract : Objective To investigate the correlation between KRAS gene mutations and their clinical, path-
ological,and laboratory characteristics in patients with colorectal cancer. Methods KRAS gene mutation de-
tection was performed using the Mutation Amplification System PCR (ARMS-PCR) method. 297 colorectal
cancer patients were divided into [KRAS wild-type (KRAS-WT) group and KRAS mutant type (KRAS-MT)
group] based on their KRAS gene mutation status. Data on patient gender,age, primary site, metastatic infil-
tration, TMN staging, pathological type, differentiation degree, immunohistochemistry, and serum tumor
markers were collected. Statistical analysis was performed. Results Among 297 colorectal cancer patients,the
total mutation rate of KRAS gene was 47. 81% (142/297) ,with the highest mutation rate at the locus on exon
2,accounting for 35.69% (106/297). Compared with the KRAS-WT group,the KRAS-MT group had a higher
proportion of patients with the primary site being the right colon and females (P <C0. 05). There was a statis-
tically significant difference in the proportion of Ki67 positive cells among the exon 2 mutation group.the exon
3 and 4 mutation group,and the KRAS-WT group (P<C0.05). There were statistically significant differences
in serum CEA and CA199 levels among the exon 2 mutation group.exon 3 and 4 mutation groups.and KRAS-WT
group (P<C0. 05). Conclusion There is a certain correlation between KRAS gene mutation types in colorectal
cancer and different clinical, pathological,and laboratory characteristics of patients, which could provide clues
for the clinical diagnosis and treatment of colorectal cancer.
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