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ABSTRACT Objective: To investigate the relationship between tonsil dendritic cells(DCs ) and high endothelial venules (HEVs) in
tonsils of patients with IgA nephropathy (IgAN). Methods: The tonsils of 25 patients with I[gAN and 22 patients with recurrent tonsilitis
(RT)were examined and compared. The DC marker CD208 was analyzed by immunohistochemistry. The level of lymphotoxin g (LT-B)
mRNA was detected by real-time polymerase chain reaction. Hematoxylin-eosin staining was used to identify HEVs. Results: CD208 +
DCs of tonsils in IgAN patients was significantly higher than that in the control group (P<0.001). The HEVs of tonsils in IgAN patients
were significantly higher than those in the control group (P<0.001). In addition, the level of LT-B mRNA in patients with IgAN was
significantly higher than that in the control group (P<0.001). CD208 + DC was positively correlated with HEVs in tonsils of IgAN
patients (r=0.7427, P<0.001). Conclusions: CD208 + DCS in tonsil may play a role in the pathogenesis of IgAN through HEVs. The
results of this study support the therapeutic significance of tonsillectomy in patients with I[gAN.
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1 N B2 14 Bk (High endothelial venules, HEVs ) /& —F i
B B R AR B & TR A sS4 A M AT, feilt K
7R EERR B( Lymphotoxin B, LT-8) A 2 IR 241 it 5 ik gd
AHICHY HEVs Z [ A0 BAE ™, BF9¢ & 8 LT-8 #£ L HEVs =
5 BE RARFIE L TR S R 2R3k, DCs S LI A B
LT-B M FZ7 A5 o eAb, IMEAISCH HE Vs i [ 578 A
R AR A0 M , DC-LAMP+DC [y = B 5 il AHOC 9 HEVs 1)
R YIAEIE M, DCs 5 HEV H:IEFR50H3R ] DCs X HEV
N AR VE 2 B, TR e LTR IR S 509, ARHF
F BRI IgAN B #H kAT DCs F1 HEVs (6 R, 4514
SR/

| AR i

L1 IR

IgAN [ :2004 4E 7 J & 2017 4 6 A 7EAE PR K2 [
T = 2 B B TR TR0 5% s e - B Al - Sk SRM T I Wb IR DTSR A , 55
15 ] 4 10 5], 4E 8 19-76 % (-3 45+5.5 %) % HR 2.5 4~
A ~45 4 12WikRik  ARTE B TG A 25 5L, SR B 2 Ao A ]
UL TgA A ER G B A YITURTE B/ NER R, ZH 120G
ST ORBA BT R . HEBRAR RIS WAk & 1 TgAN Hi
(i IgA A& 56 JRIEVE S 56 ) FZE M RE S S Be t ke Yy . B
R R AR , R R 1.30+0.60 g/d, Il JR Hg 45.5+30.8/ &5
FEOLET . I VEWLEFA 98.5+22.9 wmol/L. Joa kAR JE s .

RT 41 : 5 % 1 it k1A 46 (Recurrent tonsilitis, RT) , 2 Witk
BRI 2SR AT S R AR BAERAE 4 UL 5 14 1 &
8 i, AF A 15~64 5 V35 22«11 % . REEIIREIE R, IR
BRERY, TRV RIS AR s o it 2.5~15 48,

1.2 Hematoxylin-eosin 3t &

(1) Bk AR 2000 5 B, Bl —H 28 T V1145 10 404p,
(2)F7K,100%( 1 . 11).90% .80% . 70%liki 4% 5 4354, H KK
YL 5 4rEEx3. (B)IRAKEYL(E, 5 434 ARIE UL IGO0, W] LATE
MR YL @R, FoK k. (4)5%Z MR 1 435,
(5) Prergee 1204, Sk, (6) Bk :70%.80%.90%.
100%iPiE 25 10 BB, —HR 1 4354, 3.

1.3 REARKE

AR IARZHZE) B B, BURAE S, IR /N I S A 30 43
Bl SRJG FGT CD208 £ SiEiiA(1:200 ; i - A8 4) T.
BARARDEE, 4 3TCTE 4 /08, IMA/NRIRZ T
BBt (1:300 F B, DU A AR TR IR H]) , 37°Clig
B 1 /NG FHIEH I E A RS TR IR 185, R g
B, BRI AR A - A M s A AR A R A . fel2
PEPEAN A B9 TR 25 S A AN / R i LR (Cel/HP)!14,

1.4 EBEE PCR

FHSzA E B PCR Kl i Ak RZH 20 LT-B mRNA kK-,
BARSMUA SR R#AT B, 5I9F5 T . LT-8 L5
1 ,5-GAG GAC TGG TAA CGG AGA CG -3'; F#i5| ¥
5-GGG CTG AGA TCT GTT TCT GG- 3';B-actin [ ## 5|47,
5-AAG ATG ACC CAG ATG TTT GAGACC-3'; T k5|4,
5-AGC CAG GTC CAGACG CAG GAT-3',

L5 SEit#Ea

BRI R - E bR o R A Mann-Whitney U Jy 745
5. FH Pearson 3Y Spearman A ¢ Z 05 Hr A4~ 48 & 2 [A] Y ¢
Fo 4 P<0.05 i}, HASIEER,
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2.1 F#kikd CD208 KSR ALLEE

SR E IR, Rk T CD208 B S s
B, B SN 2 AT e B USR] X IgAN SR
Jii Bk CD208+DCs i (602 4> / i 52 ) B i 5 T RT xR
(20+1 A4~/ w482 ) (**P<0.001 ).
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Fig.1 Comparison of CD208+DCs between RT and IgAN groups (x200)
Note: A. immunohistochemical staining of CD208 + DCs in tonsillitis and
IgA nephropathy patients, B, the number of CD208 + DCS in tonsillitis
and IgA nephropathy patients; a. Patients with recurrent tonsillitis; b. IgA
nephropathy patients; The red arrows showed the positive cells. Data are

expressed as x+s, RT: n=22, IgAN: n=25,**P< 0.001.a: RT ; b: [gAN

2.2 FR#kikh HEVs By HE 68

HE 45 7% ,HEVs 32 24v F i kRS U a] X ,HEVs Py
KA AR o HEVs (AT ULV EL A . IgAN B35 kA
HEVs (67«3 1~/ =i 4%%5% ) & B2 & T RT X IR (4022 4>/
AT ) (**P<0.001 )
2.3 LTR EEE IgAN BEE Bk rhpiRix

IgAN H % i Bk & LT mRNA 7k F-BA & & F RT Xf HA 21
(P<0.001), (& 3),
2.4 IgAN RE#kik e CD208+DC 5 HEVs £ &

KT DL EAFRAS R, IgAN Jm kA CD208+DC & 31
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i, i IgAN Ji Bk h HEVs A 5 88, 4 CD208+DC ik
5 HEVs Bt AT HIC T 45 R3] CD208+DC &5 HEVSs 2
S IE M (r=0.7872, P<0.001 ) (€] 4) ..
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T AERMRMEREEN A BREE RHMEALR D HEVs i) HE
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Fig.2 Comparison of high endothelail venules between RT and IgAN
groups (x400)

Note: A. HE staining of HEVss in tonsillitis and IgA nephropathy patients,
B, the number of HEVs in tonsillitis and IgA nephropathy patients;

a. Patients with recurrent tonsillitis; b. IgA nephropathy patients; The red
arrows showed the positive cells. Data are expressed as x+s,

RT: n=22, [gAN: n=25,**P<0.05.a: RT ; b: I[gAN
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Fig.3 Comparison of LT mRNA between RT and IgAN groups

Note: Data are expressed as x+s, RT: n=22, [gAN: n=25,%*P<0.001.

r=0.7427, P<0.001
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Fig.4 Correlation between the number of dendritic cells and HEVs
in IgAN group
Note: Data are expressed as x=+s, RT: n=22, [gAN: n=25.
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