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[ ABSTRACT ] Aim To investigate the clinical and pathological features of chronic kidney disease (CKD) 1-2 stage
in chronic glomerulonephritis elderly patients with dyslipidemia, and to evaluate the effect of dyslipidemia on CKD.
Methods A total of 111 elderly patients who underwent renal biopsy and were eligible for CKD1-2 with primary chronic
glomerulonephritis from 2014 to 2017 were enrolled.  According to the presence of hyperlipidemia, they were divided into
hyperlipidemia group (HL Group) of 76 patients, and non-hyperlipidemia group (non-HL group) of 35 patients, the gen-
eral data, clinical and pathological features of two groups were reviewed. Results (1) There were no significant
differences in age, sex ratio, body mass index, prevalence of hypertension, pathological distribution, serum creatinine,
and high-sensitivity C-reactive protein between the two groups.  The levels of serum uric acid, 24 h urine protein, urinary
transferrin, urinary albumin, urinary al microglobulin and urinary NAG were higher in the HL group than in the non-HL
group, and serum albumin was lower than that in the non-HL group (P<0.05). (2) The vascular injury scores of HL

group was higher than that of non-HL group (P<0.05), but the scores of glomerular sclerosis, proportion of crescent, me-
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sangial hyperplasia and tubular injury were not statistically different.

(3) By binary variable correlation analysis, 24 h u-

rine protein and urinary transferrin were associated with serum cholesterol, triglyceride, low density lipoprotein, and high

density lipoprotein; blood uric acid and urinary albumin were associated with serum cholesterol, triglycerides and low den-

sity lipoprotein; serum albumin and urinary NAG enzymes were associated with serum cholesterol, triglycerides, and low-

density lipoprotein.

Conclusion The CKD 1-2 elderly patients with chronic glomerulonephritis associated with dyslipi-

demia are more likely to get more severe urinary protein and tubule injury, and have higher risk of getting renal microvascu-

lar disease.
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B B EREAEEEALNHE, AP Ad (e
L E) ko, R AESHME, THE XA
MEBE AN RELET, BALRKXA X 2k %
AR Z TR EM KM, U r R ,P<0.05 K



324 ISSN 1007-3949 Chin J Arterioscler, Vol 28 ,No 4,2020
HHEIFE L, 2 FMABELIWREERLE (xes)
Table 2. Comparison of laboratory data between two groups
ST R A HL £ HL ¢
) = SIS KA e[ H H
hs-CRP (mg/L) 1.82+2.28 2.84+9.18
2.1 HL#ALEIE HL A—HIERLE SCr (umol/L) 66(55,77) 64(55,80)
A 111 BIFFENATRHER ZAE M S /MRS BUN(mmol/L) 5.51+1.54 5.441.68
KRB JHL 4 76 1], Horh B4 35 4] 2otk 41 1), 4F UA ( pmol/L) 335 352
#%(64.50+3.64) %  BMI(24.47+4.47) kg/m’, & (264,376) (289,440)"
IR FH 65.8% WA 22. 4% ;A HLA135 (e (me/1) 0.86 0.86
(0.77,1.09)  (0.71,1.02)
), Ferb Bk 14 ), 2Pk 21 1], AR 8 (64. 51 4. 15)
2 e B o 36.5 33.35
ﬁ,BMIEZE-OH& 14) %g}/m/ giﬂlﬁi%iﬁ;ﬁ il ALB (g/L) (33.6,38.3) (28.15,37.88)"
. PO . ‘ Z . ’
71.4%, WA 25 %o e f‘%'lgA W38 vt (e 1.20£1.30  0.81%0.90
1), BEEPE B 95 53 151, FR AR A PR AR 20 4], PR (] 0.97 | 35
FBAC ] AR BMI A S 5 IR R R B RERFUERE (¢/24h) (0.24.1.40)  (0.86.2.39)"
KRR G 2EH7 (R 1), . . 0.036 0.056
K IgG (mg/mg Cr) (0.021,0.078) (0.027,0.111)
x1. HHEE—RBERLREREISH - 0.026 0.052
Table 1. Comparison of demographic data and renal pa- IRALBRE ) (me/mg Cr) (0.009,0.052) (0.018,0.115)"
thology diagnosis between two groups 0.39 0.80
JRFIZE 1 (mg/mg Cr) .
VR UL 4L (n=35) HLZl (n=76) (0.17,0.87)  (0.34,1.72)
%/ﬁ[{ﬁ”(% )] 14/21 35/41 ﬁ{al ﬁfi}?ﬁlﬂ 0.013 0016
. 64 512415 64 5053 64 (mg/mg Cr) (0.007,0.017) (0.012,0.024)
2 10. 88 14.71
BMI(kg/m?) 24.07+3. 14 24.47+4. 47 PR NAG il (U/g Cr) (6.91.15.2)  (10.11.22.91)"
P 2N % N
B Y o 14(40) 39(51.3) a i P<0.05, 59k HL 4 L4,
FIRHE A M R 8(22.9) 12(15.8)
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Table 3. Comparison of renal pathology scores between two

groups

W 4k HL 41 HL#A  PlE
B/ NERRF AL L] 0.157+0. 131 0.142+0. 146 0.297
B RTE 1L 0.027+0.055 0.023+0.052 0. 859

FRIEHEATEAR [ (%) ]
24y
34y

B INEBTE (% ) ]
2~44
5~74%r

A5 [ (% ) ]
0~2%
3~44%
5~64

32(91.4)
3(8.6)

30(85.7)
5(14.3)

21(60.0)
13(37.1)
1(2.9)

0.384
65(85.5)
11(14.5)

0.203
57(75.0)
19(25.0)

0.038
26(34.2)
47(61.8)

3(4.0)
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& 4. BEUUNRSHERRS R ARIEARE X1

Table 4. Correlation between lipid indicators and clinical indicators

UA I ALB  24h JREEFE R JR1gG  IRFEEREN JRAEH R ol MEKEH K NAG
TC 0.271*  -0.496" 0.333" 0.080 0.418" 0.231° 0.100 0.266"
TG 0.208"  —0.02 0.247" 0.050 0.219" 0.230" ~0.003 0.009
LDL 0.323"  -0.482° 0.352° 0.079 0.428" 0.272° 0.144 0.251°
HDL 0.055  -0.404" 0.201" 0.035 0.198" 0.038 -0.046 0.202°
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REA: = TG IMLAE A Ry it & AR IR 1 A ST fie
Wi Z , TC i HDL X 2 4 R 19 52 mi 47 e 4 i)
BAWFSE & B, TC F LDL /K- 57 14 bR % 2 A
BTG B, X Al RE 2 T AR A N &
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