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[ Abstract] Diabetic keratopathy ( DK) is a common ocular complication of diabetes. Long-term hyperglycemia
impairs many structures of the cornea,leading to corneal opacity and visual dysfunction. A large number of researches
focus on the epithelium and nerve abnormities in DK, but the pathogenesis is not completely elucidated. Dendritic cells
(DCs) are specialized antigen-presenting cells, linking innate and adaptive immunity, participating in the occurrence
and development of diabetes and its complications. To date,there are many myths in relationship between DCs and DK
to be solved, and there are a few researches that investigate the relation between DCs and the occurrence and
development of diabetes. In this article, the pathogenesis and pathogenic changes of DK, the types and functions of
different DCs, the relationship between DCs and chronic inflammation and delayed healing of corneal epithelium in
DK ,as well as the role of DCs in corneal neuropathy were reviewed in order to provide some references for further
investigations about the pathogenesis and treatment of DK.
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DK 19 % o AL 52 2%, 4 45 ik Jot <6 Je 2 1 g 1) e 38 R (R
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CD86 FI4H R AH A & A 1K 1T (histocompatibility complex class
Il ,MHCIT) 5%, DCs J2 i 47 $ 55 i N P 95 22 1] g 4 3%, G
TEREMTEM . iDCs R RGH ", 2 ANk Z 2
SR AR IS L iDCs A AR TR, I 0 HgE A7 I AL 3R, ) 3 #
B L, B WA mDCs, FECPI 4G B T 40 3T A TS
I IR 40 R e R

MUENIZA LS 555 DCs MR ST . iDCs i
I Z AT N F AR BTV AR AR R AR
iDCs 2 i f£ 1E Toll ¥£ 5% & ( Toll-like receptors, TLRs) , & g iR Jll
Tl A= W D A R BRI AE 0 Y e i 7 0, RO TR e, R B 5 T
R e 2 AL TR A P DCs BB T RS T
BOC H B ¥, DCs 3 M % ik 8 b B 7 % & ( chemokine
receptor,CCR) 7 ,CCRS 4, fi@i ) Sk H F454 , T =M e
o 1 AR B AR L S By AR D R A R xR s HL AR
DCs AH KB S MY 52, S B B 40 i1k IR o [, 1 &Y
Wl DR 9 S5 A5 TR P DCs 43000 240 i DR1 198 B D o 2 i A s, A
M5 DCs A5 19 S R RE B, M LA A4t . B A T kB
(nuclear factor-xB, NF-kB ) J& 6t 5 LIV B 98 4 SN B 5K B e %

W T 1 BRI 1 5 B IE B, an MAP3K14 F TNFAIP3
4 BeE T NF-«B {3535, B0 iDCs By sA >, PTPN22 3L
)2 A2 BERZ W DCs &1 TLRs 933K , T T4t TLRs A5 Ay [
A BE R o 1 BORE R AR £ 7E — E FL ¥ B DCs 9 #
ke, #ALH T 19(C-C motif chemokine ligand 19,CCL19) J&
CCR7 ML Z — . MBI 5T 22 B, 78 JE IT i 708 FR J 45 A0 /)N
BRI, DCs X CCL19 i b i 5™ o

3 DCsEDKMREMER

FAIRAE D — A TE L 4121, BAT e e e S 9 e . 2002
4, Hamrah 457 76 £ 5 B0 0 2] DCs (004748 . 5 1E 4 119 i I8
H,DCs B0 A1 T M B b R R L2, LLBERE DCs
T IR BN SO AN RE DCs Y A R A A
mDCs, Hf R X HUFE 53 Aii 4 iDCs, DCs 1) %5 B M\ A1 JIEE J] 340 28 v
BWEAR . iDCs S RTE , A 8520 1Y 58 fily, A5 ) 3 A/ SR BT R .
mDCs HATVF 2R 58 il ) F IR Bk L 451 o A BE
FPAE & R 22 41 4, o8 3o A T G A\ R IR, 28 i £
JREAE BTTE b B T R B0 A (0 2 N B 2 S I A ) 2 A A
ERJR o XS P 2 LT AR RN Z I RS, IS S R
B HX A R R EE R S N ERT D ERRET,
DCs 55 ff 5% b K2 B ff Wi 22 £F 4 T8 7 — 1> 2 i Pk 5 Ak, 3k [m) 4
R AR IE B D RE MRS .
3.1 DCs 7EHE R A 58 E B2 48 v 19 1

R LR T AN R E, Bk REE TN IR, 5l
ZYEH R AR R ALY H R AR, TR M R A
I b B A o 58 R Y A IS b R ) A R AR IR A R S RE 0 E
T IR bR A AR SR TR 0 O 2 N AR R A OB A I, A BB IR AR
JIFWE o I bR Tl Sy A VF 22 DCs, HL A B A 4
155 VB P00 JOE I, 5 5 A I E B N I B A
3.1.1 DCs SHEIRM A EREIERER KGR BIERER
Wl DR B FOI R e He R e i) E B Bk FE . DCs 2 fR i
SV, o B B, A S RAE SN 2 5 W RO A B L B
AR R R o Lagali 45> R I A 58 4 8 00 0k 700 2
AU bR 6 5 L R HE A1 mDCs (iDCs F1/) 8] JE 40 i ik
AT ZETH B, R B TEH CHEAR LE, R0 2 RUHE bR B 2 10 A
J5F B2 9 mDCs AR 3 AR AN AR TR I £ 25 1l o b e 3 4 181
T AR AR 5 % B 51 9 (tumor necrosis factor receptor superfamily
member 9, TNFRSF9) () % 35 47 fi % i1 "% . TNFRSF9 32 3% 3 3%
TAEALE T 40 . F AR % 5 40 IS S 2 1 b2 DCs 55 4 32 41
oo, R 38 T U S 40, 40 DCs SR 40 i K L Wk 400 i
Ao TEYNN SR i A P T RO UK EL 20 BB TNFRSFO T {4
5 DCs PR KIG I, I 2 FE QA B AF I , )R DCs RE JE—
AR IE LA A 3R (interleukin, TL) -6, TL-12 4§ 4 4E [ 7 /Y B
T ATBRSE A WT, TNFRSFO 2 5 7y JE A 56 545 9 6 34
AR LR LT BT A R R 25 R TNFRSFO
5 R AT RE A HE A BB P A DCs A, 51 5 E BT R, 3
BOWE PR A1 R P9 2 W DR 188 P 98 AE 2 BT 2 2 o

AGEs FlI3§ 14 %8 7% (reactive oxygen species, ROS) ) y= 4= &



e S g IR B Ak 2021 4F 3 HEE 39 %5 3 ] Chin J Exp Ophthalmol ,March 2021, Vol. 39, No. 3 . 261 -

DK 259 &AL, © 15 DK 908 1 %8 0 S 3 72 4 U1 K
Ko AGEs S5 8 H BT 5 Bt M A% B2 55 K 4+ W) o oo 3F il i
FEAC R 5 0 JEORE Y BB R A . Bl B R R 0 e
AGEs £ 7EMR P T BUIF 51 14U 5™ . DCs fil 2 3k 7 3l K
Z & A (scavenger receptor-A, SR-A) Fl AGE 5% {4 ( receptor for
AGE,RAGE) ., AGEs figi#i ¢ INK {5 5 3@ %5 5 DCs #7 SR-A
Fl RAGE 335 BRIt 5 H 454 {2 iF DCs B2 2L J T 40 i 3%
A T 2 5 4 8 R SN ) o A SR TR 5 4 W, T8 B R A 9
0 1S/ BRI, AGEs TR 3 DCs B3, 3 — 4 ¥03% NF-«B
{59 %, 51 1L-6 %58 98 AE (R T i B ™ o 26 W B i 3l oy
T AT ALEEF] AGEs 15 Ff IR b R IR IR B JE 5 b O i
JR A SEH B R . AGE %5 % DCs BB AT fE S AGE 5| &
5 DR A 5 R 0 4 1 E LA = —

R MR AR T, M4 W0 B %1k LAGEs 5 RAGEs %5 &
S5 FRA AR HE A B A R, AL RIS DK i &R AR
AT L ARERE R K B, AL DL AR A 0 DCs B, 3
5% DCs Xf CD4™ J CD8™T 4il it 1y il ¥ 5 77 , 3 m IL-6 Fn IL-2 &5
R4 N TR ™ o w5 aE B R 5% 4K 1 B1 (high mobility group
protein, HMGB1) J& — 2 28 L ) 45 105 M1 G 40 o I AF K, BF 92 %
7 5% B4 Ak B 84 A 38 3 IMGB J #5 DCs. 7F 48 4 I BT it
o SR N B RE £ F HMGB (% B8 %, i HMGB1 iF — 25 4 3
DCs (a3 o Bk 2 13 4% 2 W, HMGB1 7 % R 5 2 H
FRIEMREME R P HEEESMO . DLW, 76k
JIRAK T 2 (streptozocin, STZ ) 75 '3 (44 i s /)N B A7 6 14, HMGBI
B e 3k R B R B2 A R TE UL i HMGBI Wl R — 25 4
F DCs, 215 DK [y F i 72
3.1.2 DCs 5¥RGEAME LR EEGERMER  MELEAS
DT S S 06 5 X 4 AR B A R E M DT L Gao &Y
£ CD1le (AMERE 2 2 M E JL /NS I R i A s R DL &
/N BRA B DY 19 DCs, %% BA T P4 B = DCs 19/ U BEE 1 12 119
WG G B 0E /N B2 AE R, BT DCs 2 5 /b 3 i 451 4
1B 52 s [E I R BRI P Y DCs J5, A I B2 40 it o iy ) 2 i ipk
B 200 6 A R R BB AR DR T 10 25 AT B Ak A B RO 40 I TN T 4
A TR D LR 40 A 3% B9 EGFR/PISK/AKT 1% %5 i %
U U, EL B 5T 04 22 T A% 11 A L 0 R 0 A T Y L i
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I R A7 AR B TR B SE A BE B, DCs 38 A 1 3% 1 32 14 % Ah ok
PUESEAT I . Gao 4T 1L €57 /N B Bh 4 BE R, & B DCs
TR Afy S 22 27 2 A ) RS R JEE X b 12 9 B 4 A B AR R 5 25
B = 225 B, /N BRI W4 W60 /b, HL AR I R DCs i
HBLR W 5 7 25 B DCs (%) 5 3 R /)N B S SRR ME T e, EL b 22
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i, LR e AR AR . DRI R R A BN A RS
ST e o R 22 R G I D) R AR B L A 4 R
TR A R 2 S SR L DCs B 5 b 2 A S [R] B
IR AT RE 73 45 1 22 7B 5% I (neurotrophic factors, NTFs) , /F i F
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o AN 7E DK — 6 (L B T R TLs 454 5 AR Y k2R
AR A]SE 7 T DCs SR i #5 R A N, DCs fE R “ 75 5
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