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hsa_circ 401724 Rir5 2 BIERKFEENRER N K
S5REBMEMINGENXRETR

Lk i S EXENL.HEB/EFL.F WS
BT ho ERAEBA, LB 041000;2. KA EFHEHERTFERAELRA, L H KL 046000;
3. En TP EREA, L EES 041000

# ZE:BHB 5 hsa_circ 401724 &k 5 2 BB (T2DM) & 69 X 52 R 8 & 5 ik & 20 fi o) 4k o9 &
A, FE S 2017HF4AF2022%5 12 Alknr TP S ERIKE 102 4 T2DM & EA4E AWM, B 4L I
IR 100 Bl pEmEE EF AR A A RE, RABBELEAWREXAEMNZ XL L PHERLET o
(TNF-o) . & za e Ai-% 6(1L-6) Z 2n f 18 56 2 F-1 (ICAM-1) K F3F 45 %X & K5 B FKF, 4R B AN L o
23 A hsa_circ_401724/U6 AAsT 2 A K P, A B IFHE TR E MR G @0 i, LB B E IR H (HOMA-
IR) & SR AF IR S B 48 Mo 5 4 45 2 (HOMA-B) /K F, Pearson #8 % P 5 # hsa_circ_401724 R &K T 5
KRR JRB MM aeay Ak, KA Logistic )2 A 5 hsa_circ_401724 A X K-F 5 L E R B B
fehakey kR, R WEMAEH HOMA-IR, TNF-o,1L-6 \ ICAM-1 K-F 9 2 & T s &4, L8528 & 4 HO-
MA-RBKFHH BT 2B, 2 F F 4%t 3 &L (P<<0.05), MEMAEH hsa_circ_401724 48 3¢ & & K F
(0.75£0.13)A B & T AT B4(0,24£0.06), £ A %t F &L (P<0.05), hsa_circ_401724 H A A B B
HOMA-IR.TNF-a.IL-6  ICAM-1 K -F 8 2 & F hsa_circ_401724 {1k & ik 48, & HOMA-R /R -F 8] 1% T hsa_
circ_ 401724 {1k F LM, 2 F A % it F &L (P<0.05), hsa_circ_401724 83 % i K F 5 HOMA-IR, TNF-«,
IL-6 . JCAM-1 K-+ 2 E4 % (r=0.657.0.671.0. 703.0. 698, P<C0. 05) ,hsa_circ_401724 & ik K -F L5 HOMA-
BAKRFERAMX(Gr=—0.611,P<C0.05), hsa_circ_401724 & &L & % T2DM % % HOMA-IR,HOMA-B3,
TNF-o,11-6 ICAM-1 R -F oy 2 5 £ B & (P<{0.05), &1 hsa_circ_401724 & & 5 T2DM & # & £ 5
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Abstract: Objective To analyze the relationship between the expression of hsa_circ_401724 and the in-
flammatory response in type 2 diabetes mellitus ( T2DM ) patients and pancreatic islet cell function.
Methods A total of 102 patients with T2DM treated in Linfen Central Hospital from April 2017 to December
2022 were selected as the observation group,and 100 healthy subjects with normal glucose tolerance were se-
lected as the control group during the same period. The levels of tumor necrosis factor « (TNF-a) ,interleukin-
6 (IL-6) and intercellular adhesion molecule-1 (ICAM-1) in the blood of the subjects were detected by en-
zyme-linked immunosorbent assay to evaluate the levels of inflammatory factors in the subjects. The relative
expression level of hsa circ_401724/U6 was calculated according to the dissolution curve,and the pancreatic
islet cell function of the subjects was assessed,including homeostasis model assessment of insulin resistance

(HOMA-IR) and homeostatic model assessment beta cell function (HOMA-B) as assessed by homeostasis
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model. Pearson correlation was used to analyze the correlation between hsa circ_401724 expression level and
inflammation and pancreatic islet cell function, and Logistics regression model was used to analyze the rela-
tionship between hsa circ_ 401724 expression level and inflammation and pancreatic islet cell function.
Results The levels of HOMA-IR, TNF-a, IL.-6 and ICAM-1 in observation group were significantly higher
than those in control group, while the levels of HOMA-B in observation group were significantly lower than
those in control group, with statistical significance (P <{0. 05). The relative expression level of hsa_circ_
401724 in observation group (0. 7540. 13) was significantly higher than that in control group (0. 24=£0. 06),
and the difference was statistically significant (P<C0. 05). The levels of HOMA-IR, TNF-a,IL-6 and ICAM-1
in hsa_circ_401724 high expression group were significantly higher than those in hsa_circ_401724 low expres-
sion group,and the levels of HOMA-S were significantly lower than those in hsa_circ_401724 low expression
group. The difference was statistically significant (P<C0, 05). The relative expression level of hsa_circ_401724
was positively correlated with the levels of HOMA-IR, TNF-«, IL.-6 and ICAM-1 (+=0. 657,0. 671,0.703,
0.698,P<C0. 05). hsa_circ_401724 expression level was negatively correlated with HOMA-B level (r =
—0.611,P<C0.05). The high expression of hsa_circ_401724 was an independent risk factor affecting the levels
of HOMA-IR,HOMA-B, TNF-a,1L.-6 and ICAM-1 in T2DM patients (P <C0. 05). Conclusion The high ex-

pression of hsa_circ_401724 is related to the inflammatory response and the decline of pancreatic islet cell

function in T2DM patients.
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1.1 — %R EEL 2017 4FE 4 H & 2022 4 12 A A
BEUIA Y 102 ] T2DM B3 1E AW g2 4 . [R) 30 1k B A
Bt 100 {314 T £ 15 5 1) 1A A B 2 4 Sy Xof R AL .
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JE AT SE I 5 g B PCR AR RS I ff 1h 26 43 Bt PCR
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$FFRIKAKNE, IR A hsa_circ_401724/U6 T8 A7 X} %
IRIKF . SR BB LA (EAE R o S E L 8 BB o R
hsa_circ_401724 k3520 hsa_circ 401724 E ik
20, /0 M hsa _cire 401724 ik 3 i85 4H A hsa _circ _
401724 1Ry I8 R FE RAE K 7K1 F e & 44 i 2 RE
1.3 SEib2eab# SRS F SPSS20. 0 #174X
P Ab B T ECFORER L E A R SRR AT X R, i
WRLL = -5 T, 4T LSD+t K56, Pearson #H 2 14 43
BT hsa_circ_401724 &3k /K5 98 i s W g 5% 20 it 1)
FERY AH 56 PE. R JH Logistic 1] U 4% %Y 43 ¥ hsa_circ
401724 F&E K5 5 AE I R B 41 D AR I C R
P<0.05 RRERAGITFE L,

2 #F £

2.1 AL AT RE K RAE R T KOF R AR
A H HOMA-IR, TNF-o, I1L-6 , ICAM-1 7K -
BT IR, WA R HOMA-B /K 7 B AR T %
M, 2 RA SR L (P<<0.05, W&,

2.2 WELLH FIXT R ZH hsa circ_401724 A% F ik K
SEE WA B3 hsa cire 401724 #H % £ 3k K
(0.75£0. 13) B I & T X IR 2 (0. 24 £0.06) . 2 R AH
Giil 8 L (P<0.05),

2.3 hsa_circ_401724 mRIAAH LR BHBH R
e R RAEH F 7K L8 hsa_cire_401724 &
FikdH B # HOMA-IR, TNF-«. IL-6,ICAM-1 /K F
B .75 F hsa_circ_401724 R £ K4, HOMA-B /K F
B B AR T hsa_circ_401724 KR X4, 2 R H G il
B (P<0.05), W2,

2.4 hsa_circ_401724 FX} 3K K5 R AE KB
5 40 M 3 BE B AH O M hisa_cire_401724 AH % 28 ik 7K
5 HOMA-IR, TNF-a,IL-6,ICAM-1 7K F 5 1F #4 5%
(r=0.657.0.671.0.703.,0.698,P<C0.05) ,hsa_circ_
401724 F ik KFE 5 HOMA-B K 2 AL (r =
—0.611,P<C0.05),

x1 FERE B AN BE R KREREFKRFER(x£s)

21 51 n HOMA-IR HOMA-B TNF-a(pg/L) IL-6(ng/1L) ICAM-1(pg/1)
W% 40 102 5.45+1. 21 53.8948. 44 157.49417. 37 7.8440.51 2.3140. 34
Xf B2 100 3.11+0.98 129.94+10. 83 93.23+10. 83 6.12+0.45 1.7740.21
¢ 10. 780 55.595 31.617 18.413 9.617
P <<0. 05 <<0. 05 <<0. 05 <0. 05 <<0. 05

xr2 MEEHARE hsa_circ_401724 RiXKFEERDZAMINER KEREFKRFELLE (2 +5)
20 51 n HOMA-IR HOMA-8 TNF-a(pg/L) 1L-6(ng/L) ICAM-1(pg/L)
hsa_circ_401724 & #ikH 55 5.5240.08 53.3040. 23 160. 5444, 48 8.0140.43 2.5140.18
hsa_circ_401724 fRFik 4 47 5.3740.07 54,3940, 27 153. 9245, 43 7.647+0.39 2.0840. 21
¢ 7.162 26. 929 9. 442 4. 675 11.115
P <0. 05 <0. 05 <0. 05 <0.05 <<0. 05

2.5 hsa_circ_401724 MIXF ik K5 R AGE B L B
S MINEERY X FR hsa_circ_401724 & F ik 25
T2DM ## #% HOMA-IR, HOMA-8, TNF-a, IL-6,
ICAM-1 7K 30 57 fa B PR 26 (P <<0. 05) . WL#& 3,

*3 hsa_circ_401724 X RIEFEKFERERE RSB
A IhEE R X &R
95%CI

Bzt B SE x* P OR

TR BB
HOMA-IR ~ 0.657 0.213  9.514 0,002 1.929 1.271 2.928
HOMA-B  —0.711  0.198 12.895 <C0.001  2.036 1.381  3.001
TNF-« 0.693 0.204 11.540 0.001 2.000 1.341  2.983
IL-6 0.684 0.221 9.579 0.002 1.982 1.285 3.056
ICAM-1 0.691 0.217 10.140 0.001  1.996 1.304 3.054
3 it ®
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RN, HOMA-B AT LS M5 & 3 40 1t 20 ibb Jige 5 &K
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