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Analysis of related influencing factors of carotid atherosclerosis in

maintenance hemodialysis patients”
ZHAO Yang ,HUANG Yong , TANG Lihan ,LIU Xingzhao”
(Department of Ultrasound ,Chongqing University Jiangjin Hospital/Jiangjin District
Central Hospital ,Chongqing 402260,China)

[Abstract] Objective To investigate the related factors of carotid atherosclerosis induced by mainte-
nance hemodialysis (MHD) in patients with end-stage renal disease (ESRD). Methods Clinical data of 98
ESRD patients with MHD admitted to the hospital from January 2019 to February 2022 were retrospectively
analyzed. Medical history data,such as age,gender,smoking history, hypertension history and diabetes history
were collected, while blood biochemical indexes were evaluated, which including blood urea nitrogen (BUN),
serum creatinine (Scr),hemoglobin,total cholesterol (TC), triglycerides (TG) , high density lipoprotein-cho-
lesterol (HDL-C) ,low density lipoprotein-cholesterol (LDL-C), high sensitive-C reactive protein (hs-CRP),
and albumin. All patients underwent carotid color ultrasound doppler examination and were divided into the
carotid atherosclerosis group (the sclerotic group) and the carotid vascular normal group (the control group)
according to the presence of carotid plaque. The carotid intima media thickness (CIMT) , peak systolic velocity
(PSV) ,end-diastolic velocity (EDV) ,pulsation index (PI),and resistance index (RI) were measured by color
doppler. Results  Among the 98 patients,72 cases (73.5%) were in the sclerotic group and 26 cases (26.5%)
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were in the control group. Compared with the control group, The levels of TG [(2. 554 1. 26) mmol/L wvs.
(1.87=+1.24)mmol/L],LDL-C [ (2.9440.57)mmol/L wvs. (2.58=+1.21)mmol/L],hs-CRP [ (12.86+3.82)
g/L wvs. (7.02=£1.09)g/L7] in the sclerosis group were higher, while the levels of HDL-C [ (2. 14 £0. 75)
mmol/L ws. (2. 67£0. 34) mmol/L] and albumin [ (35. 14 £6. 90) mg/L ws. (47.54=+5. 30) mg/L | were
lower, the difference was statistically significant (P<C0. 05). Compared with the control group,in the sclerosis
group,CIMT [(2.1940. 63)mm vs. (0.74740. 14)mm ] was thicker,PSV [ (40. 3446.58)cm/s vs. (55.23%+
12.35)em/s],EDV [(8. 29+ 4. 17) cm/s ws. (18. 67 = 8. 64) cm/s | were slower, PI [ (1. 484+ 0. 73) ws.
(0.85+0.08) ] and RI [ (0.81+0.17) ws. (0.65£0.21) ] were higher,the difference was statistically signifi-
cant (P<C0.05). Correlation analysis showed that,CIMT was positively correlated with hs-CRP (+»=0.811),
CIMT was negatively correlated with albumin (+r =-—0. 864) ,and hs-CRP was negatively correlated with albu-

min (= —0. 756). Conclusion

sclerosis in ESRD patients undergoing MHD.

High hs-CRP and low albumin levels can accurately predict carotid athero-

[Key words] maintenance hemodialysis;end-stage renal disease;carotid atherosclerosis;high sensitive C

reactive protein;ultrasound examination
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RABERE R, BESRE 12h FTRH LA
e ML FEAT A A DA PR A4 1 R R A (blood u-
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ty lipoprotein-cholesterol, HDL-C) ik % & Jig 25 (1 12
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diastolic velocity, EDV) | 4 3l #§ #{ (pulsation index,
PD . BH 748 % (resistance index, RD , 7T 8& S {E ., L
K1, MRS 318 ko (5 2 3% ) | P A A 45 2R 8% CT-
MT 34 JE A 250 2l bk B HE By 58 25 1 2 3503 ik ok
PR AL AL CREAL 4D F CIMT J5 B IE % JC BE P 1 3%
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P<<0.05 AERAGIFRE L,

1.3

A X H 2 A P A 7 Tl M ol DI 5 B X N2 A 7R 5 K e il 0 T 5 C % R AR 0 220 e R A 7 3Tl kI i U i s D X IR 2
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i MR [ (%) ] 58(80.56) 23(88. 46) 443 0.547
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[ popiskicl
WiH t P
(n=172) (n=26)
BUN(mmol/L) 26.5744.58 27.4246.12  —0.739  0.462
Ser(pmol/ 1) 954, 43+212.86  961.59+281.57 —0.134  0.893
MAEH (/L) 1243141712 125.454+14.35 —0.303  0.763
TC(mmol/L) 4.93+1.52 4.57+1. 24 1.083  0.281
TG(mmol/L) 2.55+1. 26 1.87+1.24 2.368  0.020
HDL-C(mmol/L) 2.1440.75 2.6740.34  —3.468  0.001
LDL-C(mmol/L) 2.9440.57 2.58+1.21 1.996  0.049
hs-CRP(mg/L) 12.86+3.82 7.0241.09 7.661 <<0.001
M (mg/L) 35.14+6. 90 47.54+5.30  —8.331 <<0.001
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(n=172) (n=26)
CIMT (mm) 2.1940.63 0.74+0.14  11.597 <0.001
PSV(cem/s) 40.3446.58  55.23+12.35 —7.683 <0.001
EDV(cm/s) 8.294+4.17  18.67+8.64 —7.982 <C0.001
PI 1.48+0.73 0.8540.08 4.377  <€0.001
RI 0.8140.17 0.6540. 21 3.858  <C0.001
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k& (r=—0.864,P<C0.001),hs-CRP 5 & 12
A (- =—0. 756, P<C0.001), L& 2.
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