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Analysis on clinicopathological features and dyslipidemia in IgA nephropathy”
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[Abstract] Objective

athy. Methods

To explore the relationship between dyslipidemia with clinic and pathological features in IgA nephrop-
A total of 178 IgA nephropathy diagnosed by biopsy from January 2008 to November 2015 were collected. Accord-
ing to Lee's classification and Oxford classification, these patients were performed the pathological grades of IgA nephropathy. The
relationship among dyslipidemia, hypertriglyceridemia, hypercholesterolemia and the clinical and pathological features of IgA ne-
phropathy was respectively investigated. Results The patients with IgA nephropathy complicating dyslipidemia, particularly hyper-
triglyceridemia, had higher 24-h urine protein, higher serum creatinine and lower eGFR. The patients with IgA nephropathy compli-
cating dyslipidemia,especially hypertriglyceridemia, had the higher proportion of renal tubular atrophy and/or interstitial fibrosis

(58.5%). Conclusion The understanding of dyslipidemia in the patients with IgA nephropathy should be strengthened, lipid-low-

ering treatment should be actively conducted to delay the progress of IgA nephropathy.
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AT ORI T s R A 400 A T PR M(Pys
Pos) T PO RER IR R . X T IR0 R, 4 i)
Pl ¢ # 56. XF F E 15 45 40 7 95 41 1R) LG 4% 6 A Mann-
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x1 miERE MEEEAS IcA BiREERKERSTLL

o~ ML S5 4 IEH MAg4L

(n=282) (n=96)
PRI (Y0 ] 43(52.4) 55(57.3) 0.517
AR (Tts. 4 38.59411.29 34.80410.96 0,318
Yo 5 (45 ,mm Hg) 132. 85423. 85 128.00£16.22  0.483
EP5k HE (4 s,mm Hg) 83.75+17.78 80. 76+9. 34 0.538
Alb(Z+s,g/1) 39. 1245, 65 39,0047, 46 0. 954
24 h JREA @ =Es,8) 2.16+1.61 1.62+1.43  <<0.01
I JILEF (Z s, pmmol /1) 131. 47420, 29 101. 65416, 19 <001
eGFR(Z =5,

71.58+13. 60 86.89+14.65 <<0.01

mL +min~ !+ 1.73 m %)
BUN(Z = s,mmol/ L)
1fil PRER (2= s s pumol /L)

7.41£5.39 6.1643.46 0.017

433.00£92. 34 339.844:88.44 <C0.01

TC(z =+ s, mmol/L) 5.89+1.89 4.23+0.98 <<0.01
HDL(Z=+s,mmol/L) 1.1940.43 1.494-0. 35 0.021
LDL-C(z=s,mmol/L) 2.49+1.50 2.4740. 82 0. 789
TG
1.40(2.16,3.87)  0.900. 64,1.41)  <<0.01
[M(Ps5 . P;5) ymmol /1]
*x2 MmEERE MEEFHS IgA ' BREER
FRIBAEBTEE[n(%)]
A MBS IE% mg A
i H
(n=282) (n=96)

Lee [RIV~V % 25(30.5) 11(11.5)  0.002
FHIT R

M1 79(96. 3) 90(93.8)  0.432

El 18(22.0) 20020.8)  0.856
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T1 43(52.4) 23(24.0)  <<0.01
MEST %43 K F i % F 3 47(57.3) 40(41.7)  0.037
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W4 e (s, mm Hg)
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78.2547.025  83.52£15.57  0.368
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M ALEF =+, pmmol /L) 91.50+25.73  118.347+23.54 0.031
eGFR
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BUN(Z=s,mmol/ 1)
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