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310000)

HE: RIZeR4IM (dendritic cell, DC) JETHBE S o PU L 2410 (antigen presenting cell, APC), A
R Z MR DC, BERM IR (bone marrow—derived dendritic cells, BMDCs) 2R 24
BB —, FEEIERME B (acute kidney injury, AKID) &6, BMDCs i LAE N0 5 4000 505
WG TR, RIEHE R Wi R A6 7 (tumor necrosis factor, TNF—a) IR HAMENFE—10 (interleukin—
10, 1L—10) ZEZua A 2 5 M i FR B . BMDCs X R MR 475 LA B HE 41 2008 B 1 AT 42 98 R 2% i 1 B2
fEH . AKDE—F o WIKIGREESAE, JE A5 UE R e B (chronic kidney disease, CKD), #:&EAFKME
J% (end stage renal disease, ESRD). T4Fk AKIM &4 R E & EFAaSH, 2EGFELHE 1 30047 4
AKITEF, HPRA 170 T BB ESET, SRILFRHEEM M (ischemia reperfusion injury, IRD) J& AKI M 32 XU

HEZ—.

KR QTR WIOIRAINE; BERR AR ; Bl PR A

FESES: R692 XERFRIEAD: A

ZAM'EHi15 (acute kidney injury, AKID) 1EN
— e R B B SRR A TR B WL R R B,
S IS o FRE X RS AKT (community—
acquired acute kidney injury, CA—AKI) Flk B3R
8¢ AKI (hospital—acquired acute kidney injury,
HA—AKD 1R AR5 2.5%H 9.1%", 1CU &
FHob R R B R 31.7% Y, R IRTFTEL AKT %
R, SR AIME (dendritic cell, DC) 1Ny
KRR teZ—, TERIERGSE /NG B 40 M55
' JUE 240 B AR BRI R S R OCE AR,
# AKIZ R,

Bt 2 SR A0 A (bone marrow—derived den—
dritic cells, BMDCs) 7EDCHZFIA T, Tt
FEFIEC 2 AN ] Z AL — AR oA U R AR 58
RN (immature dendritic cells, imDCs) HAiE
¥ JeAvmERE S, AR = CD80, CD86, CD40
SR -, A AR SR BUE I 5 RO T 4R
B, A SR MM (mature dendritic cells,
mDCs) EMHHALHMENE EIKT (major histocom—
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patibility complex— I , MHC—1I), CD83, CDllc,
CD80. CD86., CD40 % 57 M Hi i += e ™, Wl
B I8 22 A W IR R BE P F—a (tumor necrosis fac—
tor—a, TNF—a) MH4IINZE—10 (interleukin—10,
IL—10) 40 ¥ 6e s, VB LRI 40
e (antigen presenting cell, APC) L5 pEae",

AKIRAJG, BMDCsTEBIEARPERTE . B LT
AEAY LA K B Sy R S AH OG0 [ A7 S, DA B vy Pk
e FEh A B IRE s BMDCs i i 731 2 Fh 2
JHL PR ¥~ 5 T 240 0 D 2 0 o 2 A R VR T, 3 B
T R, IR0 AKTE A5 95 D ag ik & 7= 4
SR AR SOREIRTBT L AKTE 45, BMDCs 2
555 3 5 B W08 5 b BB 5T R KA R
PE—Lrik

1 AKI %45 BMDCs =zt R MR aER

BMDCs J2 5 18] Ji 5 B (14 G0 75 40 i 30 # 2 — ",
VB Sy [) ol S5 A% G 78 RV 5 0 9K 20 40 s 7 R ) B T
2 M B A OB LR, A R S T e
LA S LN - 5 B SRR/ 05 T 408 (natural kill—
er T cell, NKT), #55H T 400 (regulatory cells,
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Treg) S AHCHIE AN A AH BAE MY, FEMR PRI
HNIRIEAR T LS| K 5 B A R S AR G 8 SN o

1.1 BMDCs #9 4% 7 1 3 R £ AKX bR 69 48
A DCAER IRIFFE AKI G 0% W) 66 T 40 M i &
L R RE AN, T v KT Rk A R b R R
RAEGRIEDRE M M et 2 — . FIKF mDCs gl
LA CD83 (mCD83) & H AT A N mDCs #
iRz ", [ imDCs i P AT 25 2% S K
JoT 5 i R AR B s i, AR IR 2R (li-
popolysaccharides, LPS) HIl¥5 %8 R ik T4 ik
Il o BT IL—4 48T, CD83 %5 Ml [H 15 ik
KFAE DC DI RERLAE B RIS, 4, CD83 I
FEXT DC 1 BT PR RE ™, — RANAH K R
FFIE 5 43 B Ao 30 20 i 58 82 R, AT 4FE 32 240 it
(45 5 5> TR 456 FIME B A% 3k, Ji A 20 i B 28 0 &
HE 52w A BE AR, CD83 K iRt I 75 J5 B 1 T I 1k
CD83 (soluble CD83, sCD83), sCDS83 I 1E M
HAR AR, E2mE A5 DC-T i,
— 5 DC R,

PR SR AU 2R 400 (renal dendritic cells,
rDCs) K CD45'CD1le F4/80 "4, 78 AKI F.
#, DC ERCDllc5 T 41M |- CD8l i H Biik
(self~=Ag) HpFEMOALXAAICSTF (damage associ—
ated molecular patterns, DAMPs) X T 4l 5= 4= 3l
o TE /I BRI AR o 45 £ 155 R Y BF 5 v CDA4S”
CD1lc’ F4/80 41 il (5 CD45" 40 Jid iy e 4 BH i 41
# mDCs IR Z R R VAR CR I Z K2 5 AKI
B R PERGG, CD1d 5 CD40 B [H 94 5 NKT 48 Jii i)
T M S TNF—o i 43 W6 B8 1™ S1Pr3 AT LU i
Thl 2 f M1 7 E B2 i a6, DCFRIXMFHU/N
RNA (microRNA, miR) —21AEREHE A 4 Bt
L F 32K 7 (chemokine receptor7, CCR7) RY#
ik, b FRIE miR—21 W 58 A T R 1 B R R R
1.2 BMDCs 5 % # &K B T £ AKIAR X KR P
#4ER  mDCs/E TNF—a, IL—12, IL—10, IL—6
LA T EEOR IR 2 2 AKTR A S, B
A rDCAE A TL—10 HE DRI, HAapeis ot %
FI| TL—10 TR A5, TL—10 X6F 48 1 B0 B4 40 skl 580 32
B3 1 4 JAK—STAT LA K NF—«B 15 53l # (19 555
RSP, N g 32 AU SR 41 L (DC—10;5
DCreg) MME& P, DC—107E IL— 124K KF Ay
LT KW 1IL—10, B DC—10WJE T mDCs
(%, B DC—10J8 TARRN O P40, 5™

A T RLERAETE T4 (Trl) ¥ 5 —J5i, 1L—
10 [FFEXF DC B 73046 H AP 5 4E R, TL—10 7] RLXY
DC—10 AT (Tol DCs) BEATHYY, S H
S DC—10, BDC K Triguffish, Treg Ll b H g
M0 (macrophagocyte, MAC), HZE'H/NE F 4
JL A R S AR T LA T —10, 3858 G028 1 il 5%
N o JANTSCH 4™ Wi 5 7 , A8 I8 AL 31 )5
mDCs 7K F F+ 7 o KOHLER % "] H ¥ flt Cre—
LoxP E A4} R GBI 45 R R TR T T 1o
(hypoxia—inducible factor—1la, HIF—1la) 7EE4 /K
X DC oMb . AL BGER I . HIF—1a
VB R 2 1 F5 e DC 434 IL—10, IL—6 FI1L—12
MIREST, T T AR kA,

2 IRIFTH AKI A4S, BMDCs £ 5 IgEiRE &
BI1E B

IRUAAESG , AA0E T B /NE AFAE T 5 /N 0] 5
(19 tDC e 18 3 2o 77 A Ko 1k PR R 8 P 240 i A
TR0, [RIEEIE rDC 4 G 5 1w AH DGk
£ L P 3R R0 DA ARE AR 1) B AR B AR, X I BT 4 4 Ak
AERZIE O S B A S S LR E
2.1 AKIA & & BMDCs 3t B 3 48 ¥ B o4 7 5] 45 7
DC Xt F IRTFFE R AKT & A2 5 B S REPK & A 310 i
YER, FERBAEM I HEHASERAPCH
TE AL G g SO 5 L URGE i 43 b 1k R LA B A G
YN R -, BIRIERG R R PR ORI, IR N
AR EERE . DONG ZESH) rDC FE 3 S5 ik
B, AKIA&AERM, B HErDC & TNF—a i) E 2k
U8, TNF—o BliiA k2 Bl il i7s 5 10 B /N 4 i 08 7 An
B ) R R A Y A T, AR TS K i A I A A
£ i 5 ot A B A P EE R AL
2.2 BMDCs#ei#t AKIE B2tk 2 DCEELaM
B 45 45 B T e ZE R K &2 (delayed graft function,
DGF) H B A IEDE H i L. K RUE IRTELA
H, B LE RERE S CD103 rDC 2, B Bl il
THFEVERL AR B R, 0 2R A/ BB IIE f(DC AR
VIR R B . M WLEFFE s, BN i E
SCHOLZ 9P 2tk B d M A B R 56 HIE , DCs B
AL CDA™T 4 DL S o3 b IL—10 9T R A RE T . [A]
FELOBO Wik —E B T 78 LPS 75 5 11 B ik 4%
PER AT, o 4k R R 4 T BEBR B 1 M AL B Y
BMDCs eSS AR I M DCs By 3, %5 22 15/
EW RS ER
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H i DC A B E IRTATECHY AKT H e & B
HE T Sk P T KON o AR A AR BN O R T AR AR
& R PR DA B s B /NG R 4L (tubular
epithelial cells, TECs) J{1:, /2
%ﬁ@ﬁﬁ%m,u&m%%ﬁﬁﬁ%ﬁmﬁﬁ%
fE# . RE, REBEHEBE, —JmmE g Ng
L&ﬁ—iﬁ%,%—ﬁﬁﬁﬁﬁ%ﬁ%%@ﬁﬁ
J1, ABXS TS [E) 75 RS B ART H RN A7 78 22 7
PURAEH B DC—10 528, 43 5520 T 4 g S MAC
4 1] Thl 89 K% MI A MAC 40 ik, 228 1IL—10

EYNIEH TR, (HEA R DC SRR Y
PLRVEH

ZE LTk, DCAE IR AKIH EHEHZ R
T BEPE RN, FEE RN 2 ARTH B X DL Kt
[i] S 58 52 0 B A8 . A A8 PR AN o (AR TE R Y
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