http ://aammt. tmmu. edu. cn i ZEZE e Kok, 2022,44(8) 805

DOI: 10. 16016/j. 2097-0927. 202201103

INNRKERARE S IgA BiR & 5 MIE B E r In K fm RS IEHE X E D

TR, RN RFE 400037 FIR, il 457 B R A (5 = ZE R R ) B I BE e B AR, 4 2 I
O, BEPRTIT IS JEG 90 9 B i S =, T DI 0 15 A DR AR G e IR R A 7S s

(HZE] HI BRSO NSIIKE AR 5 43k 8 1 A (Immunoglobulin A, IgA ) B & Jf:
e ML FEC I PRAG AR ARG BEARRAE 1 22 Pk o i WU4E 2012-2018 AR FEFR B 48 B G K ifg iz ok TeA B
HLA I m R ) 58 2 246 1], KR 45 /)N Sl ks B AR RE BE K 58 3 0 b JC/ Nl kB BHREAE L (n=T73) 42 )&
/NI AR (n =136, 5 A8 FE B 1% ~ 25% ) Frp BE /NS KB BHAE AR 2 (n =37 i AR TR : 26% ~
50%) 3 3 4, LU A AL G RS B GERE S 5 /Nl kG BAFE AR AR DG o 8551 TgA B 5 9 Il e A8
BRI IKE IRE AR B AR B A 9 (55. 3% ) o I IRAE R IR IR SE I F a (TNF-) (JRZ ULBF PR IR
R AG) B /NERDE L 2 (eGFR) 7E 3 M 22 A SITH# R L (P<0.05) . fEFE n, B/ Bk fb 3 5
INER R I A (M) 35 BebE B /NRAELE (S) VB /INE Z= 45 5l (0] T £F 4E 4k (T) I Lee 439 3 40 22 5
AR L (P<0.05) o FHME 4N, /NS KB AR 1S Lee 39 (r,=0.433,P<0.001) JILREF
(r,=0.319,P<0.001) &5 /N&EZ= 45/ 18] TR £F 44k (V=0.317,P<0. 001 ) IEAH 5656 R o, 55 eGFR fi4f
KRR (r,=-0.367, P<0.001), &858 IgA BHA I @ I E PR s B/ Sl ks BRAE AR (I IR
KR PREE AR YA 3 25 57 /DN BTGB PR RE AR i P SRR 5 TeA B & 3% a0 I S8 2 1 ' 1) RE %% VT AH
K, AL RV B DI RE O R bR

[RIR ] TgA B ; & s 5 /NSl Koz W AR AR s A OCE 43 Br

[FREESES] R543.5; R544.1; R692.31 [ C@ktrER] A
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[ Abstract | Objective  To explore the differences in clinical indicators and clinicopathological
characteristics immunoglobulin A nephropathy (IgAN) patients with hypertension accompanied with arteriolar
hyalinosis and those without. Methods A total of 246 patients who was diagnosed with biopsy-proven primary
IgAN and hypertension in our hospital from 2012 to 2018 were enrolled in our study. According to the severity
of arteriolar hyalinosis, they were divided into 3 groups, without (n=73) and with mild (n=136, severity:
1% ~25% ) and moderate arteriolar hyalinosis (n=37, severity: 26% ~50% ) , respectively. The correlations
of clinicopathological parameters with arteriolar hyalinosis were analyzed in the groups. Results  The
incidence (55. 3% ) of mild arteriolar hyalinosis was the highest in the patients. There were significant
differences in tumor necrosis factor-ac ( TNF-o), urea, serum creatinine ( Scr), uric acid, and estimated

glomerular filtration rate ( eGFR) among the 3 groups (P <0. 05). In clinicopathological parameters,
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glomerulosclerosis, mesangial hypercellularity (M), segmental sclerosis (S), and interstitial fibrosis/tubular

atrophy (T) lesions and grades of Lee classification differed statistically among the 3 groups (P<0. 05).

Moreover, correlation analysis showed that arteriolar hyalinosis had a strong positive correlation with grade of
Lee classification (r,=0.433, P<0.001), Ser (r,=0.319, P<0.001) and T (V=0.317, P<0.001),
respectively, while a strong negative correlation with eGFR (r,=-0.367, P<0.001). Conclusion Significant

differences are observed in clinical and pathological indicators in patients with IgAN and hypertension

accompanied with arteriolar hyalinosis or not. Its severity is closely associated with renal function, so arteriolar

hyalinosis can be used as an indicator to evaluate the function.
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JRZE(P=0.001) JRfz(P=0.016) JLEF (P<0.001)

il eGFR(P<0.001) 1 3 A EFAZIFEL. 5

Te/INah ks BREAS 241 1) 58 8 AH L, 8 B /N 3 ik o B i
A B FIRE (P=0.006) JRER (P=0.005) L
(P<0.001) @ # T, eGFR B3 N (P<0.001) ,
BE/NG) K WA RE AR 4L AR (P = 0. 016) I 2 34 in,
TNF-a( P=0.006) & E T}, JRZ (P=0.002) FjJLEF
K- (P<0.001) i —2 Ft =, i eGFR #E— 2 T f§
(P<0.001) ; 58/ ki BRE AR LA L, op B2/
Bl k7 W FE AR 41 B D e 4 B o, Rk eGFR
WBETRE(P=0.027), 3 4 EHEKIGKIER LHE T

TR

Bl BEERARNKRENE (PASFE)

®1 BFHBEWATBALE (155, 61(%) ,M(Pys, Pys) |

— o T
1%/ n 73(29.67) 136(55.28) 37(15.04)

Wk % 38.37+11.04 40.51+11.35 44.03+13.31 0.054 0.204 0.016  0.102
BML/kg - m™? 24.40+3.75 23.97+3.06 24.09+3. 82 0.688  0.388  0.658  0.846
CRP/mg « L' 2.50(1.85,3.35) 2.75(2.10,4.38) 2.90(2.00,4.35) 0. 087 NA NA NA
TNF-o/pg + mL™" 8.00(6.95,9.90) 8.70(7.60,10.90) 9.70(8.00,12.05) 0.007  0.127  0.006  0.230
C3/g - L7! 0.85+0. 19 0.89+0. 19 0. 89+0. 21 0.484  0.271 0.344  0.866
C4/mg -+ dL™! 19.40(18.00,21.60) 19.70(16.43,23.28) 19.40(17.65,23.30) 0.604  0.421 0.374  0.695
merEr/g - L 132.79+17.45 130. 16+21. 06 124.70£22. 60 0.144  0.372 0.049  0.148
HEM/g - L 41.22+7.31 40.75+5. 96 38. 84+6.69 0.179  0.618 0.070 0.114
JIE i/ mmol - L' 4.65(4.10,5.70) 4.70(4.17,5.34) 4.98(4.30,5.84) 0.425 NA NA NA
PRZ/mmol + L7 5.54(4.53,7.13) 6.58(5.06,8.59) 6.86(5.92,8.38) 0. 001 0.006  0.002  0.603
WA/ wmol « L7 87.30(66.35,125.30) 114.80(87.53,156.10) 135.00(101.45,165.30) <0.001 <0.001 <0.001 0.135
SRR/ wmol - L7 382.90+89.90 425.94+111.46 423.85+108. 79 0.016  0.005 0.055 0.915
eGFR/mL + (min - 1.73 m*)™" 80.42(60.00,110.29) 64.55(43.68,86.61) 49.61(37.97,59.70) <0.001 <0.001 <0.001 0. 027
24 h-UP/g - 24 h™! 0.65(0.33,1.46) 0.99(0.31,1.95) 1.30(0.36,2.86) 0.128 NA NA NA
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TR
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Lee 4344 <0.001 <0.001 0.001 0.071
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c3 0. 069 0.282
c4 0. 064 0.319
MmeEH -0. 111 0.082
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LT 0.319 <0.001
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P TR T e /NS Ik i B RE S R HR R )
Ik 7 W RE 5 TR, JC Th A B /DN BR R
KATAFUCHI 25 5 58 % B H AR IE 8 (C) T4 H
TeA B9 U5 A B T5 B T, 15 2478 eGFR>30 mL/
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