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Relationship between PRX5 and Severity and Carotid Atherosclerosis in Patients with T2DM with OSAS. Yue Yang, Wu Hao, Ma Li-
ang, et al. Tangshan Union Hospital, Hebei 063000, China

Abstract Objective To analyze the relationship between plasma peroxiredoxin 5 (PRX5) level and its severity and carotid athero-
sclerosis in patients with type 2 diabetes mellitus (T2DM) and obstructive sleep apnea syndrome ( OSAS). Methods A prospective se-
lection of 147 T2DM patients with OSAS from December 2017 to December 2019 was selected as the research object. Enzyme — linked im-
munosorbent assay was used to detect plasma PRX5 levels. The level of Prx5 in patients with different severity of T2DM and OSAS was
compared, and the relationship between Prx5 and the frequency of apnea and hypoventilation ( AHI) was analyzed. The level of Prx5 was
compared between the concurrent group and the control group, and the relationship between Prx5 and carotid atherosclerosis in T2DM with
OSAS was analyzed. The ROC curve was drawn to evaluate the efficacy of each model in diagnosing T2DM with OSAS complicated with
carotid atherosclerosis. Results There was a negative correlation between Prx5S and AHI in T2DM patients with OSAS (P <0.05). The
level of Prx5 in the concurrent group was lower than that in the control group (P <0.05). Logistic regression analysis showed that fasting
plasma glucose (FPG) (OR =1.749,95% C1.1.177 —=2.600,P =0.006) , glycated hemoglobin Alc(HbAlc) (OR =5.329,95% CI.
1.951 - 14.557,P =0.001) , homeostasis model assessment of insulin resistance (HOMA —IR) (OR =1.845,95% CI;1.144 -2.976,
P =0.012), low density lipoprotein cholesterol (LDL - C) (OR =4.532,95% CI.1.618 -12.697,P =0.004), AHI (OR =1.771,
95% C1:1.369 -3.901,P =0.007) and Prx5 (OR =0.497,95% CI.0.335 -0.736,P =0.000) were closely related to carotid athero-
sclerosis in T2DM patients with OSAS (P <0.05). The efficacy of model B in diagnosing carotid atherosclerosis in T2DM patients with
OSAS was higher than that of PRX5 and model A. Conclusion Plasma PRXS5 levels in patients with T2DM and OSAS have a negative
correlation with AHI. Detection of plasma PRXS levels in patients with T2DM and OSAS is helpful to understand the status of carotid ath-

erosclerosis.
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2 B PR IR (type 2 diabetes mellitus, T2DM ) f&—
i Ve L 2y 3% 0 i I A 5 I i A, ™
WAEHE A NMIEERE" . T2DM [ 2 kA7 B2 P i
ARG I I 7 {52 2% 5 i ( obstructive sleep apnea syndrome,
0SAS), It #b, OSAS & W th Z f£ 4 T2DM",
T2DM F1 OSAS % ¥ 5 S Ak B 340 1 ¢ 2 % V.
OSAS B # KM S S ny B S, 5 1R AL Dot
F B E RO B 6 M S8 BT, 5 R R 1 RO, B
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B SR AR A SR S B A R AT M
By 2 W AR 3 W K P B R IR B R AR BT KR iR
W T2DM 8 O BAE A R AP B B A
T FLT1 % 0 96 Pk I 5 B0 R R R AL B0 AR O
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KV5 CRER JHERIENE T o MER -6 55
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2. i RAR RCER - CER P A A8 AR R0 A R
5% (body mass index, BMI) Ml JRJi i 72 , 25 I 1L K
(fasting plasma glucose, FPG) . HbAlc Jii i3 XL 45
%7 (homeostasis model assessment of insulin resistance,
HOMA -1R) ., &\ H [# #& (total cholesterol, TC) . H il =
Bt (wiglyceride, TG ) A % & JI§ & 1 JH [ B2 (low
density lipoprotein cholesterol ,LDL — C) % [ Il I 0 W
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3. WLEE AR i Bl IR R R A5 R A A bk i
5ml,3500r/min &0 15min, 32 H F )2 10K , £ -20 C
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4. e 07 i R I SPSS 23,0 S8 i o4 A X
BAEHEAT B 1F 43 B IE & A A 1 E BB Y
B FRAEZE (2 £ 5) FoR, 1 41 H] LE 45 R F 2 S FE AR
¢RI, 3 ZH ) LY AR D 3R Ty 22 43 B, 4 18] B
ECR S - N - K K 5. & %R ] (%)
[n(% ) 135, 4Ll H B R M x° K%, PRXS 1
AHI Z [8] (9 #8570 A >R T Pearson #H 5¢ 20 #r o
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BA FIRERL B 2 W T2DM £ OSAS 83 31 8 ik i#6 #
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4.5Tpe/L 31.32 £2. 41 pug/L F126.34 +3. 04 pg/L, %
SA Gt X (F =165.586,P =0.000) , % Ji
H M HE PRXS AP T H B AR B AR (g (53 R
16.703 23.906 ,P <0.05) , H i f % 1 3% PRX5 /K F
ETEEMRY(¢=7.816,P <0.05), T2DM £k OSAS

PRX5 VN HZE B (WAFRUE a<0. 1) 40 A Logistic %
R 2 1] 9 43 47, 45 5 B 7R, FPG . HbAlc . HOMA - IR,
LDL - C ,AHI Fil PRX5 ¥l T2DM £ OSAS H % #i 5l
o ks B AE AL 2 VTR G (P <0.05,3%2)

HF LA PRXS KT 5 AHI 52641 % (7 = - 0.378, Bl MARARARE o))
i JEEH(n=86) M4 (n=061) ZHilfh P
P <0.01), (%) 52.49£6.91 52.10£7.62  0.326 0.745
2. AL HE 28 0 0L b B . N 4 BB E E A L | 0.001 0.977
BMI i #2 \MAP 1 TC /KFJ7 i b5, 2 R ¥ L5 it LN 58(67.4) 41(67.2)
SF N (P >0.05), I %41 FPG HbAlc HOMA - b 8(32.6) - 2002.8)
N BMI(kg/m?) 26.43 £3.05  26.46£2.59  0.057 0.955
IR\TG \LDL — C 1 AHL /-2 F-Xf ML, 22 57 29 A R (4 4.35£1.04  4.25%1.21  0.520 0.604
Fit#E L (P<0.05,%1), FPG (mmol/L) 11.58+2.01  9.78+1.86  5.519 0.000
3. YL PRXS /K7 & oF % 41 1ML 2% PRXS HbALc(% ) 9.51£0.88  8.60+0.65 7.212  0.000
K% 3128 + 5. 13pe/L, {6 T & HE 41 39.49 HOMA - IR 9.31£1.70  8.05+1.89  4.216 0.000
o MAP( mmHg) 101.29 £4.10  101.00 £3.58  0.432  0.666
5. 97/ L, 2 A GEIT R X (1 =8.925,P =0.000) TC( mmol/L) 5.53+0.73  5.571.05 0.283 0.778
4.5 T2DM £ OSAS & % o)) ik ofs A i £k 1Y TG (mmol/L) 3.23:1.02 2.56+0.86  4.160 0.000
K Z 500 B2 3F & Sish ks fE AL /E -y I 22 5, LDL - C(mmol/L)  3.33£0.65  2.45:0.70  7.780  0.000
¥ FPG . HbAlc. HOMA — IR.TG . LDL — C . AHI i AHICIR//MEE)  21.12£10.23 11.43£7.87  6.488  0.000
£ 2 F0m T2DM {f OSAS EEF BB HFBELNMEXEEZSH
i H B SE SitE P OR 95% CI
FPG 0.559 0.202 7.637 0.006 1.749 1,177 ~2. 600
HbALc 1.673 0.513 10. 650 0.001 5.329 1.951 ~ 14.557
HOMA - IR 0.613 0.244 6.307 0.012 1.845 1. 144 ~2.976
e 0.547 0.354 2.388 0.122 1.729 0.863 ~3.460
LDL - C 1.511 0.526 8.265 0.004 4.532 1.618 ~12.697
AHI 0.260 0.096 7.328 0.007 1.771 1.369 ~3.901
PRX5 ~0.699 0.201 12.132 0.000 0.497 0.335 ~0.736

5. T2DM f OSAS £ & 5 8l ik o83 A i Ak 1o A5 780
ST ¥ FPG .HbAlc (HOMA - IR .LDL - C f1 AHI £
A RZ W T2DM £ OSAS H & 5 3l Jik ok #F 55 1 1)
BRI fr 4 B A F = — 29,141 +0.452 x FPG +
1. 692 x HbAlc +0. 505 x HOMA — IR + 1. 129 x LDL -
C +0.098 x AHI, ¥ i FPG, HbAlc, HOMA - IR,
TG .LDL - C,AHI #l PRX5 B4 # 2 W T2DM
OSAS F8.35 30 3 Jik ik B 1 11 45 Y iy 24 R B B F =

—-1.533 +0.579 x FPG + 1.770 x HbAlc + 0. 550 x
HOMA - IR +1.395 x LDL — C +0. 259 x AHI - 0. 717 x
PRX5, PRXS5 &% A Ffi# Al B i2 W T2DM ff OSAS
FB A S ks FERE AL ) AUC 4358 0. 844(95% CI.:
0.755 ~0.899) .0.940 (95% CI:0.889 ~0.973) Fl
0.974(95% C1:0.933 ~0.993), Bi#l B 2 Wi T2DM
F: OSAS 835 551 5l ik o5 A £ £k i &% BB %= T PRXS AN
R A(Z 535k 4.302 2.312,P <0.05,33 K1),

®3 BHEIDH T2DM 4 OSAS BE MBIk 8 HE LK RE L&

5 H AUC 95% CI BRI R E (% ) B 5PE (%)

PRXS 0. 844 0.755 ~0.899 36.27png/L 80.2 78.7

T A 0.940 0.889 ~0.973 - 88.4 86.9

iR B 0.974 0.933 ~0.993 - 94.2 91.8
AUC. W2 F I H: - . Jo X
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