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[ Abstract ]| Enhanced type I interferon (IFN-1) signaling pathway is observed in the setting of viral infections,
autoimmune abnormality, type 1 interferonopathies, etc. All these IFN- I -related disorders can cause renal dysfunction and
share common histopathological features. The underlying mechanism lies in that IFN-I can mediate kidney injury either
by directly damaging several renal cell types (including podocytes, mesangial, endothelial and parietal epithelial cells) or
promoting immune-mediated glomerular injury. This emerging spectrum of kidney diseases is defined as IFN- [ -related kidney
disorders. This paper reviews the pathogenesis, etiological classification, histopathological characteristics, and diagnosis and
treatment of the diseases.
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IFN-1 15 IFNAR %5 & Ji5 3] 3 Janus # ¥ (Janus
kinase, JAK) — 155 %% 5 S s 0 1 (signal
transducer and activator of transcription, STAT )

S AL, SR HE TR L B (interferon-
stimulated gene, I1SG) %k 53Rk, RAHA M
(4 IEN-1 S B2 7= 2 5 IR E W) e e B . 3
55 AT IR G i S A PR BT B, A [ e i
IS rh e P A BV A o TFN- 1 S T
2 PRI eI K A, B IIEE IFN-T A
PRI R WA AR E, TPN-T 1550 B s A 5
()5 I 49 E AR SOk TRN-T A B . A
S TEN-1 AHOC BRI A bl . P28
TRELARRE . SRR TR —2Rik

1 IFN-I #8x'Bm & miLEl

18 B i 5T I\ R 28 A0 LA AR 5 LR 200 1t Y
Jog RS T R aR TFN-T, (H B i & 205 0 [ 4 g
AT AEHL R IEN-T A7 Al o WF9 e B 40
FIEANM PN R A0 B /N b R Al i i TLR3
PURNIESE S ANAE BT h AU RNA , 4K IFN-1

JE A A 32 5808 A T L A0 A BT GAMP & B / 41
%1% 545 11 16 (interferon-inducible protein 16,
IFI16 ) - T 4 & 5 K ] i [+ (stimulator of
interferon gene, STING ) i /B DNA 24 IFNB
ik T 2R M 00 30 35 00 L IR A7 k2
IR CEEA 5 3 P A A, B /INER I B A
OVIUBCER O ol ek N a7 = S W N e e i A o
SR 5, RGBS IFNo/B 7 .

IFN-1 /- EF A 3 M iste: (1) a3k
YRR, BV IFN- T 350 9 2 5 240 B R ke 210 Rl o
A BT;  (2) EIEAER], BPIFN-1 5 k40 3R
TR E Z IR B L HER;  (3) m#lsEN
L1 (apolipoprotein L1, APOL1) 47 %, HJIFN-1I
K4 APOLT XU 728 S N A X B I 5 0 4 A 1) &)
JE

N [e]

2 IFN-I X SmHmE £

JE T IFN-1 77 A4 ML, IFN-1 48 5 5 9%
Ao R AR L an 1 B 4 R IR (type 1
interferonopathy, T11) | Flgk &M (a0 RS M
H B e . RS ), BIAILER 1,

&1 IFN-1 fHx'BmaZE

5%

T

JRAME TIL ANCOPA ZE A . ADA2 SRZHE HHEFNE K B A K . AGS. SAVI, HEF SLE( DNASE1L3 = .DNASE T #t= )

ekt RGt A B, SLE , TIREEAAE R G MEREALAE LR SRR SETT 4 5 IR 2R A S 550 , WNHTV JHCV
HBV .CMV .EB R /IR TEEB19 B S PEIF I 25 A AE R 55 2 8L ; APOL T AR FER A, NG 1 AIG2 464 S
sIENARITAHICEEN , UNTFNo i 510 B /NEREEIA  TFN o 15 S0 LB SLE

IFN: THE T 1 B4 20% ; COPA : K 5T o ; ADA2 : IR B2 2; AGS: Aicardi-Goutiéres 253711 ; SAVI: T 3
] R BT A S (4 B ) LD K 9 LA A% 5 SLE : RGEMELL BEARHE ; DNASE1L3 : DNA Jif§ 1 #£85 H 3; DNASE Il : DNAif I ; HIV :
N RE B R HCV : IN R 50535 s HBV : ZHUF SR 85 ; CMV : B AU i35 2 ; EB : Epstein-Barr; APOL1: kIR EE H L1.

2.1 JRAEIFN-1 Aax Bom T —F ULy
G P8 IS PRk B DR gt A e, L TP R Y IFN- 1 157
I R AZ D BURME - . TR R R AF A 35 fii 4
PEAL R B A B TR A R g2 BRI I R/
M (TR ) R RRIN, AT sl IR
FEANR ARG . 18] BTk fiis Fl B 52 R #4 3. T1I
BFIE A DRI 2 5 RGN (system
lupus erythematosus, SLE ) AHAL Y Il K & B (¢
e WU AR ) RS SRR (B
PUARAYE ) o BNESZ BAUFE—2E TIL RS I,

SO TE COPA LA E . IR H 2% 2 (adenosine
deaminase 2, ADA2) &kt = i Fl 8 3L K] SLE

T AE R IR A RGBS RS R EARS
Aicardi-Goutiéres ZE 5 1E ( Aicardi-Goutiéres syndrome,
AGS) "' | STING #1532 L3} % 9 1 %5 9 7%
( stimulator of interferon gene-associated vasculopathy
with onset in infancy, SAVI ) HLfE7E Iz 210
2.1.1 COPA % & fE COPA % & 1iF & H K52 0
H: o (coatomer subunit o, COPa ) F: [ 748 5|
R G AR S R s AR PR, I PR AT R Bk B B i
FEPER] TR . ST A B " . COPa 4ty
S5 8 A5 3 R B R R iz, L5
ARAT 5|2 STING FeizmFRef . A 5T 0 A S A4
B URVTEAL, AT I B S SR AT
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W R R 2R, A PRI R
PR (WTF 80% M ) o Ptk gk
BifA (anti-neutrophil cytoplasmic antibody, ANCA ) .
FRIRHFBAYE . B ESZ BB H UL, 7] R A ik
44% W BRE L 5 A BPUR—EL IRER IR B
A S, AT ANCA I % 48 5 SLE FE B /NER
B g At

2.12 ADA2 5= &  ADA2 = 5E & T —Fha Yy
AR MR, JEH dRhS ADA2 (3R 548
FERL T TEZ IR R 2 BRI . %
fifg i = 2552 0 WA B 1) M i R B AUFE A, (et
2N RN P R AR AL Y L S i A T
Z Pk —HrE, ADA2 = i B E AR BRI,
R R AT IR R T BERE R 2 F0 2 55, B A
Faz Rl I E Bk 2E, M ARGz BRI
Sl A S

213 $IHESLE HIEP SLE & P pg 4l
BEZA RGN B BN, FEOX LI %R
AR A 2B AE A AN [ ML TRN-T 38 . il
A% W2 ( DNase 8 RNase ) At & R 2 48 ] 416
il PE T B FRTE AN I AR ER, IR 3 % S T
SECIEN-T Al n ' L %o BA L #I &
Y. A e R, N EA AR . otk
2R B E RIS RRIE s BEPA SLE fR 3 Y I 2R &
MR SEWEHE, DNASELL3 B2 5E (1 e 48
R IK 65% 1 L B E R e A
PN F /IR E 4, (BT Il ANCA AH IS4
PEEAYIE 4 (W DNASEIL3 BEZAE ) .

22 kA M IFN-1 482 K%

221 ZoM B g fmm YR IFN-1 SV 7E
Z R B B i A BESE, fEG SLE, T 4F
HBAE. RGEMEMALGE . ALK 2R ST %
50%~80% FYARIE B 7 F1 ] iS4 20w ] 4G 321
ISG (IFN G B3 fbnss ) U tedh, #HFF IFN-1
IO T 8 5 R PR B 98 K e e e 1% sl A= ke U
B R EARC" I SR R R B /N
HIFN-1 35 5 09 26 0 58 PL M 8 H A (myxovirus
resistance protein A, MxA ) [ 3% 5 B &3, 5
/NE R A A ISG R IA IR B B, JFEYS
e PR 43 B YA I7 B A 562020 45 R 86 1
( tubuloreticular inclusion body, TRI) 7R AH X
S R A P RRAE, PR R “IFNf8L” , B

AT LT B R 4k & B /NER B R X TFN BT )

222 JEERLA APOLL M1 % 8 R iRy
A A P T AT B e 4 B G S I [
S /BB . HIV ARG R R f HIV 515
) MR, G PRI B 25 G AR R R H 05 1F
JE, S BE AT BN IR R BEE /NBRIE AL LA K
B /NE R . 5 AE HIV AR G Jay kb Bt i
INERTEALAR L, HIV A5 B/ NEREE AL Y B 9 TFN-1
A N L B AN APOLT 35N J H A
BrAs Sk (G M G2 MR ) IANRIRA, &
Pz HE 5 HIV AH G B A s 28 S ™ 85 78 B AH
X, APOLI A[# IFN-T [, & SEE Lk
TREAZAS S, B/INER Rz st . HEOR L
Ml SZ R R AT U, BV ERAl APOLT X J R 7Y
o BRI N AR, RA A A A A & FEH
AT NG . X —E Gt LT A TR
e B R EE . 47N FE B19 A1 Epstein-Barr
(EB) M7 2 o 16 B RoAE H 3 vt B 7 I g
B B G5 APOLL $ 4 5% A B BV &,
53452 APOLT 5 H PRMILAAR 1) B 3 Ae L 4
s 7 . EB R EE IS I BLIR B PR B /N ko s
Bt R, A APOLI 75 fa 3R 1 54
PRI & B B 1 B /N R A RS, S hn A ) 1 A
S 200 T AR phy R A IR 4 iE SRR 7 2
5| iY 8T AY 5 R 5 B B Ye (coronavirus disease
2019, COVID-19 ) X & ik i) 4 35 o AL 45 Bm B e &
INERIRAS . —T0K ] 284 1] COVID-19 & 1B
G OB R, COVID-19 5 1B A1 3 e L
S BRI LRI A T B /NI A (1 25.8% ) , Horp
91.7% HI5 () AT APOLI i f SR 7 |l 3
B IFN-T 5505 & A il EAEAE I

223 IFN#BTHXE ER BEAHAIFNIGKR L Z
T CARFR . DIB9S0 aE iR K s Sa e ih
7o HARTT RIS B NBRIER ol 3 2 PSP
INERIRAS | 4k T A BN Y BN (R
IFN /5309 SLE ) FI AR PO 0 . 35 A e B /)N
BRI 2 B 0 WL AR R T IFN VAT IS 0 B /N ER 36
PSR AR TE IENGAIT 1 AR, I R 3B £
A 2R BB SR LR AL, IFNAS 25 K45 T 0l
B B IR YT S AT i, HAh S5 TFN IR YT AH G
/INER I B 2R B AL T/ N R AR R L TgA R
A 5 g R 8 A MR /NER B R . TRN (5 1) 2
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IFNa ) 397 %9 Al 5 & SLE, % Fh 4k & 7% SLE )
Pt dsDNA PHE K ' B 57 S5 45 HAth 25 ) M AR A 4T
52 IFNB # HI TR & B 2 S MEREALAE,
A5 | A PO e B, AT AR
7.2/10 5B Sl R RIS R E 2.
Allinovi %5 " (B 58 2 T M 25T 83607 BP0 %
AR A 7 4F, PRI R R X247 TFN iR
I B BB A T DT

3 IFN-I #HX EfRHA R RIE ST

Ji R 5 A R M TEN- T AR SC B HLA A ] 9 41

GURBIZERAE: (1) SBBATE R /N A2 MU A 2
A (2) BAETEE R (BN, BAIM0

AN B AE MR AR SO R R ) 5 (3) 1A
Wi (MR PO A e s Tt 2 sk s ) o HAt
/0 WL I RIAT 4T TgA B . TEEME B Fl AA T8
TEMFEAR S

3.1 Wk R km T A LR ampem WG TE
B/ INERIR AR TT fiE 2 e LR A B R A AR
' /INER B A 0 AR () R AR BT BRI R, R i T
BFETE AL B AR RECEE, (BARD A e R &
YIiR Y L IEN BATT . S TEEL R APOLL AR
B I R BN ER A S /NREAS . T1T (4 AGS
FISAVI) f835 A Be e B 7Nk A8 Y 41
AGS B A LU ity 2 JeBE 2 T 2 41 ( parietal
epithelial cell, PEC) H A] & il i} IFN-1 5 3 1Y
MxA £ [ 31k, CD44 [HM: 41 febr i 35 PEC LG
JE oAk, R B NERIBIRTE i, MxA ] 7R 1%
S s

32 ¥WAMEX WAEMEROENZUW, B
TEF Bk . Bl WA AR R IG A PEARIE TR T 42, 1B
AIRBON B ANILAS P9 . B 40 b ek B A
A%, TR LRI R S T R, B T
Z ML SLE, X 465 /NERP A5t R AE — 28 T11
W COPA ZiAE . BHERCE & B AR R FIEAILR SLE
( 4 DNASE 11 F1 DNASEIL3 €748 ) . 535 B 1k
B /N AR AN R, MxA 7 PEC th3RIK BT, TM7E
' /INER P Bz A I FTR T ) S A A i s B e ik, IF
H MxA & MBS FTIV 38 A= AR 14 B 58 b ) 63k
B T D BV A B

33 M F A MR TR I A A P S
B A2 B kg, PIE o R B TS

g IR PRGNS 2 LT IFNYRYT . i s ek
YL SLE A G W 2 . Fir IENG 75 5 14 14 1k 1k
M4 3 B Nk rh ik MxA B¢ 7EBBLIN SLE
S EUE T RETEE B AT USSR Pk SRt A
TG /INERSN NS P9 Bz i P 3R 2 MixA 63k,
ADA2 e = i H 55 RSG5 22 sh KA ARE 1l 4 o
A5, 5 Bl ik B L4y S B AS sl Sl KR T AT,
W2 BRI S B AR, fe 2 ST B

4 IFN-1 #8XBmHIZHT

IFN-T MSCER A RE R, L2
TEEARL | IRRERIL . M. A8 Mgl
S3MTe VEANHIA R S, 404G G IFN JRY7 5. HIV
SRR RIS | A TR AR SR AT, X
P A D R A e M LA R S AR 2R
WITTTE, SAEF B B Ybn S AT eist, 4
PREE TILAS, 38 AT IAGIN & J& i 5 A% 240 it i) TFN
W TR AR Y, %A bR R R R R S B AR X
#257  5E it ELISA ¥4 IFNou i B J2: 37 1 4
WF-B, TILH A = B IFNa, JAE SLE s A
IFN-T AHJCEN -t vl A H o TEN-T AH 5B IR
R TR A OCHERE AL, BIIRELIAL, Bk
HEMISWI T . PRI ARG A BR
TE AGS. SLE. [MAPERUMAH . 4k & MEmba e
JNERIPE ORI ARG B MxA, 1T IgA B B ANCA A
S IMAE R MxA HRBATE . S22
KHEISWIE TR, B ARIEFEI Y sk 24 B 74y
S T PY L % APOLI XIS (9 f
{8, EFEHIFRE APOLI 4317, TFN-1 AHC
ISR TS 0L 1,

5 IFN-I HHXERH08T

IFN-T M SCBR 1L SRRy T A R ka4
B IEI I SR PR R 25, H R F TR
IR BN P R B ol I E
I 20 i P A TEN-T {5 55 T M ISG 6 P, H
A AR R AR R, IR — B 34
SOMRSHERRIT 254 . BT A JURERXT IFN-1 8
PR HE ) 21y ] BEXT T11 K HiAh— 28 IFN-T #HC 5
s ELAT TR E VAT . L2250 £ 4 M K
25, A3 0lEE X R IFN-T 75 s A2 s il IFN-T &
HZ W FiEE o (£2) o Hf i sl
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B3] IFNa FIIFNAR 36, 860 JAK B2 R
AT ) AT BELBT IFNAR {55143, #01] STAT #
o HHATX L2 P ab TL s BB, TP 4
PEMA RFfE— D UESE

FRUTT LA A TUL A SR8 S 38 S IO PR 7 7
STING ] 4 7% 40 i J5i N GAMP 45 il FIAZ iR T 138 i
B, BRI AT LhE TR 0 IFN 5 s A i & 15
WGITPER S Ah, He S B s e AR AT LS )

TEE AR
ARG RHE N
o N2 2 SR ey
s U LTI
o () JF s
* SLEFERGEMESE (1R A FF)
o MR/ MW A A
IFN-T i 55 fehn
2 (A1)
/K Simoa A
O T 2 FRICHYTFN-o & it
MBI | | g | | R NERIRG(CG AN PREEIFN-T (L ) A RETFN-T
BB A CBER) P sk o g [ PSRBT SAGN MPGN, > AR > - BIERMxA Je > *Eaé‘é%,ﬁu
ZREriE S TMA) S <L TR SLE %
o Hofth, AN TRI FEME/INE P K 275 IINGS \WES
«APOLI KT 5347
i fa Ay ffﬁ?ﬁﬁﬁ@a%fi I
« RAEFRE Y (ESR .CRP . SAA) CMV.EB JNEE AN v
Atk MBI AT T
% Ny
 HL A AR Ko i TFN-T AR
P LT / DRV a2 [ 2 FL ik )

B 1 IFN-1#8X8Ri2HiniE
IFN: T2 ;SLE : R HELIBERAE ; ESR : LI MUK ; CRP: C W 2 115 SAA LTS TEMAFEEE 1T A CG 3R FEPE B /NERSG 5
GN: B /NERTE B 46 s MPGN : [l A P /INER B 2 5 TMA IR PR Bl 57905 5 TR 45 RAR A 14 s Mx A - B it SR LA T
RITHERN s NGS : A FFHAR ; WES - 280 7200 s APOLL: #IRHE F1L1; CMV : B 410 75 ; EB : Epstein-Barr .

F=2  $tXF IFN-1 @ BREIZ5i89T

bE LS YR YE PR TR B FEAR R
A VE A FIFN-1T ORI BTE R kR 38 a2 IR 1 e HIV B (AGS BRIk
T TE FTERE o SR AT A A AV 4 L A i
AL ASIA
HUA 1 FH STING Y 0l cGAS-STING i\ T11 i A
SNG4
AR FIFN-1 KRZ40 IFNa RS PIAR g0 FR AT TFNa SLE.TII LR 48 | 1R I S SRR |
KR UiEor T ERETIREN B SRS
MR IFNARD - BB 3REHPL  IFNARI BHBH SLE.TII PRI RO R |
Pl AR N
JAK Jil 551 EREJE CUHE SEAT AT JAK-STAT RA JIA \SLE PV . RIS b 20 s

Je FLiE e 3H AP TFN {55 MF.HLH/MAS.IBD ., /D% 3% I 94k E4 400 i ik
5 AD AA TITBERG  /ZDAE | I/ 2 0E 5
ki | R 2L

IFN: THL 2 ; STING : THL R SRR T IFNARL: THEE o 3214 1;JAK : Janus F4HF; cGAS : FRBER & 1 - R NRTT A 1L
i ; STAT : {5544 T e Sl B s HIV . AR B 3 ; AGS : Aicardi-Goutieres ZRAfiE; T11: T B THEE00% ; SLE: &Gk
ZTBEARAE s RA : E XRS5 TTA 5 R4 L ST R s PV ELVELT ARG 220 s MF « B 827 4 AP s HLH : W i 40 M 255 5 10F 5
MAS: ELWE IS L ZR A IBD : RAFVENNG ; AD FERIE R 4 5 AA  BESR .

= GE— N2 R4 2 X, mTRES 2R
A B e S . UK, MOZWI IFN-1 7858
KU T VIR B E I A 4, LA S 5155 B I
3 B DR R JEE A A 2 B o 2 AT 1

TEN- I ARSC B A D — 28800 H A HAH i
A, ARZRBA RV, &5, 5N
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SRR BILTR Y SC4, AT LASS B IR AT 0K 5 M i 1)
KR B e 1R YT I, %R A
BRGSO, AN]SR T ELAT ] A 4 2 Pl
NG RFHL, 1 []—5 PR IR AT & B0k AN [i) g
P, HATEHLRA FIRADISE . ok, dTFi%sm
MW LA PRk, JEH A A R —Fh B e
PUI IFN-1 2 55 E5s, 462 TG IR AR
VIR EWAENNEEREETTE . e, BI2ien
BRI B AT R R BT I A B, (BT AR T B A
AN T A1 4 R G 3 v B SR B 22 1) DR K040 n A

LAl
(5 % 3 k]
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