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[Abstract] Latest advances in the research on drug targets for a variety of major diseases, including tumors, cardiovascular and
cerebrovascular diseases, neurodegenerative diseases, nerve disorders, autoimmune diseases, infectious diseases and metabolic diseases
were investigated, based on the papers published in international and domestic journals by Chinese researchers in 2019-2020. New
progress of research on drug targets of these major diseases has been summarized in this paper, aiming to provide reference and basis for
the research and development of innovative drugs.
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223K YAP Al B 55 A A AL -2 (cyclooxygenase-2,
COX-2) FMIHRL AT % E & #-1 ( microsomal
prostaglandin E synthase-1, mPGES-1) [ mRNA
HEACE, W5 9 R D) RE A R s . I P
A0 mTOR FTGEFT LA RS IR R B2 /Y772,
I8 8> YAP A5 19 COX-2/mPGES-1 (#1571
I " YAP AT BB AT R R
2.1.2 LRGSR OCH) miRNA 855

miRNA let-7b i i FL 1% 4L 1] ACE2 | i ACE2
Fik, WL ILE TR o FER ler-7b FEP AT LAV
ACE2 W3Rk, MM A 0% LR, Wi s A v
il 3 ok v 1 22 26 U7, miRNA-182-3p Je& 1fil 4 44
IR PR, R IR KT B AT 55 it sl Dk Mg 40 s 5 7
A&, miRNA-182-3p & &3k 1] LU il - ¥ L 40 g
(R G AE RS, FEIRYT R IR 7 T A W U
AEJE R R IR B T, miRNA-150 7K R U]
HAETE AL, miRNA-150 38 3 7438 1o 4 il AKT/
mTOR Z& A2 M a- 1L 4 F- 35 UL 3 & H - (vascular
smooth muscle actin, a-SMA ) ik, M E s
s S i S0 JDF- Vi LA Rk i, 8055 B st s 1 17
miRNA-122 ZLFAEAIE L. O A 1 0 DB R AR
Y7, miRNA-122 /& ik i 0] B0 2 1 2 5L iR i i
# 1 1 (cationic amino acid transporter 1, CAT-1)
H YRI5 TN R DI ReREAT, BUii K+ CAT-1 %
KB REAS, miRNA-122 $6) FwT LAAT R4 B 1E A
A2 AR I 5K 2 1T (angiotensin 1T, Ang 1T )
VR ANME A | ST | TR A 2R AR U
22 DERREERAES

DR RSIER.OEM (8) S5 ENR
G R I R EE I R - e ATl N S S
gl U,
2.2.1 DR EIBTT AR 5 ZE D HE A

PE S S NG 1 S o 2 R R i PN e |

(fibroblast growth factor 21, FGF21) W] Ji /> #i 3¢

ANERC IR RO B S R A, HR RO ARG
MR, FGF21 A 55 H 10 A= 4K S i (early growth
response, EGR) , H EGRI1 ] LIS E i R 145
B ES T GE o EFE 5 (sodium voltage-gated channel
alpha subunit 5, SCNS5A ) FI Py [i] % i B 4 25 13

PPS

WK T A 512 (potassium inwardly rectifying
channel subfamily J member 2, KCNJ2) it % )5
FFIX, $#/R EGRI-SCNSA/KCNI2 {55 51l % 2 5
FGF21 4.0 H 2% # M 7 FGF21 Al fig 2t
BT BT A
2.2.2 OHRHFIRTTAIRHT miRNA #E i

miRNA-206 FI/NRS2 D ARBE UG, 3Rk
miRNA-206 1] LI WIAERIE R 14 43 (connexin
43, Cx43) HYFRIEAKF; M miRNA-206 A |-
Cx43 FER A [ Rk, N figs e /N O
ROPHEhIKE, iR aRE L FEE, gk
miRNA-1-3p A I 2 B AR B 1l P00 R 8 KRR &
PEOHR T BT, [ 255 Cx43 mRNA F
HEAMZRL U,
23 LDARIBIEAER

O TR O EANBE N S H SR L I 75
A IR AT, RO W (B0 &7k DI RekEss
FES AR A7 1 SRR O i e 1) 4 6] B A X o
B U T g 2 R SOV W PR ME SO = S RE AR R 55
FRKE TR L OBl s AN E K S I R B 17
2.3.1 )RR T AR OGN R 5 A R
2.3.1.1 mTOR 1l mTOR ¥ &5 H A AR,
F W FILAE T A DG A B ZE 15 R, mTOR il 1) B
AR 2 T RO LR AR R T, el 508 PO T
U mTOR 1P 5T 99 17 34 42 (6] A VR R 937 1 LA
MgaT, B oA hEE U7, mTOR A R N s
L TR R AT
2302 IRXT Ly g gk K TRl R & (droquois
homeobox 1, IRXI) j&—Fhi sk +, WigZx 5
VAT Sy, ] IRXD o] BRI O K R
FEAY rp C-X-C 5 fb 7L A 14 (C-X-C motif
chemokine ligand 14, CXCL14) [J3ik/KF, IRX1
25 SE A B 8% 08 U 9 RV AR R g o il U IRXT
JEIRYT U 1R TR SOAR o
2303 W2 RBP4 A% a2 AR B
il I F 1 (nuclear receptor corepressor 1, NCoRI1 )
(4 v 2 38 AT A 1 K RRLCo LA LI K, il s 7
vy, HFEZSNAIHIER A+ 2a (myocyte enhancer
factor 2a, MEF2a) il Tla 2 &5 % B i 25 32 oM B

53 A 202108 aes  mi0M




‘i% '?’ii/ﬂ 20224E10/ 4465  H10M)

YER, 7EA: BRI B OE T 9835 O LA L g N 5
Bk, NCoR1 AT RERLACIE ML A7) 15
2.3.2 LRI AISCH) miRNA LA

miRNA-144 = B3 ot /0 240 i 94 1ok FR 70
LA 32 i 4 B 477 . miRNA-144 1] DL 09 2
PTEN ik, MG PIBK/AKT 55, b e )
] ke S0 JUL AR B T RISE T T, miRNA-182
Tob F IR AR A 5 KRR O LA R e M A R T
# H 4 (programmed cell death 4, PDCD4 ) Iz
I g 7 1 7% 43196 2 11 2 ( phosphofurin acidic cluster
sorting protein 2, PACS2) ik T, #pil.Co HLZH
L N (B WA B =3 SN | v I 2 R 2137 TN
JIFE 240 3 W0 ) A M miRNA-21-5p ] LA 3 s 1% 1l
I PTEN/AKT 3ai i, il sz A 40 1 PTEN HH /Y
FIK, HER p-AKT BRIk, BT SR 10 A A2 AL
JULAH AT, 8 20 R T R A A B, O
g U,
2.4 BivESOIESIERIE R

BEE IR OB Al, AR Iy A FREE
PRI AR 7R Ak, oo I A5 JRITAAG 10 2579505 194 4 s 238 G G J2
& 0> i ( coronary heart disease, CHD ) A & i R
IEBAET R OIUESE TR0 B PEIRSE, &
CHD /= HE e
2.4.1 #fiFEH C3

A48 3] fEFEAIR CHD (34 1Y TG /K - M fiy
BUEEWUG, JF Hax — 22 e il R is e C3

(apolipoprotein C3, ApoC3) [ /K 52 iy %,

ApoC3 T fE&IAYT CHD f— A~ HA RS AL
2.42 FE-o2-FHE M

Bf-o2-H 2 1 ( zinc-a2-glycoprotein, AZGP1 )
S5 i A IR I £ 4 Ak A G A i s PR o
AZGP1 Je o2 Ak B3-'5 b IR R A2 IR 4L 1 72 AS
PP IR A X, AR ) o A R A S L
AZGP1 7E AN 2 75 INK/FE 57 1 35006 23 -1
(activator protein 1, AP-1 )5 S S K IFEHARAE ",
AZGP1 Al REUCMIRYY CHD BFEL
2.4.3 Clq MRt FAHEE H 9

Clq Mg IR L F A & 1 9 (Clq and TNF
related 9, CTRP9 ) & —FA &AL IECRAF LA 7,

PPS

AR IE e T O R EM, PI-H EIRERZIE (B1-
adrenoceptor, P1-AA) PFHM: & 3 ) CTRP9 7K Ik
T BI-AA FAtERE, H5 Bl-AA AL, BI-AA
AL PR (B1-AAmADb ) A4k PR /N B0 L AH i
CTRPY H) 5 W FHFEAT, M0 JIERF 5 CTRPY /Y
RN TSGR OIEIRE, WA REM, JFER0
WAL T- AT -4k, CTRPY B9 3k &Ik GPR
W 2 A7, TR E AMP A B 1A A28 TS
$/K CTRPY A]fESEEIXT B1-AA FAME CHD (B 1T
RUETT R 1,
2.4.4 JCAD

FE4 B RIN F 41 (endothelial cell, EC) 453
P JCAD ( junctional cadherin 5 associated ) F& K FfR
/N B, JCAD B2 2508055 ApoE BiFg/NL
FIRIRE T AS. /NP RY JCAD B = SiE 16 n]
e N R AREPEET TR D) BE . JCAD Bk 23 il YAP/
TAZ iRAR IS DL SR e AS JE (fudE CTGF
M Cyr61) [ERik, AN, JCAD A] LA S5 MLshiE
1456 58 U EAEHIR IR Y YAP/TAZ B0, AT
FGE T I IET HERIE L. $E17] JCAD BEPKIn] RE AL
CHD JRY7 BB s 1™
2.4.5 7 ITAM 37 1 1Y NFAT 3506 &

TR B RB IR ST FAZ AL b ITAM L7
1 B9 NFAT # 5 % H ( NFAT activating protein with
ITAM motif 1, NFAM1) HJRKBEH N, 5IE&
ML BA R AN A L, NFAMI 7 25 8L B A% 240 Jif 1 v ]
AR AN R B R IKOKP R, NFAMIT R 25 s
55 A T RS U NFAMI AT RgSE: CHD
BIT I — B TEAE A
2.4.6 JiAEMEN

AR (Metrnl ) o2 — i 84 i 5 A5,
TE 165 5 20 21 b i B 33k, CHD & 3 1Y 1L
Metrnl FEIE# AR, 107 Metrnl 5240 [ £
HEIRTETEEL . SHEEE (total cholesterol, TC) .
ik % B g & H1 8 [# B (low density lipoprotein-
cholesterol, LDL-C) ], MU C W EH. H
YA 2Z5- 1 interleukin-1p, IL-18 ) M A 4HMIA 2 -11
(interleukin-11, IL-11) 7E PN IS FEAR & 42 ARG
Metrnl /K75 CHD J“HE 24 2 FAH5E, Metrnl 1] E
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J& CHD JRY7 19— RIS FE ARy AR
2.4.7 G3BP1/NLRP3

IMBEAR SEPE (glycaemic variability, GV ) R Ggil
it A WEA 1Y GTP MG & 1 (SH3 45H5K ) 454
i H 1[GTPase-activating protein (SH3 domain)-binding
protein 1, G3BP1)/NLRP3 % ¥ /A 15 5 14 S 5 i
D BSERE A RN BE R M. GV AT A WA T 19 G3BP1/
NLRP3 %M/ MATT RES&IAYT CHD RO FER R ™,
248 5/ E5 A A RS AR O 1T B § AHOGHY

B 1

L4514 MY (vascular smooth muscle cells,
VSMC ) 5B T2 AS i) —Fhv WA . ZEHTIL
IIBRATAE A P F bb ( Platelet derived growth factor
bb, PDGF-bb) & Jifi 83 #1 4€ I + o (tumor necrosis
factor-a, TNF-o) G¥7 )5, CHD 21 45/85 8
AR 2B 11 R TT 2 & AR DG A% A 1( calcium/
calmodulin-dependent protein kinase type II subunit
delta-associated transcript 1, C2datl ) FJFIAKF-mF
IEHWBHPKA R, I HAIEAEE VSMC  C2datl
R L. C2datl wyid R IAfEdE VSMC 2 K
JFHG 5% VSMC Hr 38 51 40 il A% i ( proliferating cell
nuclear antigen, PCNA ) A3 1A, [FA C2datl AYF
TR H T miRNA-34a 91K, HAE#H T X2
BEAL R 1 (sirtwin 1, SIRT1) AY3Eik, i SIRTI j&
miRNA-34a [ 1 2 5 JE . miRNA-34a 7& CHD 4]
LU R BKCHR T IE R Sk 2L, I H miRNA-
34a (R IK 5 C2datl ik 2 HAH K ™, C2datl W]
fiE/& CHD (I TEIRT AR
2.4.9 FEREAROCI M AR 1

g AV e 7% AR OC il iR 98 B% S AR 1 (metastasis-
associated lung adenocarcinoma transcript 1,
MALATI ) 7T L 25 00 WU L /-8 T 5 RS Y 0
JULA 3 AR SR Ao IE S BE - HEBIL AR W] RS MALAT1
siRNA X} -1 2 ( B-catenin ) AN 5 1,
MALAT1 siRNA A BN i67 7 DAL HT LA
2.4.10 Kriippel #£H T 7

Kriippel #:HF 7 ( Kriippel-like factor-7, KLF7)
a1 AN D5 4120 ( epicardial adipose tissue,
EAT ) "t INK-NF-xB {55 5l A0 5 04 15 05 46 0 3%

PPS

fb, KLF7 AT B0 A% (W1 CHD ) M AEIR
JrHEkR 1Y,
2.4.11 BENRHE A2 4H 7

W g M A2 41 7 ( phospholipase A2 group VI,
PLA2G7) W] £ ¥k TC., TG HI LDL-C /K *F JF &,
= % B IR 8 A MH & B (high density lipoprotein-
cholesterol, HDL-C) 7K °F- [ fik, AS #§ 5 T+ &
PLA2GT7 # il 20 i) e AR AR R B O ILEF 44k
e 3 20 k461495 T R B 2 AR, PLA2GT #0 o]
DLk btk AS /N RO LR 4L ", PLA2GT A3
HERCNIRIT IR AS BOTEESTAR
2.4.12 S5O NUAESEIR YT AHOC miRNA $ 5

7£ CHD H 2 Ifil 3¢ h miRNA-381 2 ik B & %
i, 33k miRNA-381 A DL 3 MAPK & 4% i 3%
{&3f HUVEC Ry FE I g 1, o]l 4k
A2 & B 76 11 (oxidized low-density lipoprotein,
OX-LDL ) %5/ HUVEC %6 14 PH T B g 1%,
miRNA-143-3p 7 %t CHD 2 7 Hh 4 |, miRNA-
143-3p 519 AT $2 755 TC. TG il LDL-C (% 353
FLnT R o 4 A 76 i VSMC 128, I3 i 41 A
-7 | 4 miRNA-221-3p fig #1ll ] NLRP3/ASC/
caspase-1 A M /IMASE F§ (1920 BE#0OE , JF € CHD h
BA PR ™Y, miRNA-221-3p A LE A AT
CHD AR
2.4.13 SRS O UEEZEIR YA OC IncRNA HE A5

IncRNANEAT1 ( IncRNA nuclear paraspeckle
assembly transcriptl ) BE IS I 4 M 1% 7 I3 o S
miRNA-140-3p/MAPK1 & 42 1fij 5% BL 4 il CHD 4t g
BT "1 IncRNA HIF1A-AS2 7E ApoE” iy AS /)N
B e3A, M IncRNA HIF1A-AS2 A FEARARE 48
S R Y11 7 0D 8 i A1 I B2 = X A7 & 287
T+ 1 o-52 X RNA 2 ( hypoxia-inducible factor 1
alpha-antisense RNA 2, HIF1A-AS2 ) ol iid 4% % K
F 2 (activating transcription factor 2, ATF2) 4 W
AR AS /NEU AAE B,
2.5 FHBKHHFELIEAES

AS J&: CHD . AXAHAE . AFE 45 i 32225 A
LW RILFER SRR, HEWILHIE S, Hii
HARSTE M, AS FEERERA L. i
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FREIAH, AR . NEPERE L 2R 5
2.5.1 NEXN-AS1 1 NEXN

Nexilin F- Wlah#E 4564 1 2 X RNA 1( nexilin
F-actin binding protein antisense RNA 1, NEXN-
AS1) BE W 95 L 2 2 1 45 & & 1 (actin-binding
protein, NEXN) FJ3ik, Jf H NEXN 0] DL & $#4 8
5 AS BYFEH . NEXN-AST ik i 38 5 v] #1111 Toll
FEAZ K 4 ( Toll-like receptor 4, TLR4 ) F¥) 5 AL A
NF-kB (36 PE, T 18 PR 248 i 26 B 53— 2 1 4t
PRI 33K, JEA ) SR A0 M 5 P R 200 0 2 5
F I NEXN J 33 £ 10 i 7E F 23 1 2k B0, NEXN 1
2 kBN a] B3 AS, NEXN-ASI fil NEXN £ AS
TSRO T HEAR
2.5.2 WILFLFEREEAE 14

3L % & B F£ 14 ( methyltransferase 14,
METTL14 ) 38 i 3 50 H m°A &40 7+ 5 9 K2 40 it
RAE S A Ko AS BEHIE 1ok A2 7 FOXO1 3k,
METTLI14 (133K AR AT LASD I Y B2 RAEFN AS YK
J& P21 METTL14 T LIE AS JRYT IO TERT AL
2.5.3 ENH #i1 PHLPP2

ik [7] J% 45 H (enigma homolog protein, ENH )
5 AKT1 N2 H PH S5 Sl A s & 50 2R 1Y 1 52 8
% 12 1§ 2 (PH domain and leucine rich repeat protein
phosphatase 2, PHLPP2 ) FERE &Y, i1 sh
Wk Rz AKT1 R3EAL; AKT1 2600, A5 —%EA
KPR LA S B P 45073 P T P RS R T 1
$&7% ENH 1 PHLPP2 RIfERIAST AS HUIETERLAL.
2.5.4 ZF PSRN 14

12 ZHE SRR 14 (ubiquitin specific peptidase
14, USP14) 5 3l Bk & 1k 1) & A= % UIAR G, i)
USP14 7] i 2 41l il OX-LDL F#E I, A1 ol 20 3
TR A0 % B, I HL USP14 521 CD36 1) % ik,
USP14 i i 1% CD36 |1z R EERALE CD36 4
1 BHIST CD36 Y35 AL RE W& 55 USP14 7RI IR 4N
WA B b A L USP14 (il 33 F I CD36 A
S 11 I ST 4 EROKE U D 0 VR Al LR B . USP14 2
AS HBTEIR Y THEAR o
2.5.5 IMAEAMEFEEN 8

I8 A= WL R FE 85 11 8 (angiopoietin-like protein

PPS

8, ANGPTL8) 7t A il /)N BL Y AS 9 722 rf 3% Gk
M4 fm, ANGPTL8 1Y & 33k { #F 17 AS i & .
ANGPTLS 7 AS REH () F Mg = ik, ad ik
ANGPTLS WA AP s 2, N0 R AR SR04
ANGPTLS i REi5 T CD36 FliEE K37 & A scavenger
receptor-A , SR-A ) ik, Il SR-BI 925k P,
ANGPTLS A] fieJ2i0Y7 AS HUHTHER .
2.5.6 FOXC2 J2 X RNAI

FOXC2 Jx ¥ RNA1 ( FOXC2 antisense RNA 1,
FOXC2-AS1) 7E AS 35 31k 1. FOXC2-AS1
17 FE 3K T8 3 $ ) miRNA-1253/FOXF1 15 Sl sk 2
A I TEIT IR 4R T, FOXC2-AS1 1l fiE 1497
AS [HTEAERR 2%,
2.5.7 WREHERH 456 T 1 )2 X RNAL

IncRNA 7£ P Bz il & 75 i /R A . ke
i [ 455 T F 1 2 X RNAT (lymphoid enhancer-
binding factor 1 antisense RNA 1, LEF1-AS1) £k
—Ff IncRNA, 7EEIR AS & 19 13 Fn gl 21,
LEF1-AS1 Fik9 LA, 1 miRNA-544a LA w il ,
LEF1-AS1 Il miRNA-544a 5% i A 5 ®7, miRNA-
544a 1F FIK I T 4 PTEN 172/ 319 LEF1-AS1
Xof -3 JUL 20 P 2 A AR 22 B9 0 A, LEF1-ASI
AIREJE AS HYIBTEIRYTHERR
2.5.8 e IncRNA 1

Se PR TE IncRNA 1 ( competing endogenous
IncRNA 1 for miRNA-4707-5p and miRNA-4767,
CERNAL ) i & 4 & 98 72 30 &l 4+ 5 (apoptosis
proteins of inhibitor 5, APIS) 7K il #il VSMCs #l
PR BT, P RE AS B, $R
CERNAL1 ] figS2& AS iRY7HHihs B,
2.5.9 TR S KHEERELLIATT HOE miRNA 1 45

SR AS B8 Y A1 A I EAAZ 20 i miRNA-370
() 2 35 K S 3 59, miRNA-370 af LA #1041
FOXO1 )ik # HUVEC {2 22 F1 g5, 4
miRNA-370 T i %1 41 52 19 7 1 2. miRNA-16 7¢
CHD F835 11 1 2% A0 ) o SAZ 4 i b o, 48
miRNA-16 %1k, A[ik/D ApoE™ /INEL AS BEHLITE I,
PSR A LR R AT R, R R IR
(53 21
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2.5.10 TR IR FEREILIR T AHOC IncRNA $ 4T

CHD # # 1 Inc00961 Ay 3 & b & K& K.
Inc00961 3 11 5 miRNA-367 45 & 0] L4 i VSMC
(8 AL FE A T, Inc00961 ] fiE /& IATT AS 1Y
VAR P
2.6 RmEERIERES

Bl T SEAE AT 2 R R ARG TS AR, RN R
TBAEAWIINK, Bk EwmAZEHEE. 2
Bl S R 2R, AR v A IS 1 R SRR AT
Ft, i PR AT LKA v 43 Sy il it A b R i A
RS, A e R | BRI L%,
R A R T & 150 J7 ~200 5, B ieiize o
b BT 26 1) 43.7% ~78.9%,  H [ A AE i A o 491]
A 3/4 1R B R
2.6.1 %A+ EB

5t HF EB ( transcription factor EB, TFEB) 41
SR WA R SR AP R 3l Bk BH € ( permanent
middle cerebral artery occlusion, pMCAO ) F3h)2)
FE R FR B A 0 rh R B EH] . A mg T e
PRAESR It B 0 R4, IR RS TFEB 1155 22 15 Fl
A% SRIEI, % TFEB Kik/K-F-& M N, &
BEAARTEPE T, APRAERER, SundivimsE, @it
XA 2 JC 40 3 #635 TFEB, Al S 25 16 i il A 11
A, U i e ol 3 B B A5 . miBR TFEB nf i
E 0 TFEB M3, #F— 6 ndE pMCAO FH Y
P2 Dy RSB A 45405 17, TFEB J2 i il ifi f5 1)
FIE B3 A AR R 0P 450 03 %) G K3 2 —, TFEB J2 i
B il P 2GR B — A A A EE A
2.6.2 PR EHMIMATY KRB RH

L UE R B A0 A P gk %8 28 (ataxia
telangiectasia mutated, ATM ) #IA A 2 41 ffd b5 180 W
PHIOCHE, ATM Sl T3 3500 28 R 40 19 i S A L
FHRAT PRSI . ATM BT 19 ATM/PS3 2 94 13 %
AL BN e M A5, B0 ATM AT LA b2 0T 4
MOr T, [RE, S0 A Bk S ATM B9 2R3k 7K
A LA A0 /) B S ol P 445 B, ATM T RE 2
St I PR AR TR T I TR A
2,63 lRHEM-2

AR H-2 (lipocalin 2, LCN2) 7E i ik i f5 K

PPS

oW, —E R AR RTINS R .
WP LCN2 Fe[H, A) I 2 0 i 26 v J§ LCN2 A
R RSB (INOS., IL-6, CCL2 Fil CCLY ) HyFéik,
257 LCN2 #7500, AT 4 2t/ N B 22 D) e R A
HOGAEZE | 7K I R 32 i M AR MR 2 iR
T LON2 ] RAysi /b A< op 5 B i 4 2, LON2
JEIRYT I MRS BV TR A
2.6.4 FHAJHTEN 1

M2 897 2 A 1 (neuregulinl, NRG1) f& —
FRA B 50 o FEAS PR R HE VN R A
P 25 JC NRG1/ErbB4 ) % ik B Wi B IL, JF 5 &
JCIHT-MI S, NRG1 ] {3 8038 K Blas 6] 2 27 42
A E] TAEIEIZ, Wb CAL #1140 % 2K A
T2, | pErbB4/ErbB4 Fl 4t # 17 2 F Bel-2 1) %
ik, N caspase3 Fll Bax fE A T- & H ik,
NRG1 7] LLigi % NRG1 {4 /E . NRG1 7] #8453
18 b ErbB4 57 4 i 35 5 4 fii &k i ( chronic cerebral
hypoperfusion, CCH ) K 14 A 1 B £ il i 28 50
7= PP, NRGI &M &4 i it RS
2.6.5 M/MRATAAE R H

I L5 A PDGF 23 S8 2ot iy Kt i T,
JE HafIM Lot E K. il PDGF J5, p-PI3K
p-AKT {55 B KT i BRIk, R 2R
PAL] 5] p-PI3K N p-AKT RYBEIR LA 56 P10,
PDGF 2 i ik i P78 13 451 473 ) ot 28 DR AP (R 0 A A
A
2.6.6 MRIMLEPIRIAIT A miRNA H4

miRNA-223 7£ K B 1 58 J Bl Je o v 2 3k 7K
BB REAR, B miRNA-223 E ik K 7] DL AR
NLRP3. caspase-1, IL-1b fl IL-18 /K ¥, Uik 5% ##
ZoRAE LN, MK B MCAO 77 A i 2 AR 4 1
FI P, miRNA-22 76 fig B 1fi 20 21 P 1) 2 3K 7K P 528
i, $2/ miRNA-22 A I 240 i i 41 21 PI3K .
AKT BERR ALK T BEAR A SEAR AR, ik Je o
CD34., VEGF Wik, £ i /A= i, 98 il
et 05 B AR AR R BRI SRt 44
il 21 21 9 miRNA-9 /3R I8 0 & w145 T BT 2g
1% 55 190 2R miRNA-9 ¥ 0] DL ] miRNA-9 f4) 36 15,
IR 420 SR SRR I P 407 5 R BRI I 4 o 22 e b
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miRNA-9 & 5 fif G A e i 453 47 I b 28 e 8 405 1) v
FEBTHT P, e P 0 S /N BRI BRAAR P
miRNA-126 RikAKF TR, BBAMEHE, e
JUHGEHTINEE . ] miRNA-126 Hif] 1 sk i -F
M E ML IE T, 5 miRNA-126-3p 7/KF-
A LS 5 P p-Raf-1 9335, S8 bl - v Je
P TR P R AR i P %S, miRNA-
211-5p Ay ek i 5 A AR 40 e U8 T R 2L e vt g A1
BEHGHER, 2= 20M0E 7). miRNA-211-5p i 3Rk b
FHAE T COX2 1) mRNA FIE ML, BRI
Jlt 2 D2 ( prostaglandin D2, PGD2) . Hi% i % E
%K 2 (prostaglandin E receptor 2, PGE2) . TNF-a
FIL-1B A9 o, S 35 0l /NG AR AT AR R, ol 42 i e
IAs 7 122

3 WERTHERIEAES

PR TTPE¥E% (neurodegenerative disease,
NDD ) JjEJEdR ZFEAL i 12 M v 28 Rge B, HFE
Bl R 9% Mg BR 9% ( Alzheimer's disease, AD) . Mfi4:
#%J5 (Parkinson's disease, PD) . T E i £ I Jii
( Huntington's disease, HD ) . HJLIAIZE4A M2 i
AL HE (amyotrophic lateral sclerosis, ALS) ¢, 2
— R I IT B AR Ry EARAE AR AT PR P
INIB) DI N UK i 51 B [ S = B 1 1 o JE 2
Ty ¥R AW i IR, R4S R A % iR
R
3.1 FRRBHRRBEAL S
3.1.1 PHEAR H AN 1

75 B AR H I e 40 B 4k & 1 (MCLI
apoptosis regulator, MCL-1) j&—Fffg 2202471k,
Bk UMI-77 S5 345 225y 34914 E AD JBigidly B0,
UMI-77 38 izt F fif 52 451 9 o 1A s /0 S Ky BE 2 1 B
(AB) BEHUFIR AR 7177 A, SR gk At
B3I REAE AD (4 A AR DA . MCL-1 2
1GY7 AD HITETERE A
3.1.2 HIEER =k

AP 2251 8/26 MR L WAL T HEE (form
aldehyde, FA) i, FA 5 AP ik B-45 f rh iy %5
it 28 #% FLACHRIE i AP A, HE T AE RSPk

PPS

AR R AEIL L. AR I T FA [ fige il P I3
% ( form aldehyde dehydrogenase, FAD ) fyi5 1,
FEFA MR, 51 FA ZEARSP R A 38 3 3
AP FERIKRFAFYERIE ORI IE AR FUREE. M4 T
FABE 3 5% 77 NaHSOs sl Q10 J5, X FA Y [ fif
FEA T APP/PST /NI AR A, st T 4l gk,
PEm TR RITIRE . UM FA ATRESE: AP R4E
Jir b5 1), 5 BR FA W] REJEIRYT AD A RUR IS,
FAD A BEJE AD JRY7 AL 22
3.1.3 p62/SQSTM1

Kelch # ECH #4511 1 (kelch like ECH associated
protein 1, Keapl ) -#%PHF2L R 2 #iKHF 2 (nuclear
factor erythroid 2-related factor 2, Nrf2) &% (LAF
FROM Nrf2 3845 ) 1A W52 322 A0 4 M N B 18 R 48
AR AR 7, dEFREIR NPT, p62/SQSTMI
JE—FNZ RS G AR, EH Nrf2 iR
AW p62 BBERR AL 35 1 R H 5 Keapl WZEAT],
M5 S Keapl B Nrf2, p62-Keapl 51 B {4
SEAEME M H 1A/IB 9% 5% 3 (microtubule-
associated Protein 1A/1B Light chain 3, LC3) Jf
I3 Keapl FEZEFENE B Wik 78 B 7K A B . e
2, Nrf2 TEAIT AR R, ARG RO B i
PO TR R BB o), X SO R St B A Ll IR
P an i e sz | AR, BT Nef2 38 R T p62 JE
HAgFEL, HILIER T p62-Keapl-Nrf2 1E {5 R,
i — D YE R T M PR AP E T . p62 OIS AR S
AU Nrf2 38 B2 28 R AT P 90 1 B B AR R p62-
Keap1-Nrf2 1F A F Nrf2 i %2 575k AD 55
) ROS FIEE 1 T R AEAR, 4 +F p62-Keapl-Nrf2 IF
BRI TS W REZIGYT AD I RAFiste, Kt
p62/SQSTM1 &= AD HYTEAEIG Pl s P2,
3.1.4 Toll Bz 14 4

TLR4 75 AD /NMlHhisik, i TLR4 Al
MYDS88/NF-kB 1 NLRP3 {553 [, fifi /NI 41 g
WAl Fh 28 LA AR 8 PR ML 36 1Y 1) 328 5 0 1 M2 R
RUEGAS , ORAP A28 40 B 5052 15 A Y BV2 4 Y 40
HYEA P, TLR4 J& AD HYTETEIRTT IS
3.1.5 B RV DNA 45541 -43

TEVFZ AD U A BLES S0 SO DNA 45
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&8 11-43 (transactive response DNA binding protein
of 43 kd, TDP-43) ALk, Hiaiknl LA BEROH
HEREFIIKN 4 . TDP-43 i FHE5m AP #0529
REST, JFAEME SN TERTI 5 25 M2 124 % . TDP-
43 BT B AD BRSBTS AR0E, 5 AB
FEAEM, I AD FE553E . TDP-43 A fEN
1RI7 AD BRI AT
3.1.6 NBEREANNRAm A L2 14 2

N RE 41 B firh & 1 32 44 2 (triggering receptor
expressed on myeloid cells 2, TREM2 ) 1£ h /)M i it
AHEH AR BEFRIIZAK, 155 AP 455 5 75T T i
Ao SEAaRER TREM2 K32 AB i R4
7R W I B A A8, DAL 55 /N B o 4
X B I AR ELE T P, TREM2 A5 2 R IRYT
AD R TERL R
3.1.7 a7 SPEARGEAZ A

CBERRGRAE R — R e PR i 5T, |z 0 A
TR A RS BB Z A (nicotinic
acetylcholine receptor, nAChR ) FJ 43 & # 28 J¢ 7l

(02~al0 A1 B2~p4) FMMLAE (al, BL. v, &

€) o TEAMT, a4p2 nAChR F1 a7 nAChR £ F5 .
a7nAChR S 1 5 /> o7 SR ZH 25 T 9 B A ] 42
THEIEZAK ., o7TnAChR IIIRE . JiAi FEUE 5172
BT PR 2 VARG, o7nACHR J2& AD 412
WAL Y P AERE A
3.1.8 Tau 2

Tau £ 2 —F EZ A HOCE R, @iy
MR OGS G RSP AN S . 75 AD B35 1Y K
W, Tau 8 AR EERERR 1L, WERRIL Tau Y& 2
IEH R 3 ~4 4% i EEBRRR ALY Tau 2 FEGE A
fif, MR IR A 4544, Tau 25 FIBEIA /& AD 24
YIFF R I TR R P,
3.1.9 #fFHH E3

ApoE NN —FhH E R IR ik im i, %
P R IR A ™ A o R R T 4 L 2 R v
ZMAMEIERY, EPhZ T FE S F M, HAE
DRt v L[5 52 1) 5 Bl Rk TR A G R
NZEA 3 FhE UL A ApoE 7 %l ApoE2. ApoE3 Fil
ApoE4, 3X 3 Ffk PRX H A G & 1 AD 1Y %2 9

PPS

DRSS i 2 A ELAT AR DR A R PRI BRUAKONY . €4 S
Rl #ET 4 B AD BYRUBSIG I, 4T e2 S5 3L H
IR 52 BIMEA, ApoE3 A RERLIAYT AD YA
Y B
3.1.10 Bl /RSHEBRAG Y A OE miRNA HE 51

miRNA-656-3p 38 12 L #2240 ) T gl 5L [ 2
— [ ATP10A LR, ¥ AD BRI K | T,
16 AD iS5 A OG5 . SR TR,
i AD g — 2 AL P miRNA-656-3p & W 75 1)
AD JRITHE AT
3.2 HEHRAIEALS
3.2.1 TP53 5 AU BHMEAR ATE T35 75 A5

% M i BE #1242 76 ( dopaminergic neuron ) 1) #F
T ER SRR BIRA G, TPS3 i S R
FIPHT-PE5 A (TP53 induced glycolysis regulatory
phosphatase, TIGAR) Z 5 1 X i 3 6 i 98 15 1
R e . AE /D USRS b e B 1- 40
$£-1,2,3,6-00 & nik g (MPTP) 76 BB o7 8% Y
(SNpc) 7 EREEHAS 2 DR REM &It B K
MPTP (AL 235 R 5 5 1 B 075 3 2 s R
SP1 ( Spl transcription factor, SP1) 415 i TIGAR
I, XRCEEALEIAN R LAGERR IE R T AT RE
MPTP 19, 35 [ 1K 30 J5E 0 08 T fic i V2 e — A% 7 TR W
f2 ( nicotinamide adenine dinucleotide phosphate,
NADPH ) Fil43 Bt H ik ( glutathione, GSH) 7K,
Jf Hild AN TIGAR HYRIKEIE T RCR , (Hod i
i TIAGR Jn il 73X M 8% R . TIGAR 5 NADPH 2%
fif E AL, BB BRI RERR AT, WS 2 LU hE
W2 TEAR M, 11 %35 TIGAR 5 NADPH #h7e#0 1-
FH L4 2Ll E 55 (MPPT) /5209 PC12 #2240
P ROS 774 | V75 Tl A 36 37 1 0 1 W s 45347 -
TIGAR F&AIK 1\ MPTP A A4 AL IR R AAE 5
Z EREREM 2T , A S CARYT PD AT A 2,
3.2.2 BHEREIRZIA 5

1R Pk 4% & R 52 1K 5 ( glutamate receptor 5,
mGIuRS ) AT A2 N A I R 6- k2
Weifs S S AR M, B U T S AR Y AR A B
FI RS A ERK W2 1L, BHIT mGluRS A5
FIIE RE S 2 vl A o AR Pk A AR, R — R il
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RAPENLH] P mGluRS AT RERCAIATT PD AU .
3.2.3 FAMI71A2

JERIHE ) ( progranulin, PGRN ) J2&—F 43
RIZMEREEE 1, RIX TR KRGS E 2.
PGRN (il 5408k . AD Fl PD & HA K,
TE AD 1 PD HES A A . PGRN (19 3:f 36 3k 4 1t
TR LR TR R R B O, TR SR
It R, FAMI171A42 ( family with sequence similarity 171
member A2 ) & K J& — BT 1Y) PGRN J7 A (19 352 1% 1
PR T, BOIR) FAM171A42 7] GEi i 8 55 i PGRN 7K
SR AR A AR AT R XU T, FAM17142 Wl g
JEIBYT PD HMETERE

4 FHEREERIERES

R R LS Y3 N L AWNO R EY s SARN
WK, R A R I A R R AR R R
BRI RIS 22 Fh 224, B DL AR ARG 1 53 S0E
LAEESRR . IABRESE
4.1 FHHREEARS

FE P43 240E ( schizophrenia, SZ ) J&—FP AL |
ARG B 2R A — R T R A R AR
P14 B R PR A
4.1.1 ZERE D3 ik

Z 1% ( dopamine, DA ) Z/AJE T GPR ik,
HA 5 AW, DI ZRFKGALFE D1 il DS 3214,
Wi G A O R AT AR TR . D2 Z IR KR
& D2, D3 F1 D4 524K, i G A il i i 21k
fifg G, D1 A1 D2 52453 ) 5 HE AR R S M iz sl
TG 28 U3 R R (A T 1 N A IR A G, SZ
(4 LML IR RS 5 22 U2 (R WA O %1,
BRI HT SZ 259 D2 ZARFEHIR (R . K
WRIERE ) | E8E1E D2/D3 ZARFEHIR] (AN F] ) |
D2/4-HT SZRFEHLH] CIFIERER . SFHivamd ) Fndk
WPt D2 ZARER R (CanBr sz R ) B &
ELE D3 2R RIGTT SZ MEZHL 2 —
4.1.2 HAMZIK

B S TR TR A 3 D VR AE SZ (10 B AR 32
PR EZEH . AR Z K NMDAR T RERE I H] 55
THEHAMZTT F R ISR LR, FEAEAR

PPS

AEZE Ml /D24 30%, 4 & M2 AR P e /2 IR YT SZ 1)
g B
4.1.3 [ BRI

BR8] 55K A o3 BLREREREIRA G, BRI
% M2 M ( protein tyrosine phosphataselB, PTP1B )
(1 R PEAT 55 Lmod Y43 24 R BE P 28 Je HE £ ME T
FlAs F T AR ALY ZOR A2 1K mGluRS 77 A 1y A A
TERBRZR (eCB) o Lmod /N BRI 2L £
JEAT R, JE A R ER shRNA Rk 5 ) PTP1B AJ
DAV e AR, IR A A% h mGluRS HCi
(1) eCB 1774k . FEPRNE Rl R Lmo4 4T Z IR REpl
2570 PTP1B 1] LUK & I & R 1 5% 14 B (tyrosine
kinase receptor B, TrkB ) [ %2 MR s iR 1L, K2
TrkB /131 eCB {5 538K, IRkt SZ FE11h P4,
PTPIB Al REJEeis SZ M AERIARZ — .
4.1.4 Sigma-2 AR

Sigma-1 32 14 iy A 5T 199 B 67 P J5 9 e )
223 DNEEERRIRFEA N, TS AT AL B XA
Wi TizghX, fERE. WS, AR [l
e, HATE X MA Sigma-1 Fl Sigma-2 1 2 N F
i, Sigma-2 ZIKHP R AR ARG, 5T HdiL,
RS RENTh R Z e g RS (141 DA 5-HT
NE 1 Ach) AHEAE *. Sigma-2 Z AT fEJE SZ
AT THE R
4.1.5 FEMSTSLEIGYTAHIC miRNA $ AT

miRNA 5 SZ % YIMH K. SZ M Y2 N Kk
SR, AR LR Fak iR A W B 1 B R o AR
A, Horp B R NAATE R 2 70 miRNA 3R 5
IR ANAH R B S0 i 3, RS8N DL,
miRNA [ 1E 3 AR 28 e vh BT 201
HI PR E H A A B — 25 06 T miRNA 7E SZ
PR RIS, 20 T2 Eihoe .
4.2 MERRE1E FISE

FRBIE & — A% B R BRHE SO (R Y UK
MRRERT, 2 21 2L Rk d ™ AR M A —,
JEEL 21 20 F RN BTSRRI
AR AAER B AR DU = FITC A A, T
AR K AR AR B 2 B R ) ok 425
R F, B TR EALEIAS B FR T RCR A —3, M
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ABRERIA A S —Fh S BT P
42.1 5-Fafik

A BEAAT AR (24 h) SIREERYH
M Jo] 300 ] 20 T R B A A R ) OB . BT R
BETN XA 5 7 RIS A PN 1) 22 i B )
Dy N o R AMARRE A2 B R UL I, AR R ST
5 DU PR 22 B R GE R ARG, A 5-ER A
( 5-hydroxytryptamine, 5-HT ) R4t Wi S0 5-HT
RGAREITAL TR R, B T AR Y 55 2%
PE, B 5-HT J& % 45 501 F 0 A A 26 19— A~
SCHER R, TTRES N AMARE SHERT TR T H AR B
422 ZBERZAE

TN s b, PRk =155 DA £24¢
TRERE AT A G, AL 5 1L ST AR 25 Wy A TR
HAZ BN P RN AR YT OB SEIR A BR ], SR
SAHE IR AT DA R 7 A NSRRI AR, I3
VR RS A AR AL, 3k BERUN 3 E i X DA
RGN E R 9,
43 FEMFHEREALR

HD 22— Yt i PEs e 2R T
Hi 4 S ik b i FE R (huntington, HTT)
HMRT 1 R E - IR - SRS (CAG) =A% TR
ot EE Y IR, XFPEEPRAE HTT )2k
AP TS T — 40 RR RS @B, HAKHY
A K2 P EORE I R R R P HD H
WICTRYT i, LB RS W T TIPE S HD Bk
T RARAEN S, DA aiPHLIE HD i e
43.1 MEG3

NZEhE R FIR KA 3 (maternally expressed 3,
MEG3) it Z 55T, fedban b5, M)
ML T, G HE A A AR RLE, 25 A R
. HD. R ILPE A P SR 1 R A R R, ST
MEG3 J&fith 8o 2y R ML 5, JF A
M RGVFZBIRS MEG3 JEH MR A 6,
MEG3 Tl RESE: IR RGP R AR 27,
4.3.2 FMEHEH HTT

HTT % 4 ( huntingtin, HTT ) & HTT BZRA57=4) .
FRG, A HTT RIERIRE, B HTT 782"
A AR /9 HTT 25 1 ( mutant huntingtin, mHTT ) ,

PPS

RAFEEE A RE ALK, mHTT BA M4 5
P, & HD B A AR R . WS L,
] mHTT f77 A o fie JE LR al LUt/ mHTT 8
FIIFRENAYT B, (HSEPR -, giFE(IR mHTT HH
MIRCRIT &, A0 mHTT B A e T e
mHTT A7~ A 84045 L DNA % mRNA F%% 55 LU
mRNA 2|8 H G A B . T HZ mRNA
) A FAE G AL, PR AT LAE 5 T PR sl BH T mRNA
(BN mHTT 728, DA A il 2
mHTT, HTT AlRERIAYT HD MFEH 22—,
4.3.3 ZJ% D2R SZ1KH o1 Zk
Wi H A A R E 2 B D1 24K ( dopamine
D1 receptor, DIR) , A LA s - HEAAR 40 B i
iR B 2 SR A A A SR T R R Y R
(activity-regulated cytoskeleton-associated protein,
Arc) HyFik, Wi MK-801 % 1Y Arc [#%, {2
HE S fil 3% PR IF 0% NMDA 2k, £ [ D2 %1k
( dopamine D2 receptor, D2R ) Fa g7 F|Z L,
FEAR A IR A T 358, D2R BTG M, 178 = o5 A
TR T FEAK D2R BTG M. AR VT E B ol 32
i, BiRZFh i@, AR s TR
Al ¥ (brain derived neurotrophic factor, BDNF ) .
WM R E Z 44 . AKT/PI3K., DIR il cAMP, | if]
R4 22 Al homer-1 25 FH/KF, P99 85F82, Jf b
YAC 128 /N 2 B B MG R A i ke i ok . %
[ D2R Z A& o1 3Z 1A W] G & iR YT HD AR
z— By
4.3.4 KIKREZIK
KIKZEZAAK ( cannabinoid receptor, CBR) %

il i CBRI Al CBR2 {55 i@ A £ 1 25 JFORE B, 5%
fab T ¥A M . JEPR SRR AR 2T PR R RE S T TR R
PECHER . JE4Eok, © & CBRI A FMfE 5ik
2 n PIBK/AKT/ WiFLsh ¥ s R L EAESY 1
(mTORC1 ) /BDNF., #IZik Y (europeptide Y ) / it
ZIe—SA LA A (nNOS ) SF7E i B SCE R
A4 W8 38, CBRIAE it PI3K/AKT/mTORCI {5 5
I BDNF RikHhn, g 7o fe 724 a s
PERYHR i, M2k Y/MNOS Hh ] i 28 0 & 5 MSNs
R0 JIEL B R F TR] s 228 0 114 38 B R 5 A 7 5 fih i 4% 1Y)
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GABA figh 20T, Wi, RKBMZ K Y/MNOS
Ha 2 IeH Y CBRIAE 576 50 £k T g2 30 HD
FAR A EL A 221 I REAZ 0 . CBR Al AESE HD B3R
JrbR 20,
4.3.5 TRELE TiE

WREH F-liE (acid-sensing ion channels, ASICs)
SRR Na" S kiaE, H iz 040 T4
Frp kP 280, fe A BRAURBEAME T, ASICs 7E
M RG R ES D) Reh AR EEAEH], 2 5500
2] RVH AR S — R A B B AR
ASICs & BUNIRY TSR . A SRl P 2 v B A
R AR RAE R 28 Ty AL A T /EH], ASICs
A HBICIETT HD R 2
4.3.6 FEHNABER 2

DA 251z gh45 . IAHIBE 1 AV 256 55 % 1)
FHOC M3 5T, O i 0% DA 32 R R HE/E .
e (AL A 10 DA W] LU i & 55 F1 T () DA §giz
B s B R AR RN, DR AT DA i S e
M % iz £ A 2 (vesicular monamine transporter-2,
VMAT?2 ) i W W S 2 36 v, ol Ao B e 4 £ il

( monoamine oxidase, MAO ) 43 fi# i JC 1 14 i) 4%

WY, HD SRR RS 3 5 2 il 5 DA SZ Ry i B
RIS, P VMAT2 2298/ DA (94
fiti, BRI RN AT DA BY7KSF-, DL
% HD SEIRREREIR P,
437 AMEKIEEAEY

A Wik #E#L & % (autophagy-TEthering com-
pounds, ATTEC) FIRE5: M FEAREE LS I mHTT /Y
AR TR ) F3k, ATTEC W] fE 2 2 3% HD (1) ¥ b
z—

5 BRRRMERIERES

H B e VEPNE I RRNE SR X B ST 5 i S i i
TR, FEURTERIE R A B A
RGN E . H B e M5 45 2 KB
K5 % (rheumatoid arthritis, RA) . RFEML IR
& (systemic lupus erythematosus, SLE) . £k VER#
AEAE (multiple sclerosis, MS) Z54$KE J900%,
W 5% TR CE, PR 80%~90% Je 4k P,

PPS

5.1 £RMBHXTRIEAES
RA J&— i WL SIE M A & e Mg,
FRAERAEPE . FREEME ST IS, B BUpmi IR AN
MAEEFEIE I
5.1.1 G HHAMERZIA 43
GPRA43 7 TNF-o 75 T (1 BT A 40 MR T 5 4 i
(fibroblast-like synoviocytes, FLS) H1 ik |1,
GPR43 i GPR43 i 5 P4 il 8l 70 P i = . 25 410 ol
RA H1 DL SCHE A ¥ FI5 530 B 1) IR 0., 4
IL-6. IL-8., =il #% %5 -1 (high mobility group
protein 1, HMG-1 ) A3 K+, B 4 fb A -1
( monocyte chemoattractant protein 1, MCP-1) | 4
Mulal LR 2> +-1 (intercellular adhesion molecule 1,
ICAM-1) | I A MIZE 73 -1 (vascular cellular
adhesion molecule 1, VCAM-1) ZE#{k[HF, ROS
I 4-F2 5 T e % WAL ML BbR G ), MMP-3, MMP-
13 SE R i, NF-«B 45 RAE (5 538 % *°'. GPR43
A FTRERCH R FIATT RA R A
512 GEFESH ST 1
TERABHSD, GEAFSH SR HEF1
( regulator of G-protein signaling 1, RGS1) & H &
Fik, UUER RGST Al il TLR {5 5 1, &k ok
RNA 4 5H) RGS1 s 25 3 i M IR 4, iR
5 TNF-a., IL-1B I IL-17 K. JRE%C. 55 5
& TLR-3, VEGF, MMP-2, MMP-9. 14l fr &
1 3Z A FH ¢ B4 i -4 (interleukin 1 receptor-associated
kinase-4, IRAK-4) fy3%iA7KF. RGSI BH IKr TLR
17 3 B e S5 P OG5 & (collagen-induced
arthritis, CIA ) KU AAE S AL ZE . RGST
& RA JRYT TR S 20,
5.1.3 AT A SEEATEEH 6
9 o T AR 4R 45 A BB 1 6 (caspase
recruitment domain protein 6, CARD6 ) J&7 74 CARD
SEFBEE AP IR, AT NF-«B 30
I FRAE RN, AMIFFEFRY, CARDG i ik 1]
RELUT g SRAE LA 152 AR -1/ eI BB IR 1~ SZ (AR AH DG A
¥ -2 (tumor necrosis factor receptor-1/tumor necrosis
factor receptor-associated factor-2, TNFR1/TRAF2 )
55, 0 NF-«B {555 S, T RG22 401
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P Fn b B i 3R ik, Bl R6E s O HLrg4tifk
LPS i SR E WA 1= (RN gT ik — AR SE,
CARDG6 1 KA ] 5d 2 T i TNFR1/TRAF2/NF-«B {55
530 A RO CIA /NI RAE , A 400 2%
Wi, BHIRERM; A 0] LLEE > caspase-3 6
etz CIA /NRSEATANI A T 7, CARD6 A
WCHIAYT RA BB
5.1.4 WUAARKIEIZR

WL A K3 & (myostatin, MSTN ) J2&—Ff
Z 5 LA RS KRN IL AR il B A LA B R -, AT
HEE B A0 AL SE N . FE RA W i1 41
MSTN 51 R 40 A T TNF-a £ IEASE; it iAsh
SEIER, MSTN il PI3K-AKT-AP-1 15 53 B 5
S L S TNF-a 635 ; MSTN Ab3 A MH7A
2 f T R AP-1 355 1Y 5 5 FR S M AT TNF-a )i
B F I C-Jun 5G40 S R Y, MSTN Al fEJ&ih
7 RA MIFE IR .
5.1.5 B IMBEARIRZ A 1

/INBE B AE {2 A RA (% FLS 7 IL-6, TNF-a
FR 3 B MLask B 7 W6, H ) Keras . c-Raf ) 3% 35 1
p-38/ERK MBERR AL ; /INSEGRE ok 554 I B AR R 32 14
1 (lysophosphatidic acid receptor 1, LPA1) %54 >k
i LPA 755 1Y p-38/ERK Wil AL, 1% 238 i BH W
LPA1 /519 p38/ERK/MAPK il B K155 LPA ShRE,
T ) S 2T 200 LA e 200 P 1 A e i 2
$&75, LPAL X RA HAVEAERAG . PO A
IS AR TR, LPAL J29AYF RA & 3T 0 459
I AV LE R A
5.1.6 JHEm I RFEAR-1 324K

i i B R FEK-1 3214 ( glucagon-like peptide-1
receptor, GLP-1R) MBI AL A &K ( dulaglutide )
i 3 R MCP-1 A4 il INK/NF-«B {5 55 18 5 f Uik
Z% FLS WiT#s, Mmisds RA (M8 25E, GLP-1R
ATRESEVAYT RA AR B,
5.1.7 sz ik

TE AR BT D1 ( cinnamtannin D1, CTD-1) &b
FU/NES, Th17 4004 35 FEAK, 107 Treg 44 MY
Bl RGN, SRR E TR T 07 2 Ak Caryl
hydrocarbon receptor, AHR ) 3 ik; @iBR AHR,

PPS

AR AE 8T B s CTD-1 3 i 4 il AHR 119
FIEK T Th17 Fl Treg W01k, MTMTEGE CIA /)N
BLAb I g P91 AHR Af 2% RA HYHE A,
5.1.8 iF X 21k a

B X ZAK o (liver X receptor o, LXRa ) A [
VA AT B AR A, N RA K B SRRE SV,
Pt M AR ZEEL A &AL T siRNA Bk i =
il LXRa 19 3 8h 71 m] 92> NF-xB (1% 5 0 DL &
TUFA AN TR S P LXRa T fEJE RA BT
FEROS
5.1.9 CD147

CD147 {E RA (1) CD4'CD45RO" iC1Z T 4
Jifi (CD4'CD45RO" memory T cell, TMC ) Hrgk i,
Pt CD147 mAb 5A12 FEF M TMC (975 A A1
B, TR E A Y AR L, CD147 Al fEJE RA
TRTT VB TERD A, B
5.1.10 AN EARKHF C

PARGHTRZ S (single nucleotide polymorphisms,
SNPs ) [ A/G JER R 1511947611 J2& RA &4 K i
PR R R, VEGF-C N £ 50 52 K%
KT RGN KRS YIME, VEGF-C J& RA
TETT TR TE R, Y,
5.01.11 WS- 1-BERRZ 1A A 1

#2512 /A7 7 1( sphingosine-1-phosphate
receptor subtype 1, SIP1) 2tk 21 Jifd Dbk 4 25 1
B B IEIR T TE 1, R H B e M PR it T
A 254 3, i IMMHO01 J&—Fp & Y S1PL/
S1P4/S1P5 i &% . TEAAFIE AT A CIA KR
o, IMMHO01 {697 & i RA F1 RA AHICHY C T
PLUERE, AR TUMIKRIC T 2485k, BRIRRHE
Wy Bl D3 G B AR S 4k R - AR A
B B, S1P1 ATAESE RA AUZGHIHE 5.
5.2 REMABIREIERES

SLE J&—F £t xt A Sk (i ) i B
F51EM B B VG , W M e R G A |
FOwPE F ST b B A R A I e
ZFPGE R G T IR0 P IR %8 (lupus
nephritis, LN ) [ %A= 14 8 2 5 20 B 40 58 J v 1
P R0 B R A 2 A BAE 25 L, LN J& SLE &
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5.2.1 IL-12/IL-23

IL-12/1L-23 p40 1 HT 44 38 £ 30 ] 08 96 5 B T

(follicular helper T, Tfh) 4 g n] 43 %4 ok 3% 18 PE %

KG9, IR, PTIL-12/1L-23 p40 AHLIATE
TRANRTNEI Tth 40501k, 7€ SLE BRI ik
HEAEH, Tth 45kl B b iy IL-12/1L-23 {55
FIBE/E SLE A7 A SR i B,
5.2.2 B-arrestin 2

TE SLE /) AR B dr | B-arrestin 2 4= 5wl B /)N
Lo N LN, IL-6 FItH SR 40 ( dendritic cells,
DC) FIRIK -4 *¥, B-arrestin 2 J&£IHYT SLE Y
FHICHE A
523 AmE

HWEAE LN gl s, JCHOR e R g 7
B M. RPERE A T K o (interferon-a,
IFN-o) S5V 2 B2 AN b, AT DL 4 )
mTORC1 55/ ZE A0 A e, A 0G5
JE AN 5 2 BAHOG,  F WEIETE AR AT DAL 4 A A
Gz B, A WEI RN S E A, A A
Ff S SR B RO A B R AR R YT
LN Ay 7Esems BT
5.2.4 Pim-1/NFATc1/NLRP3

Pim-1 1l #l 57 AZD1208 7] Jik #2 LN 5 J& F1 /)y
AR, B/ANBRE . B 2 A W TTRUR M
THPL dsDNA HUIRK -, [R5 £k T 40 it 4% A
T (nuclear factor of active T cells, NFAT ) cl 3 ik
HINLRP3 45/ MABAE ; A2/ NRFI AR Al 78
Pt dsDNA FHME MG AAAE R, #850 F R Pim-1 k1]
il NFATc1 # NLRP3 #IER(E 5% 5 Pim-1 i
YA Ca™ P85 NLRP3 RAEMRTGL, 7E MRL/Ipr
NN T Pim-1 BHIT ) G )7 VE . Pim-1
J& SLE [ LN & i S HE I 45 [, #219) Pim-1/
NFATc1/NLRP3 il i J&3457 LN FHoRmg 2,
5.2.5 miEBFEEEN Bl

HMGBI1 7£ SLE H & 5 # b = % &, HMGBI
I TR R .16 ( ethyl pyruvate, EP) A A4S
LN I RAE IR, ZE K MRL/Ipr /) BUAG 77175 B ]
HMGBI1 ] /& SLE FEIAI7AY R 5 B

PPS

5.2.6 CD276

BT 43 CD276 LR BE L CD276 5 544
UL E /N AR BT DNA H B HTARZKT-I 5
THPAERUNR, H'BE /NS RBRE ™5, mEd
CD276 il 8 FIRY T e s/ N SLE i, B¢
P DNA A BHUAKE-, Wi B/ NRE 2, WA
SPUAFIAMAZE B HE AT, I CD276 HATMGE
e RATHIVERT, CD276 AT SLE AYTEAERE P71,
5.2.7 RGMELLBEARIEIRT T A miRNA #25d

SLE & # &b Ji 1 5 4% 48 M ( peripheral blood
mononuclear cells, PBMCs ) A miRNA-98 &5 i,
HHZFKILS IL-6 /K-F 2 FAHE; miRNA-98 Al i
i) R S R TL-6 P 3% SLE 3% STAT3 /Ry 4
JHL 184 B0 5 4 A0 L PR 7 19 7 A, miRNA-98 1] BE ik
MiRYT SLE B ZERE 4 P [FE, miRNA-145
25 IL-6 /319 B AR A2 0 A LT, AT RERCH
LA LN AUELEIRT 7 A B
53 ZRMELIERES

MS J&—Fh 3 S e PEFRAT PR, DAL AE
B FNISYE R 28 9 RE M RFHE o
5.3.1 NLRP3 &1/ MA

SCBGME A B 9% A B8 R (experimental
autoimmune encephalomyelitis, EAE ) &) Zff Y
Z RV Sh YRR . A% M bixin 380 A0
AR HEHBAESEE (thioredoxin-interacting protein,
TXNIP ) /NLRP3 5P /IMA 38T, 6l 20 58 M 4 i
F TNF-a, IL-6, IL-8. IL-17 1 IFN-y [ ¢ ik,
HEINBTR AN T TL-10 f92eak 7 s/l
EAE M2 RAE RV . NLRP3 JAE/IMA ] RESEHT Y
MS GBI THE R
5.3.2 HMEAHICHH LC3-1 #1 LC3-11

FI W AH OC 2K 11 LC3-T1/LC3- T Fb i 59 K /b mf
PEAS B W K P 0 A T e R RS TR R

( nicotinamide adenine dinucleotide, NAD") AJ I3

EAE /MR LC3-T/LC3- T (335, AR ™ B
JE, Horp LC3-T i3Ik K5 1A WA r £l %5 U AR
s W REL TR 3- FH 5 R 4y B A0 T i 4% A 3
W 4ER EAE Z5f#, 1 NAD' ] LUF#fIk NLRP3 #ik
FBLHER I, IS AW DCER s P A
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WA CHE 1 LC3-1 A1 LC3-11 ATRESE: MS AYTTERLS
5.4 REREALS

BB e — Tl P SREME B R, R Ry SRR
I | IMAEE AR T K A0 AR
5.4.1 KRR 1

¥ A MR 1 (arginase 1, Argl) 2—f25
PREVEINH SCSERG , fiARS 2R K A 5 24 R R R
. T2y Jr PSORI-CMO2 3 i3 # 1] 2 4% 41 Jd
PEHNHIZHE ( monocytic myeloid-derived suppressor
cells, M-MDSC) | Argl, H i I 4% b w55 4%

(imiquimod, IMQ) 755 1Y 4R B %k K 4 Jf 41 il

Th17 ZHHE 3G FE . Th17 4k o] L™ A 58 M 40 it B
F, ALFE IL-17 A IL-22. IL-17 #1IL-22 AT S8 1k
SEERAfAAA, JIf HIE4E75F TNF-o B4,
PRI . Argl 7] RESZIAYTAR B 1B B
5.4.2 {555 SR SRS R T 3

Wk s Bk /N B IAR S o B R R A, 1
18- H FER MR 1 41 ] mTOR/STAT3 {5 51 i A 45 Ik
PHEH P BeAh, ARG R PR R ek AT L
LT JAK/STAT {5 S o], JAK1 Al fE i
TGN STAT3 BYZRIR I IIFEARJE s i) ALk e {2
RAEF P, STAT3 JE3A P AR BRIV
5.4.3 y 41

YOT17 240 Ji0 2 R P8 A B2 40 TL-17A (19 2 2K
8 T4z —. v 70 W BEH I 58 DAPT FHIKT Notch-
Hes1 {5 53045, REOEHTRINE] vdT17 ZHMIf Rk,
[ s SR AR o o S A0 T R B ™ EE R PR % ( psoriasis
area and severity index, PASI) , ZHZURHGA IR
HF G 3 B 348 JEE K T 7 0 R 24 L i v R i i e
B RN R, R A R s Py
G UA T P RESEAR B S VAT R TR
5.4.4 MHETEIE T KEAHMAHCER 4

4 B #E PE T 9k I 40 M AH OG5 4 (cytotoxic
T-lymphocyte associated protein 4, CTLA4 ) i i 5
Sl IR K B7 (CD80/CD86 ) 5 CD28 fy4
XS T M AR . [ CTLA4 7R )5 A&
P25 A 4E (primary Sjogren's syndrome, PSS )
B Th17 40 b BA SRR R0k, HIEZENLH
WFHE— ST . CTLAS {8 305 bl B 7 3% © gt

PPS

HEF TIRIT R G 48, IR uE WA 200 .
CTLA4 L A] REJEIAYTT THRLE A ME M T TE L 2 22,
5.4.5 o-MEBEALREE 1

a- ML 1 (o-enolase 1, ENO1) &—Fff &
FEORST ARG, 7E 4 p e i i P AR S AR A .
ENO1 Wi ik v LM Z M A B nyRis, wHma
ML T RN SR VT AR A STAT3, 25 Wi 7 Wb ik
R /Nl B AT AR 1 -1/20 SRR P /N ek 2D FR
M3 H A9 ENOL [ BT i 2 5 T RExs B, [n]
IR 38 3 0 AR AR B iR 4 vk SMG-C6 H ENOL
T RIA AR M 3 WA AN G B R A DG R 1 A
ENOI1 AT REZIRYT THRLE S MV ZER S P
5.4.6 HJEIIHTTAHE miRNA 451

miRNA-31 ] LA id 9 15 NF-xB. RAS/MAPK
FOS I, E A B AN, 24 miRNA-31
TER, S0 miRNA-31 AT 38 22/ 95 008 8 1 i iR
fif-6 ( proteinserine/threonine phosphatases 6, PP6) i
il F Y AN G . ik, SRR B AR
T 7E L K2 18] 78 5T 41 ( dermal MSCs, DMSCs ) H1,
miRNA-31 (IR FHEOLFR /4L RE R A 2k 14 A
A 171738 5 190 ) DMSCs (1438 5 2 22F T 99k B 400 i 14 354
W, IS5 T8 JER M &R ALEH . miRNA-7
9 R Xt 2% 38 1 5 RO 0 XU 5 8K 22 (the European
league against theumatism, EULAR ) F J# 2% & 1i&
PRI SRR BT B LR G EHUIK (anti-Sjogren's
syndrome B, SSB) . IgG. IgA EIFMCEH, IS
H kb 1K C4 (complement C4) 5 11 4 ¢ # #,
miRNA-7 18 i I £ % 12 B 5 5k 1 & B W IR W)
( phosphatase and tensin homolog, PETN ) M\ [fij 5% fii]
PI3K MR fb Bt 2, JEIMXT B Ik 4 i Dy e~ AE 5
W, VR PSS R AR e R P,
55 RAGREMEN/MREDVEERAES

Bk M S oBE M B 2D RE (primary
immunologic thrombocytopenic purpura, ITP) J& —
Fofr LA L INAS A= BSGRE A R L/ INBR B R 18 0 S Rk 1
Sy G gze kI
5.5.1 MR A2A Z{k

A2AR TEIMREL A M P 3 O 2 A/E . 7R
ITP & & R 1N, Treg 4M i F1 Teff 40 Jifd H A2AR 11
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FBW L. A2AR BN 7] CGS21680 1 45 2 AL
YT L WEARAK 37 14 1gG K- FEAK, ELEB 4k &
Th1/Th2/Th17/Treg 40 g 3V #F =22 1] () A 57 i 1R 25
fdi I CGS21680 Xif 5 40 2 M F B Ho e 1 FAE AILTC )
( experimental autoimmune myastheia gravis, EAMG )
HEAT T B P IR YT A AT A SR AR R B . A2AR I
B ITP MV TEIRYT LS 7,
5.5.2 CD70

CD70 J&—# 1T BY 5 B 26 11, o b 3Rk e
TEALEY T 400 . B 41 M S s i DC A, i ik
FHI§r CD27-CD70 3% 42 1) siRNAs Xf CD70 ()
UUER, 2B )S 0 e ie SO 20 i 5 Th2 i fk
S, X ITP S DC 41l b CD70 1y U ER 25 %
fik CD4"CD25" T ¥tk L 24t Jfd 3% B il Treg 20 il 53 .,
[i] s 35 S 25 v 114 TL-10 FTERAIK Y TFN-¢ 7KF-. CD70
ATRESEIARYT ITP AT AR A 2
553 THIERIWHF 4

ITP & & 1 + 9t 2 # 75 [ T 4 (interferon
regulatory factor 4, IRF4) FEK I Treg 40 M0 25 1119
FIRAOPAR TR A . 0] IRF4 5 PR (5 5] LA
55 Treg A IXT Th17 4HAEASIIHIVE . IRF4 SkfE R
Treg ZHMIFEIN I CD4'CD25 Teff 40 fiidt s, &
BRI IR Z B A HIETEZ 8, IRF4 AT RESE
1B ITP MR 2
5.5.4 FEFITEIAET 1 K HAE A PDLI

FEFF P40 B 1= 1 ( programmed cell death 1,
PD1) & —Fh7E T 4 % T RE M ILZ 1K, Treg
YN A IS AN 5 PD 5538 MG S VAR G
X CD4" T 44t et i) i F 22 CHE2E . PD1 ML
Y& PDL1 (945 G BRI T T 40Ma 0y, Jf@ 38 hn
#14f PIBK/AKT/mTOR & 12 i) PTEN (1) 3 35 R AR i
Treg B4R E . HE R LT /N ITP 234 CD4™ T
Yl I PD1 W3Rk, JF%4S PTEN @i fb, [mlmffdt
p-AKT Fl p-mTOR NiiF LR L, 53 AKT/mTOR
s P, PD1 (K PDL1 o] fE & ITP A%
FEIRIT RS

6 BEMEMIEAES

AR SR A T g R e . B BRI 25 )
N TR LA, AN ZEFEX AN s I G A 0 | S 1 2%
R Rk e v O UAS W 3 J AEL H TR0 S AA i
PRI 25 PR o, R MR (412 W L B 24
YIFE RATH R R A5 1) B R
6.1 MEELIEAES
6.1.1 PRAUFIEE 1845 71

Y 25 {1 BB TR 2 5 B AR A M R B B LI
JikZ —, 22007 s ], S AR
I & 4t ( quorum sensing system, QS) . % 6 %l 43
WARSE (the type VI secretion system, T6SS ) FIX 1
ERPERTH 257 Bk i 3880 (PA3880) %
K] G AL — o A o ) R 0T, ] A P P T 44
Jof SEREEME BN R S DR R IR 7], AR
H 44 AR MFE S JE 57 (anaerobic and virulence
modulator, AnvM ) . Il AnvM 2 100 F A5 B &
IS T A R R A B R, BEIN T AT
B, P T A R A RAE SN, HLREAR T /N LAY
il 21, AnvM AT RESEIA YT B SR R R 1Y
BT A
6.1.2 B AFVI, IXFIX

EEIM PR VI, IXRR XX 45 22 B 440 1 LA At
AP R, X R 738 i S (light chains,
LCS) RHFEPURAER . 5250 X 4 M A uk 4i f
BRI, LCS 38 28 7K A 240 B S A 3 22 i
51 LPS KAEAENT, SECE 2 PIVEAERA R SET . BRI
VL XA X2 P =2 B A i
gy 22
6.2 MHERLIEALES
6.2.1 B-arrestin 2

TRTEIE G T DU 7 S iR A TFN S, SRR
6 FHAR - EIET . B-arrestin 2 # i GPR [§5
R Z AR SO, fR IR EE S Y IFN-B 1Y
7AW A o BE B TS BR o B-arrestin 2 5 M
TR HRTF & B ( cyclic GMP-AMP synthase, cGAS )
MEAER, BEnA%E DNA ( double-stranded DNA,
dsDNA ) 5 cGAS W456, RIS (cyclic
GMP-AMP, ¢GAMP) 7=t IFN & AT i il

JRYL R RS AN . B RE A MR KRR R BE N . N PR IA 1] LLiE S B-arrestin
Pt A 2022101 Hack  miom PPS
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2 1 % figp LA AR f e ks, 17T B BEL VT R IS 2 v
(carvedilol ) &A% p-arrestin 2 3% ik DAGEFEPUR 72

Yo LIV B-arrestin 2 [ fift n] BE 2 5 1k 15 G 2 19
12, PB-arrestin 2 EPUHFETE IR T ESE S, $ER
BEHEHE T TIRIT 0 ) 358 1 R 4 b 1% A v] BE 4 J T
FIfEUR 2 e 25 =
6.2.2 Yxx@ J¥%

YxxQ@ JF AN ] AFEfE R4 s . AP SR
FH 2 [N- ( p-amylcinnamoyl ) anthranilic acid, ACA]
FE % BHL T 5 43 19 1 g, 78 AR 9 A0 X AR U o
7 (influenza A viruses, 1AV ) . Z& K % & (zika
virus, ZIKV) . A 2& % % 6 B4 % 5 (human
immunodeficiency virus, HIV ) DL & o 4 E 0 25 &
AESERAEE (MERS-CoV ) FlJ™ 5 2 MR IR 25 A AL
TR ( SARS-CoV-2) A5 R # A #R  BT
TR E . Yo 2875 . ACA IR AT L5 800 15
FUEN A, MdREEE S s 118 M
o B 2 [] B 11 3T - 2 1 AR B FH AL R SRR
Yxx@ [T LIVER T iSH0m a2,
6.2.3 PARP11-B-TrCP

HAR IEN-T B AT i e 22 /E L, (2 HAE 18
F2 20 P A BORS #ERCR AR KRR BE 1 52 B9 15 19
PR, dnfar$2 =5 IFN-1 A0 397 300 A FFR R -
ADP- FZHE Hk B B Tl 26 5% 5 i 5K % A Bt 11 ( ADP-
ribosyltransferase polymerase family member 11,
PARPI1) J2& IFN-I 4t i 75 2 19 A 200 5 751
PARP11 Hi ADP #0507 3 B3 i 4K B-5% s
Z A1 (B-transducin repeat-containing protein,
B-TrCP ) . B-TrCP (1 ¥ ADP 4% M 3% 1k A2 1 TFNa/B
ZARI A 1 (IFNo/P receptor subunit 1, TFNARI )
Z FALFIRES#E . PARPII i3 1 ADP ORI R
E3 42 0#F B-TrCP %15 IEN HUi5EE RN, I Al RE
O TFN PO BT AT LR 25 /R A
6.2.4 P-PEFEHHEE FITCIAR-1

P-1& £ 4 £ 11 A /&-1 (P-selectin glycoprotein
ligand-1, PSGL-1) j&—f5 P-iE#55K . E-IEHER
L- SEPER A5 AUAHXS 43 iy 120 000 (19 2R AAHH
HH . PSGL-1 fERAE AR FRIK B, I H 40
TEWN K AR MR A BN SAEH A rp . S EEkL 1 )

PPS

PSGL-1 i B (kK515 FE 20 A4 45 45 R BELIBT HIV-1
LAY o SRR A ORE T 2 UKL A7
TERREERR T, S 2 B iR DR 2, 540
25525 PSGL-1 (#1535 . PSGL-1 ] A/ B ofit
FRTE R AV SFRE A ESeE . PSGL-1 2 —F) 1%
POw TR T R EROR R AT A
6.2.5 Nemo FEHE I - 2R A BUR R (E 5 H

LRARPTIR (5 585 11 ( mitochondrial antiviral
signaling protein, MAVS ) X FHU i 5 e & S b A
L A IR (0 W E gt e I R 4051 e Al
Nemo # [ ¥4 # ( nemo-like kinase, NLK ) i#fi i
#1E] MAVS [ g e 410 il o 2 RS A 00 18] ) 0 25
JERIE . NLK TEZRR B S AL B A iy 2L
M5 MAVS M EAE DAL, A S MAVS (1)
R At N Bt I T4 = 9877 [ F 3 (interferon regulatory
Ffactor 3, IRF3) [2{%, NLK-MAVS A fg/E 40 i
YRS T
6.2.6 BN HLIIRE Z AU 4

MAVS 1 3% P F R E P 320 5 40 ML BUAs 25
JRE, [z A2z R AT . B LR 505 DU 4

(ovarian tumor family deubiquitinase 4, OTUD4 )

#1a] MAVS BEAT BUSIE AL . 75 I 8 T B OTUD4
# Pt 2 975 A F 3/7 (interferon regulatory factor
3/7, IRF3/7) fK#it4 18, OTUD4 5 MAVS A &.
VEHILA L BR K48 IR 2 Rk, MIfREF MAVS
Fasg MR e RPUR B (5 544 % @Y. OTUD4 7
W EE A W E T PR EEAE N, IR R
RGP TERE AT
6.2.7 HLARUEHTUIA

B BRI R, W SARS-CoV ., MERS-CoV Al
H7N9, R 2 M4 (acute lung injury,
ALL) . HiRUESHIIR (anti-spike IgG, S-IgG ) i it
S SR T 1R S22 H Y ALL A S-1gG VA
B 705 S ROV, fedE T MCP-1 1 IL-8 #Y/7 Az,
FEARHE T8 98 A% AN B/ B I 40 AR Y SR A R 4
S-1gG 1] BE A IAIT SARS-CoV sl HAtfs 8/ 31
A5 13 (A TR E R A
6.2.8 CXCR5+CD8' T

RAETENEYE B %98 (hepatitis B virus,
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HBV) Y, CD8' T 4iFEB LM Tk eE T
i, 5 CD8' T 4 i HAT FRIAYFI DI RE Ay = it
P HBV J@ Gy 8 38 I N i Rk C-X-C 547 #afk I
F 22k 5 (C-X-C motif chemokine receptor type 5,
CXCRS5) 1) CD8' T #Hff#l 73 #E%, {1 CD8" T 4
i AR KB HBV 457 IEN-y T IL-21 )]
TG IG P, CXCRS+CDS' T Al fig )i by ¥4 J7 HBV
(18 SR 1 B
6.2.9 1Q 455k GTP MG LA 1

1Q %5 1 1 GTP [ 1% 4k & 11 1 (1Q domain
GTPase-activating protein 1, IQGAP1) 5 HBV #%
PP B8PS A R 42 IEAH DG IQGAPT 7E HBV B
(SRR A AR 2 2 v 20k, O tob 35 488 i s 240
4 AR AR K FNEG RS, T TOGAPT SR 1) I
I A RELXT R T BRSO Rk, HBYV 153 ROS #5558 |
IQGAPI1 Al C3 WEER)EY 1 (ras-related C3 botulinum
toxin substrate 1, Racl) FJ%54, MIMETE T Racl,
5 802 [ 1 A7 AR SL 7% A7 (receptor coactivator,
SRC ) /Zh B B 134 i ( focal adhesion kinase, FAK ) il
FEOBERR AL, e R AR R TRk . TR R
72 % 1IQGAP1 n{E Ky HBV YL A8 B I6 Y7 4 55,
6.2.10 UBE2L3

5 57 Fe 4 ] A 250K DNA ( covalently closed
circular DNA, cccDNA ) FEJK BrFar /i gy, &2
J5 9 B 52T AU 25 o G BE A . UBE2L3 J&
5 B 19 1559391722 5 HBV (1 J8k 4L i 2 A1 %,
1s59391722G A5 i K 1G58 T UBE2L3 Wi 8 115
Peo M2 Pk HBV B4y [ L i3 UBE2L3 4 H /K
5 HBV§#E#iiE . SBIFR e $iJi (hepatitis Be
antigen, HBeAg) 7KV 2 IEAH K. 75 HBV B4 4
JERRL T, UBE2L3 FEIH AR & A T HBV Jg
NEACHF4IAE ( primary cultured hepatocyte, PHH )
() & HBV RNA. 3.5kb RNA Fll cccDNA, UBE2L3
ATRESEIRYT HBV IR AT AE i B
6.2.11 TIRETHEN 16

T ZEiESHEH 16 (interferon-inducible protein,
IF116 ) 1Fh—Fh Al ARe 0 K AR IERAZ 4%, BUNRIZS &
FFEN A% Fh i) HBV cccDNA, Ml ] cccDNA
B SEAN HBV I . TFI16 i #L15] cccDNA

PPS

THZE R N TeF (interferon-stimulated response
element, ISRE) , %G KRG HE A W5 % 74
Pk il cccDNA [ T fg, 1F116 n &8 &k — Fht
HBV BRI HTLE B2
6.2.12 MMP-2/MMP-9-sCD100

A3AkR% 100 ( cluster of differentiation 100, CD100 )
16 T 4000 1363k, A9 MMPs W20 i 35 i 4 5 i ml
7 CD100 ( soluble cluster of differentiation 100,
sCD100) ., Ji& 5% & %Y CD100 ( membrane-bound
CD100, mCDI100) Al sCD100 ¥ % ¥ % & 5 i 1
PEVTIIRE, A TE G0 4 I A RS RN . TR
sCD100 A i% DC FIFSE N K 40, 1458 HBV ¢
5Pk CDS' T 42, hinik HBV ikk, FHWHZ
& CD72 W] Wk 55 F P HT HBV CD8' T 21 i v 25, 18
Pk HBV B4 (35 1% MMP-2 KB RE(L, H 5
IM7% sCD100 7K~ 2 1FAH G, 4 il MMP-2/MMP-9
TN S BUNRPT HBV T 400 50 055 A1 HBV 35
4 7E 32 . MMP-2/MMP-9 4 5 % sCD100 % jift 75
NPT HBV CD8' T 4 a2 i AR, AT
RERLN HBV YL BE T bR 10 i 2 — B,
6.2.13 Toll P24 3

HIV e JFAR N I 20 B AT 30 TLR3 A1 IFNs
fIFeik, S5 TLR3 I TLR3 4I5S IEN ( IFN-a.
IFN-B F1 IFN-A ) 7ERIRIEGY HIV (197N BT 40l 2R3k
AR HIV BRG] T HIV AR 1 /N i
5440 iR e SRR A AT P TRN A (R 3/7

(interferon regulatory factor 3/7, IRF3/7) #l STAT1/3

IRAL ™, TLR3 ATRERAIAYT HIV Ve
6.2.14 NOD HEAZ IR 25 SAH G 3

HIV-1 A5 25 1 gp120 & HIV AP 2l
BEAG0 £ ORI T, 1 NLRP3 RAE/MATE gpl20
h B 28 ST I 28 A2 R TR Y. gpl120 AT
V57N SO 240 i ™ A AR T NLRP3 1) 448 Jfd e T il
IL-1B 1= o S /NI 400 At NLRP3 F) 380 v I,
52 gp120 4T (A 2 5 Pk 7 B OR i 28 oe A3 o
Xt gp120 LR/ IN B DB AL £ NLRP3 #1
il 77 MCCO50 AN T AV 28 5 E F 28T 8E T,
WA DR HE 2T A R 2R A 2N D RE
NLRP3 J& VA7 HIV AH &P f 28 DA 40 s i ) — > T
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FE B i B,
6.2.15 s S AT F

HIV 7= A 175 5% Je 2006 A7 ((trans-activating
factor, Tat) , J& HIV AH OC #t 28 DA 0 i i (HIV-
associated neurocognitive disorders, HAND ) Z(Jj i
rhg R Ie i M AT EN BT
LIV T A0 2 2 5 0 28 SORE AN 48 JT A1 43 Y T 22
. BRIP4  R Ak B RS BE P2Y RS 7
1K 4 (P2Y purinoceptor 4, P2Y4) 5K 1A T
P28 M 1 1E 153 R . HIV-Tat i i3 PI3K/AKT Fl
ERK/MAPK i ISR NG HE P2Y4 ZAK(E 5, /v &
RBP4 7 A R 22 T, Tat J& HIV &
P FEIRY T RO BT
6.2.16 B NS U -1

B R AP WCRE W A B -1 (aedes aegypti venom
allergen-1, AaVA-1) J&—Fh iy 45 5 1E & 1,
b TR PR 20 AR A SR A R Y B, (R
BHARH ZIKV i 75 15 5. AaVA-1 7RI N 5
Beclin-1 45 & £ ¥F Beclin-1 B, i N A (5 5
MR, AaVA-1 ZEFRA ZIKV JR G E )
EPAE LU
6.2.17 AEL5HERM 5

ZIKV 5 32— o R 0 AL B i i 3 i) i i
. ZIKV IE 45 # 5 1 5 (nonstructural protein 5,
NS5) 51 F 4t W 2 i 5 &£ A -1 (retinoic acid-
inducible gene-1, RIG-I) #HHAE M, RIG-I /& Bjj 1
o B AR SR e 1) H B 5 4 F-; NS5 RS ] RIG-T
iz & 4k, s T4 &R W B 1 3 (interferon
regulatory factor 3, IRF3) MBI FNAZELA7, HiH]
IFN-B (A=A, TR RIG-1 {558 % B,
NS5 7 ZIKV 45 (0 KR e 22 G ] v 8 2245
., A AT RRRC T E IR TS A
6.2.18 caspase-1 FlVH 2 D

ZIKV i 1% S caspase-1 A7 2 & D( gasdermin
D, GSDMD) ARy HIEAIEISET:, B
SRR KT o caspasel H S HANHIH] VX-
765 RIT IR/ T ZIKV I HEA S I RAE N, I 3
VAE TR N B A 250 FRER AN Z£ 45 . caspase-1 Al
GSDMD 43 4 ML 08 T2 ph 42 & & il 2 v ZIKV

PPS

AH DG AL 1 — R R AL, RIS ZIKV A7
SRR PR T VAR A B,
6.2.19 mTORC2

EB J5# (epstein-barr virus, EBV ) {92452
ST R R A R R E ML RE T 75 1Y, BHIEr EBV
S 52 ) T BE 245 T EBV A JE 506 1Y — Fh SR s
44 CSC27 ( manassantin B ) 38 1 1] mTORC2
T P DA TTTT BEL BT mTORC2-PKC/AKT 13 53l J% S 41 1
EBV 2453 ], mTORC2 7] HefE Ry — R #2519
BSOS X EBV Jgge B
6.2.20 IFN JEHiv: Stk bip eeisie

ZIKV RGeS, A DX 3 28 5 g 440 it 1
HH I 1 3 B VTR A O BE R N . ZIKV B F
TG N2 bl 2 SR AN B TRN 33 3 R ) — >
£, ZTHEMKIT IRF3 il NF-xB WITFEAE, A2
IFN W= AR, X8 T ZIKV I8 5] iy pf
2895578 v IFN OV S vE BT 28 3% 728 1 SCBEAE
Fo B, 2o BEVOE A0 2 SN X A b 28 T 44
MR ER, ARG, I H INF R 2k
FUwR iR AR ] BB 23 ZIKV B | iy dh 250 715
(TR & B
6.2.21 BART2-5p

EBV % fh 1Y) microRNA BART2-5p & £ M J4
AR LG e AR AR, HOH R 5 i e B OE
FH G, BART2-5p BRIk fE i T EBV B S A i
( nasopharyngeal carcinoma, NPC AUl ()L Flfz 28,
I 7€ EBV BHYE %) NPC 40 i 1 BART2-5p B R IH T
JH AR T 222, BART2-5p Lk Rho % & GTPase3

(Rho family GTPase 3, RND3) J#:5, RND3 J&

Rho {5518 B i 77 45 B 7 . 78 BART2-5p BFERTF
RND3 25 N, 10 RND3, #7% Rho {5 58 #,
SR T A AT AL HE J1. EBV microRNA BART2-5p
FIBERLH NPC SR T e b B,
6.2.22 SIM F&J¥

EB J%5 5 & #t J& ( EBV-determined nuclear anti-
gen 1, EBNAL) A EBV 56 s B IR 1 % 1k
CEEUR . EBNAL &7A 2 MRz REABM ST

('small ubiquitin-like modifier, SUMO ) A HAEFIY

FEF (SIM2 Fl SIM3 ), SIM2 WY 275 R HBAIR T
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EBNAI (1 %1k, i SIM3 7E/k5h 25 T EBNAL
2R 477 7 11815, EBNAL SIM JL/F7E EBV #
PR E ZCEERMEN, =I6JT EBV A
AR 1,
6.2.23 B2 AR Cl

Wi L Zh ¥ Wk I 32 1A H i (transient receptor
potential, TRP ) il i /&= Ca™ {55 53 % 1Y 32 22 41 i
W5y, P 2R A #IRE . TRPCL 7E M2 15
1 %I ( herpes simplex virus type 1, HSV-1) #FA4Hji
TR FERFAVE] . HSV-1 #2511 D 55 TRPCI1 1955 3
MHEAMXAHEAER], XM EAE RIS SE 1 9 7 1 2k
A P TRPCI 7E HSV-1 YL i 81 7 S5 /E
OB TE YT HSV {RYT IITERL AL
6.2.24 RIZIFIHEH 22

PAZIIZIRETE 2 B (herpes simplex virus type 2,
HSV-2) BT AEE 00 F B A, b K 20 i R0 £
B A 2 HSV-2 () 2840, HSV-2 B %) 7
W A 22 (immediate early protein, ICP22) iliid T
P IRF3 @AM INF-B (774 . ICP27 783 K AR
FZKF B3] T INF-B RS 2 30 F INF-B i
Fe . ICP27 A LA B 5 IRF3 454, il IRF3 (4
BRI AL FAZ R A, AT i) INF-B (915 S 1CP22

T RERVATT HSV-2 UL TR AE 5 BT

6.2.25 PB1-F2 &1

78 3% % # (influenza A virus, TAV ) J& 4t
G PR 225 3L, A 2245y LR TE BR 24
SRR SCHE . DIRE 2R I 1Y SR A ] LA HE 1 3
# PTEN i5 § % @ | (PTEN induced kinase 1,
PINK1) #l[a], #5F PRKN/PARK?2 I8t 5 2k
RLARTE A WK TG BR . A B 2 PB1-F2 25 1
a5 Tu B ZE {1 [ F ( Tu translation elongation
factor, mitochondrial, TUFM ) #H & 1E 2 17 2] 2k
Rifk, #E—0 5 TUFM RIS A DGR 1 1 et 3p

( microtubule associated protein 1 light chain 3 beta,
MAPILC3B/LC3B) #H AT, M43 A W/
PR IE . PBI-F2 # H /Y C % LC3 A B A X
( LC3-interacting region, LIR ) #%iF &1/ S HHF

WA 2253 B8 K IR S BT b o PB1-F2 5511

AT 2253 AT W 5 R MK SR e D RE 2 i DI AT K,

PPS

F S — B TE DR SRR YT A B
6.2.26 i/ M2
B M2 25 1 (influenza A M2 protein, M2 ) AJ
LSRR i MAVS @ G IR EAER,  1E 19
T MAVS I SRR L. M2 155 ROS 1774,
XA I 7 0 ] AN 5 MAV'S {55 38 6 T 075 o
M2 i i 5 MAVS HE A TS i ROS 2k 3 5
MAVS /-1 {5 @ %, aTae M2 25 s &
U B RE R HTILE] B2, M2 T RE S TAV [9TR
Ig Ly
6.2.27 AEZERIEEF 1
MR HEE S N TS WEAL
( nonstructural protein 1, NS1 ) $541 58 1Y G002 B
ML . NS B M 1Y — A S BEHL 2 BH 1k 18 A5
fff RNA (%%t , NS1 BH1E mRNA i th Z k2 &
Y)-# RNA i 1 I F 1 (nuclear RNA export factor
1, NXF1)-#iz i K 2 A 1141 1 (nuclear
transport factor 2-related export protein 1, NXT1) 5
BALEHME S, NIMTNH mRNA @ %L Gk
gy R 20 B R A T R B2 NST Al RS — NG
T‘F’zmlﬁﬁfﬁ‘rﬁﬂﬁ
6.2.28 MM TS S EH
AMS580 E—fﬁlﬂéﬁ FH TR 37 A ) R 4 W R A2 1«
( retinoic acid receptor-a, RAR-a.) i zh 5, 7F 45
MERS-CoV HI TAV & N Y 2% Bl 25 (4 £F i J& 9 o
HA AR SR A BHWTVE . AMS80 1] LIAE FH T 55 B 4
e F 45 4 45 H (sterol regulatory element binding
protein, SREBP ) Jf &) 540 #4516 M9 AEH
SREBP % 2 il 25 1 7K fige ik 2 FAR I3t A6 ) & o
e, ALFE T U B AR AR ot A ROSURSEE v 1) JE
S, IXEIA R RE S T LT 1. SREBP A7 B2
i BUIA T 25  TEAEAT B
6.2.29 IL-6-STAT3-SOCS3
IL-6 25 T X 1AV S YL 9 3f BE RAE S, FER
BRI A AL R EAE T, TAV AU S IL-6
B, H W3 R A A S e S A A 3
('suppressor of cytokine signaling 3, SOCS3) A&k,
SOCS3 J& IL-6 #1 % STAT3 {5 5 (4 J1 4 K 1.
IL-6-STAT3-SOCS3 fll &£ TAV % 5 HL il o HL A5 %2
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YEHT, J& TAV IBYT e RS B2,
6.2.30 CD147-H%E A

I 45 % 7K 2 5% L il 2 (angiotensin I converting
enzyme 2, ACE2) Jj& SARS-CoV-2 [ 2Z {&, i if
HRREALE G PG, BIR ACE2 7EM
B A RS, (HHRRACPFRAL, JoHETE
it vy B AR AP AR . 25 B e i 48 1 R A%
Pk, BFFEE AT SARS-CoV-2 7] i i Hifth ik 42
PR HE Y . 16 F A Z & CD147 5 SARS-CoV-2
I A Z BRI EAEH . P CD147 HrikSE ek bt

( meplazumab ) BEfSTE Vero E6 Il BEAS-2B 4llfig

2B CD147 5 BH Wy CD147 M 11 4 ] SARS-CoV-2
PG, ANZE CD147 BYFRIB AR HEE A JEA A
) BHK-21 40, JfH CD147 Jaoh F BEn] sh Az
JEE. A, CD147 ik WAEEHIAN S i ATE
FUML. 25 BT, BRSO e R A
WE——CDI147- FIZRE I, NIRRTt
RN 2 25 AR T — A A B,
6.2.31 SARS-CoV-2 12 igfil

TR T R R B2 — P i T AR 7 A T 3R
FRRURGL 259, FERIMRIR N B2 —F G 2 4t
SARS-CoV-2 2. )& & T #i#% IR Bk T SARS-
CoV-2 Ja% b 20 W A7 55 A% 1% 48 Jf 25 14 A DR 4P 4
EPEPETR B ik 975 (BUEMOKR, 2k 4) .
R T MR R Sk 40 SARS-CoV-2 B & i, K&
KT L WFUGE AR PFIGE R R, TSR T 4
ORI A BB T B BEAR DGR 48, HAILR 2
B CI ) ANl ol e e il vh A 2 1. It R BRI
SARS-CoV-2 Wit — > n] 12588, 7eds (1)
25k HoAth 42 J8 2507697 SARS-CoV-2 JE YL Y1l IR
Wy B
6.2.32 RNA i) RNA A1

RNA & #i ) RNA % 4 B (RNA-dependent
RNA polymerase, RdRp) J& 5if R 55 B¢ & il Fil 5%
AL B O G, S U EE 2 ) R AR VY

(redesivir ) 25 il ARSI EE A

12 ( nonstructural protein 12, nspl12) Bf T 4 /K7 %
BRI R A ML OMRSTFE A, 723 N bid B
A BRI B- BIEEMI. FfEra 5 nl L5 X

PPS

PG EEAS G, TH R 8 2 R A 5%, 1%
FE AT TR BT 1 2 B T A B2
6.2.33 JELRIG B 32 AR

5o R 7 8K 8 (Mpro, X FK 3CLpro )
SRR EEZ I A AT AT, BRI R —
DE WG TIPS . BT HCV 259 1 B 4 R

(‘bocprevir ) FIA AL Je MG B A ( ek ) 9 2 30

7 GC376 ¥JHE 1 i #U [a] Mpro A5 % b 30 ] Vero 41
M SARS-CoV-2, X 2 Rl il 57 ¥ fig 5 SARS-
CoV-2 |11 i Mpro M HEALIE PEMIZE G, 2E i
s 1% B ANFE 5E, $28 Mpro JE— TR TE P 2
2R T
6.2.34 DHODH

DHODH 411 #l 7] S312 F1 S416 ¥ X} 45 1AV
ZIKV RGO EEAE N B 45Tl RNA JR7E, Rl
X SARS-CoV-2 HAT i (1 Hi#% # 1E . DHODH
BETA AR S, 20 i v e B S AR SRR M AR
S$312/S416 % T SARS-CoV-2 5 HAll RNA Jji 7 M H:
AR SRR A M VR . DHODH 1] fig /21477 SARS-
CoV-2 B H AL RNA Ji5 7 A SCEEHT 5 B2,
6.2.35 FYRTTHH 90

Joa 1 2R 7E T 35 40 M b R PR EURR R R
JEE AR AL 5 PR 5 B P 90 (‘heat shock protein 90,
Hsp90 ) 7E N 1Y 4 ML £ 45, Hsp90 #ll # 57 17-AAG
25 i MERS-CoV 7E 4 Jifl 5 1 A= BRAH OC A 1A
JYr 38 &% B RS R I, Hsp90B Y siRNA Y #E
i 2 Hu A ) MERS-CoV (1 & i, I BH 11 9% 5 0 7%
#&. Hsp90p 5 MERS-CoV # # H ( nucleoprotein,
NP) HHEAEF . Hsp90p J&4EH; NP K M r bt
4k, 17-AAG %} SARS-CoV il SARS-CoV-2 i 14
BEAT B A EIFE . A2, Hsp90 J& AN 2E iR
# MERS-CoV, SARS-CoV fll SARS-CoV-2 f fii &
WA ¥, Hsp90 W] GE BN —Fi-A R BT B HE AR
kSt AR B B
6.2.36 1L-18 F1 IL-22

2 P B B AT LS S TLRS A 319 IL-22 Al
AT IR A & SR G5 BUREZ 14 C4( nucleotide-binding
oligomerization domain-like receptor C4, NLRC4)
A IL-18 A K 7Y 2R3k . TL-18 1 IL-22 Jf if
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P0G B I B2 40 9 (intestinal epithelial cells, IEC)
A T RS2 R AN TR AIL R S b A o S RO 2
(rotaviruse, RV ) MYk, IL-22 {& 4 IEC 45 Fl
M9 BRImIER, FEUEN RV 6 FALAY &
&, 1EC [z W R BF 4. ARz, IL-18 mILA
V5 RV YLy IEC ZHfIAE T, AT B 4% FHLIBT RV
SN, SRV G IEC i s N, X
BeZE RN, IL-18 A IL-22 AYIR AW T e IE) 7 i
Skt %t IEC 40 A 2R 1 —Fh F-Br 0,
6.2.37 WENE I LA 3- 0 3- % 52 AL s A48 14 2
VA 1

FLE/ A W2 18 00— FARBI R S . R EETE
HAmr b E @k e & TR MOR LI A . &
AUE RNA JiREJE VP3 SR LA 3-JE 3-
WUBSA i ME 25 % 1 ( phosphatidylinositol 3-kinase
catalytic subunit type 3-recombinant phosphoinositide
dependent protein kinase 1, PIK3C3-PDPK1) & & ¥
f 25 4 38 3 % AKT-mTOR & 42 1 [ 1. VP3
) CC1 &5F9 33 1t 5 Beclin 1 A ELAZAH A g 25
PIK3C3-BECN1 &4, JfFH 11 A W/ MAEFIIE AL,
1M VP3 f) CC3 £ # 3ail i B #% 5 PIK3C3 4545
Ik PIK3C3-PDPK1 &4y, Il [ g/ MAHIIE 1
FALE. PDPKI #47% T AKT-mTOR i %, i id 5
AKT 2565 %406 AW, B2z, BFEHE T VP
PIK3C3-PDPK1 & &5 AKT-mTOR i#f2HE R, If
S I, SRR R A 0 G AR IR
6.2.38 {5 5% G s idis - 1

AL /N B 8D 25 5 AE (severe fever with
thrombocytopenia syndrome, SFTS ) 2 #rA9 SFTS
JitE (SFTSV ) 5l i — Rl fi K2 2E iy 1918 44 9
H HiTIE A m I B B s UmR i 25, R R R
T HL 9 AT R . SFTSV B e 5 3 3 R it ik
IFN-y, TERGFRBOAHAE PR B 25 94T SFTSV i
P, FHH INF-y 7640 SFTSV i B & b e e
STAT1 J& INF-y #55U/F AU A0 HIAE 5. SFTSV 1] LA
i 1 JE 45 #4 25 1 (nonstructural proteins, NSs) 5
STAT1 AHEAEHIS S STAT1 BEASG AL [FImT,
SFTSV i S YL i STAT1 2K 17K - T 3 ok BHL 17
INF-STATI fi % i) STAT1 i 35 7. STAT1 347

PPS

SFTS MYWAERL AL
6.2.39 TNF-o AT ALK

P3HY%%5 T (hantaan virus, HTNV ) &L n[iES
J54¢ HUVEC #3A TNF-o G T2 S E A ( TNF-
related apoptosis-inducing ligand, TRAIL ) , Ff{#ifg
F2 40 Mg %) TRAIL A5 09 98 T 8. [RlB, TRAIL
TR AP A0 T, B HTNV (974, b
INF-B 19774, Sl FMEME TRAIL Zb3#, 40T
EERE N, INF-B 977 AR BN, i EE 2wk P
W EFRAK. TRAIL A7 W8 S T dke, s
TIREA AL, 8T, JREREIT
THET R, TRAIL AR A4 4 i 03 7= A1 INF-B 474
AT HTNV B, TRAIL ATAEEIAT HTNV
JERYS (T B
6.2.40 m°A

m°A J& K 2B AEY) P G 1Y) mRNAs
WA, AN ZEIF IR 1E A M5 7 (human respiratory
syncytial virus, RSV ) A RNA # m°A & 1fii, ix &
B 5 T e 7 I & A BOR MEH . m°A HIEE4S
it 9 B B A T RSV & il L R 23K, I m°A
25 FH L 1) BB U0 T I — 1. e EE m°A HI3E
L LE T RSV WA HIFEGRIEH, m°A HIELATEE
JEIRIT RSV AU AEHE 5 B3,
6.2.41 JREEEEYLAIT A OCHT miRNA e

miRNA-192-3p 7£ HBV 3 I3 3 3k FE A1,
AEE HBV DNA K-/ FF i, s i, At
miRNA-192-3p 3R iA ] 1 il HBV DNA 954 5%, M
MR P05, (A, miRNA-192-3p J& HBV Ay
WRT, A ATRERSCN HBV 1677 BRIV 5 B,
63 HREEMEALES
6.3.1 ZH7E [ H2B iz Z0i&i

F &3k (candida albicans ) SUFR I 22 8%
BETE, REUEAE AN RS S 2 AR 28 Z
(AT At FEVEARI R RPN BELE A Y, R &
WP H T 22 80 20 7% 11 H2B B2 Z k18 0( histone
H2B mono-ubiquitination, H2Bub ) 7E H & & Bk
PR B - T 22 G 45 i B P A7 e 5 U . H2Bub 7R 18
FERAS T ORFFRAROK T, 8 B - T 22 2o 8 300 1) dnd
FYGNN, JF H Y 225 A A BRI, H2Bub W AH
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NEJE D, TERERE-TR 22 i b, H2B Mz Rk
55X R E3 17 ZEH Brel MXz %1k
fitf Ubp8 FTiE % i Brel ] LIS/ B 22 TE AL,
Ubp8 (RIS IR 1 L 1] B 22 9 e Ak, Bl 55 A 6
IR REOENE, KT SR RN R AR
FEIFIE], Rl BN R HT B 25 T R gt T —
BRI L B H2Bub AT B IAYT S BR  Jek
PR
6.3.2 A& IR G YTl

NAD' K #i P£ & & R i & B ( glutamate
dehydrogenase 2, GDH2 ) Al NADPH 4 #fi ¥4 25 &
R i 2B ( glutamate dehydrogenase 3, GDH3) 7E
SR W B S kA R EZAE . GDH2 5
GDH3 w3 I ¥ %t 1 40 2 2R R A A 4 A i 2k
M 7, GDH2 F1 GDH3 ¥ 2 4 F57 20 A8 it
S ) OCREEE , AEE ORTRYT SR R R R
Y HEAR o
6.3.3 FLRIAEEILEE 1- LRI R 5L

£ A B 40 A E 3R T 0 L TR A 1

(enolase 1, Enol ) AJ MR FNIETE FLF IR &

LI E RN b KRN A B A R R
Enol (/N EUATEREDTIA mAb12D9 AT LA H 1 (0 &8k
S TS FLEmEE, By kA AR R ALE £ EE
AT B AR, RIS ER A ST R B S H AT
254 B Je R o5 4 SORURER ) PR BBt LTS
PEP Enol W REJEIAIT IR AME B BRI AV TE 0 05
6.4 ZERIEALR
6.4.1 Rv0222-ANAPC2

MR AL BT, A5 AT Lo g
1 Rv0222, Rv0222 A 515 FHLA ) —Fp E3 72
% #H 2 (anaphase promoting complex subunit 2,
ANAPC2) FHEAEH], JHEBERIEIR-11 EHERZ R
HEWE B 2] Rv0222 RO 2R 76 &AL, MHIHLIA(Z
RIEMMEH FRIRIE, ARIPUR B AMEGRZE RS
RU & PN TS = €t e AN N W R T T}
B 38 R R BE & e RNA Sk ANAPC2
BIHEE, TTLATH BR Rv0222 X4 48 M 52 7 it 41 il 5%
BB Rv0222-ANAPC2 ] 7 RUBT 45 4% 259 (1) T
R R

PPS

6.4.2 Mce2E &

25 ¥ 3 B FT B ( mycobacterium tuberculosis,
Mtb ) HIIHFLN A AR EE A 2 (mee2 ) 59\ F- G
iy Mce2E & H ' & A —4> D K7 (—Ff MAPK
SRR ), TEENEZANMIh Mce2E il id H D B[R]
IFA ) ERK HT INK 5538 #%, 52 TNF-o #l IL-6
IFEIRREAG, FH] T H MEL A S B S sy B
Mce2E 7 Jy—F Mtb #:0E K -, HAT e iiiilfE
AREN SRR T SR R TR
6.4.3 R IMEDURILE I 6

B 4y s Ve B R BE 6 (early secreted
antigenic target of 6-kDa, ESAT-6) J& Mtb 43~ i i) —
Fh e e RAP DU 1, RBAE 5 B REATT A i L g4
2 1A TLR2 4545, AT L% INOS/NO 17 5.
NO #E— il H3 20 85 155 27 (7 2 iR — H 54k

( trimethylated lysine 27 on histone H3, H3K27) , #
M b — R 5 L A B4R id 53+ (epithelioid
macrophages marker molecules, EMMMs ) 3&[H mRNA
SR FIA G A RIS, B SE RN AR
AL AE Bk Mitb 5 R PR 2E b 2 9 ML 4R 3
THIESE . K, ESAT-6 A G825t 45 7% 0k 1) 1
TERE A
6.4.4 SPBATRINEEH 3

K FF B B £E H 3 (mycobacterial membrane
proteins large 3, MMPL3 ) 7 4fl }fd B & hl i 2 i
KHAER, & — P gs R 245 bt e i) B2 S48 i
MMPL3 HFLEREEF A 12 AN MR8 5 s R A L
DL TARGER IR AL 2 R R AR - i 2 R 2 o1 o
AL BRI HEFR] . MMIPL3 4100 51 351 76 5 s X Jal P %
B I IR R AL SRR 2R , T LA Mitb (144 1 B,
MMPL3 & 4582005 25 W) 1B B0 bR, X — 25 A 25 i
P R M E Sl MMPL3 Sl 504 ko 9 454206 254
I o
6.5 FERBELEAES
6.5.1 BRI -1

L ( Trichinella spiralis ) &= N & 270,
FVETE -1 (elastase-1, EL-1) f&22 %R 5 [ i
KGR — I, 20 TAwRT, JFERE
HEZERMAE T AR CEEMIEM. EL-1 7]
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FIEC FEStEgs &, A EAE RO AT 3220 T 40 o
AT, XFESEA B THEE R4 UR A %6 &
B8 bz, 83 siRNA-291 4 5 i1 RNA T4 1T
BREL-1 FEH, 40T EL-1 & ARk, BRI T IR
RGBT RUERRE S B, EL-1 AT AR X E
B B I TSRS i o H0T
6.5.2 ZHE HUBHLAH OCHY miRNA H65

T A8 (B S I H ) N A e e R g g | R
{189 N2 TR 1 Pl B 4 s i P& i £ 1) — ol e N 2k
. MMU-miRNA-101b-3p i it 5 #! mRNA %
G 1) 4 i e 51 CDS 45 G-l 1 8 4 Ak W B AL 3

('superoxide dismutase 3, SOD3 ) 7E£k PRIk,

I MMU-miRNA-101b-3p #111 #ll 57 7] 38 1 34 il SOD3
IR, AR T 2 duy A kB0 B, MMU-
miRNA-101b-3p A REJEIRYT L B I 7R T A5

7 KifttEEmIERIES

PR 2 2 5 48 FE R TN A W Ak 2 2 AR R A B
i, Fee Qs ansE . AR, SEERT . B L 4T
] A HE AR B = S R A . SR IS K30
RYynT s A , R R AR K i g 55
RE I L B s 45
7.1 BHMMESEERES
7.1.1 MAP JHHER 1 5

TERE I E 1R 7 40 - v 200 A B A
5 R 08 AV E A A2 5 | g D77 4H 4R ) e e i AR
PR I RN, MAP S #E AR 5 ( mitogen-
activated protein kinasephosphatase 5, MKP-5) J&—
FhARAETNHIF, REALLEE EAH M M1 RIS S M2
A, Jf Hid it P38, INK il ERK/MAPK i 22 5
NP S B g 1 2 2L 5 5E FANAEREI R ( palmitic acid,
PA ) fill & 11 W0 i 5 3 . MKP-5 7T i 2 JIE i
AHICIIR S TEIRY T HEAT
7.1.2 WBEHEIRSZ 14 2

FH ik 3% K 22 1K 2 ( formyl peptide receptor 2,
FPR2 ) /)& T FPR SR M — Rk 2zn 15 RIZ . 78
R (high fiber diet, HFD ) %5 A9 AE Bk /N Kl
il db/db /N BRI ZHE T, FPR2 Rk T .
Fpr2 il nl ARG HED 5 S 09 AR RE . & i A At

PPS

NEW A2V Fpr2 §l <38 23 7t = HFD /N BRI, 93
ARE T, DA AL AU i A MR T R M
WAL A ] S E , 22 B FPR2 30 i 1455 LA RE HE VM #E
0 40 e A R ML A A R TR rERE FAE DG AR 25
BLHP A SRR A B, FPR2 T RE R 1A YT AR JEAE ()
LGy 7S
7.1.3 JRHTHGEH 12A

JIE JHE S5 2 0% 1 D7 4% 2R 1 12A (heat shock
protein family A member 12A , HSPA12A )ik,
SRR B 2 IEAH DG . HSPAI2A @ ERAm i)
T AR s 2 B A 4 534 DA K g3 A ik AR e A Ak
Yy it A 188 5 ) 8015 A2 K ( peroxisome proliferators-
activated receptor, PPARy) #1 H #x JIg 5 JE bl
MR, T HSPA12A i Fib ek 1 X FifE H .
[EE, 4 PPARy niif% HSPA12A 40 AR i 40
L5341k, HSPAI2A FiksZ PPARy i R4, 52
PPARy J#4i6 1M L. 522, HSPAI2A i#id PPARy
TESUBAT, JERR DA SRR 1 T T Y
BRLE AT B HSPA12A AT RE M M vA) 7 AR JPEAE AY
o RiL Ly
7.1.4 EPO-JAK2-STATS

R gifA: ilZE (erythropoietin, EPO) HHZ
& (erythropoietin receptor, EPOR) &5 4&, ZE4EIE
Z AR E R JAK2, IR0 N Uf(ES STATS.
WG JAK2-STATS 551455, 123 PPARy M
K+ la (Pge-la) | fEMEEEEN 1 (Ucp-1) FIPAGH
PRI LB 1 (Cpel ) | H il —PRERAR NI (ATGL )
NG AR S I FE R B AR R I 3 A it
EPO-JAK2-STATS Sy Ifit i 5 BOf I 3 15 it
Ig Y=
7.1.5 FF-02-FEE A

PE-02-E [ ( zinc-alpha-2-glycoprotein 1, ZAG )
JE T R IR . ZAG 1 Rk mT Ly [
LPS SELAIMLIK TG, AR IR i B2 AT TG #4 1
o, HES T ARAE RN, A AP AR, IR
T RAE TR AR RE . ZAG Ry RIBHIN T
B3-'f L IR E 3Z 1Ak (B3-adrenergic receptor, B3-AR)
1 PKA 3Rk, 5T T cAMP J W o456 8 H

( cAMP-response element binding protein, CREB )
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fIBERR L, ek T CREB-CBP &S WMIER, M
il T NF-xB-CBP & AWML, &l 1490
ZAG I8 3 15 SR BN I8 T IR A ER L, AT RE
BRGNS VR HIRE A
7.1.6 4% D3/TGF-B/Smad %l

4= 2% D3 W LA TC. TG, LDL-C. ApoB.
A & 1% -9 B 1R % 424 % (alanine aminotransferase,
ALT) Ml K [ & & MR A % ¥ % W (aspartate
aminotransferase, AST) &, H9/1 HDL-C. ApoAl,
SOD. CAT i . 43R D3 ] L)t 3 R AR 1M
FF121h TGF-B1. Smad3 ik, il HLP K+
() TGF-B/Smad {5 5 il HARUGE M . ITFDIRER
ASP 24 3 D3/TGF-B/Smad il &5 i UAE (AT
Pttt VBT AR
7.1.7 RERERLAG S H 16T AR miRNA #8541
TERE /N LAY B BE IR B R 40 B P, miRNA-

3da B IR 2R G AR A 188 40 R 7 0 B i
AL, DA TIPS PR 25 R ) 4 B S i AR A 2 3
1138 3 K14 19 5 457 3% 3K 7T 3% %% miRNA-34a X M2
e AR 1 00 1 A1 T B T 2 A S5 g 1 TR S8 A P B
miRNA-129-5p 7EJE /N B 8 B T 4121 ((white
adipose tissue, WAT) iy &N, 5 7/l
PR B B 107 TE ). miRNA-129-5p 1Y d A FEAR T

B U7 200 1 0 A i DG BRI Y IR T IR T IR S S A 4

(fatty acid-binding protein 4, FABP4) . CAAT [X
Hagg 2558 1 ( CCAAT/enhancer binding protein,
C/EBP) . PPARy %5 13K ik, M55 T # €4 )ik 7 40
ML 234k, T WAT #9148 58 5T 43 ( stromal
vascular fraction, SVF ) HIRIHITE B 16
g4 ( brown adipose tissue, BAT) P Afjik
ANEURER EE A ZSHFIE T miRNA-592 AL,
FIAF N miRNA-592, ] LLE i 0 il FOXO1 i193%
IR T TR A v IUMAE i & 2R I AT i 017
ARPE P IR IR AT, miRNA-203 (1 33k
HEeRIEAER IEACE, 1M miRNA-203 3 ik n] 1%
58 V. WAT #5745, miRNA-203 AJ 38 43 Ff 45 #0 ] Lek/
yes FH I HT B (M IS A BRI B (Lyn ) SRAMH] IFN-y
RS BRI , P8 RS R U I R IR IR
AT AERERE B,

PPS

7.2 BERAATIERIEE =
7.2.1 ELWRZHALAE) 1

40 )34 1 ( macrophage stimulating 1,
Mstl ) J&—FPi AU LRI I3 K, 7E HFD
Ak B R PR S b E . Misel @B T8 55 HFD 3
BT A 22 0 BF AR ML TS )5 Misel R mT £
JF40 S % % HFD Beidi, M 4% Parkin AH 5C A9 28
KBLART i Mstl A3 1 AMPK 48 8 95 Parkin ()
Fik, AMPK A AT LA Parkin AH 5C LR 1A
T, GRS A PR T B, Mstl S B
AHSCHE I S TR AT TERE bR
722 HHEH

‘B # & 1 (osteopontin, OPN) ifi id 5 H 5Z Ik
AR avPs FlavBs 55, TEANE Tl B IRIIR ( free
fat acid, FFA ) 1Y HepG2 41 it 31 V8 K5 P 15 105 59

( nonalcoholic fatty liver disease, NAFLD ) /)N il i

JEEH A A AR - R ARG . DTER OPN Wl A
WA A 08 R BUAR SR, i ik OPN W St 7 Al 2
MR . HT OPNAb LRI IA YT AT o 2 0 2 i v
Jig 78 MR A W8t 495, OPN 1 B8 J&: NAFLD 397 (1)
TRTERE B
7.2.3 M4 B KR AR 2

N 5t M (endoplasmic reticulum, ER) 3l 2% F
7 B BB 5 i 105 A8 M 1 i J AT il NAFLD 1Y & e
Ko ACE2 BT AT AV ER MO, [RIERRAR TG 7
i, SN0 YRR LT I TG/PA U5 1Y T4
Ji R FFAR E 1 HORE S 2R gAY 08 . ACE2 TIKKB/NE-
kB/IRSI/AKT i3 2 € ER 805 |2 1) I g 17
AR BT S R ARAE T B, ACE2 T RE 2
NAFLD [P TERTH AL
7.2.4 RNA 455 H 5 /9 KH 4515

R[EEE LIRS (steroidogenic acute regulatory
protein, StAR) FJEML A RNA 454 H 1 5 1Y KH 45
4 4, ( KH domain containing RNA binding protein 5,
QKI5 ) J&—FhfE RNA ¥4 53¢ J5 /K-F-32 P Y RNA 25
BHEA, a5 RNAFIISS S, TTIZ22 5 RNA
PRSI | AMME L . R MR A B
DUERAE B T 1 Csirtuin-1, SIRTL) J&—Ff AR
WHE RS, AT LI NAFLD, 1E NAFLD /M,
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SIRT1 i QKIS it £ i fk, it PPARwWFOXOL1 {55
PR QKIS (YA, HEMTHIHIFME TG &1k Y,
QKIS J& NAFLD A7 U AR .
7.2.5 JENIHIAT A OCHT miRNA 5

FE R RE JRE /DN SRR B RS M i 7 I 4%
( non-alcoholic steatohepatitis, NASH ) f& f HFAEH
miRNA-378 FIEHNN . 121K miRNA-378 0] LAY
SRS AMP I S FE A v-2 987553 5467 ( protein
kinase AMP-activated non-catalytic subunit gamma 2,
Prkag2 )3k , (e 7E NF-B-TNF-o [ R AE AR S
HEME LT 4R A & R B, miRNA-205 (13 ik
A I 2 Z 4 1 ( neuraminidase 1, NEUL) 19
Fik, HEMA-SIHNE TG R, BTk EE A,
IR AR R B,
7.2.6 JEWIFAHSEH IncRNA #5

IncRNA-H19 7] L) 5 miRNA-130a 25 &, T~ 4
NAFLD #{] 3¢ %& [l PPARy. SREBPI. SCDI. ACCI
FIFASN, i J 5T & B IR DR RN TG 43305
IncRNA-H19 J& NAFLD i J7 1 1% £ #F # 1 P°0
IncRNA MEG3 ( maternally expressed 3) FYJ 3 ik 7£
NAFLD AR R, HR 185 IR 107 A A DG L A 5
TG, MEG3 A1 2K AT LUl S 5 miRNA-21 45
& LA R FE B AR 2 AR AHOCHR 1 6 (LRP6 ) 1Y
FIRTFAMH] mTOR Az,  MTTIS 20 A IR o 1) &5
1 5% IncRNA HULC ( hepatocellular carcinoma up-
regulated long non-coding RNA ) 7E NAFLD K f 19
P LR A . M HULC A LAd3% NAFLD
REUFHZ RS . JF D REAR SC Y I Bt AR
TEARFI T £F dEALFE B2, /D AFAR A I T2 IncRNA
HULC A Bl ik 3% NAFLD A FRLa0 B4 5 B
IncRNA Gm15622 7E HFD /)N U JFFEAT FFA Ab 311y
AML-12 4liffi & 23k . Gm15622 1] LUSE I s i
A T E R T e 4 A5 E 1e (sterol-regulatory
element binding protein 1c, SREBP-1c) HyFik, It
FEHE HED /N UM AN AML-12 400 5 &5 B 0%
IncRNA FLRL?2 ( fatty liver-related IncRNA 2 ) &) 12 43
i B94% IncRNA, 1 NAFLD &k 8 F 8. FLRL2
f 3 2 7K mT o i 07 28 P, B0 Antl-Sirt1 i,
I g 105 A= 7. ER BRI AE, T FLRL2 1Y

PPS

TSR A R VR B, #E NAFLD H1 IncRNA
NEAT1 #1 Rho 051 1 ( Rho-associated kinase 1,
ROCK1) (5535 T , miRNA-146a-5p (IR 1K .
if 3K NEAT1 #] DL i 410 ] miRNA-146a-5p ik
KA ROCKL i, InEARN & . @ik NEATI
1 ROCKI ., i %35 miRNA-146a-5p A LA i 38 5%
AMPK 3% 12 9 1 g 7 & B P, IneRNA Gm12664-
001 7K F-76 F B8 15 S 19 AML-12 40 p 3% B,
4 IncRNA Gm12664-001 {14 2% 15 0] L4 61 3 45
miRNA-295-5p FIfEH, MR ATFAE TG & 8 B,
&R et 25/ RCC % 9 IncARSR ( IncRNA
activated in renal cell cancer with sunitinib resistance )
TE = IR 5 S 0 3 W) Fn At BB AL rp i R k. i Rk
IncARSR 7] DL i 9 /b YAP1 # R 1k f #4076 TRS2/
AKT i#f2, Jfie— D3R 8, 4iisgs . =
ZEFNAH L B 0K Inc ARSR P4 IRS2/AKT 38 %,
AT 3 R JH YAPT 3872 NAFLD /)N B2 o 1 33
FARZE, IR E L B, 78 NAFLD fRdr,
IncRNA CCTA1 ( colon cancer associated transcript
1) WFRBRE L, WS CCAT1 g & &Ml &
SMIE B AR, 3 #35 IncRNA CCTA1 R LA AN
LXRo 155 s H- L 0F LXRo (9335, M2 2E i i
T 9T R NAFLD fi4 % g B,
7.3 BRERRBIEAL R
7.3.1 #MAE Clg/ MR SRFE R A CHE 1 13
#MA Clg/ MR IRFER FHH G 1 13 (CTRP13)

JE— oy W m B W5 A, AT DL R AS R4S
5 4k, CTRP13 A] LA 34 il GTP ¥ K fif B 1 (GTP
cyclohydrolase 1, GCHI ) (1) 1k Fl JU & A= 1 2L 0%

(tetrahydrobiopterin, BH4 ) MJ/KF, DIECEN K
— A 1k & & ¥ (endothelial nitric oxide synthase,
eNOS) (kA . Ak, CTRPI13 AT LA Rk e A 25

(high glucose, HG ) i75 51 PKA TH A HIVEH]
PKA 5V (48 fin 4855 T PPARa O BERR 1k, OKF H: 3%
L3 GCHI Jazh+, MIMEGE 1 GCHI 5%,
BOE T N AP KT, CTRP13 n] A A bR o M 1
RV TEIR T LS B,
7.3.2 i IBEBUR AL SRR T

AU B 5% 5k 7 ( MondoA/ChREBP ) il
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TR AR ) 4 S AR . PR R Ry AR R
214, MondoA/ChREBP Hip[al 4k 454> B (1) A b
SHnfe . B EEHRE R AT, RS
41 MondoA/ChREBP 1k K 18 # 2 R8RS R
HGPT (insulin resistance, IR ) , X4 2 AUHIRNE ( diabetes
mellitus type 2, T2D ) &AAYaTHE ", #[H MondoA/
ChREBP AJ I FXI Bt AZEHY T2D S HIFAAE
7.3.3 Lin28a

Lin28a AJ DL £ 14 A1 FAA P 390 B 41 IOk A 1A 3R
(STZ) o509 B 4 i IR i B i B 4 e st e,
Lin28a/let-7 FliEHEAR B 4 M D REAY 2250, A
B TIRY7 10 WO s S AR B0, Lin28a Al BB J&
TR I PRI Y SR ot B
7.3.4 BEIRIIGITAHCHY miRNA H65

TE 4 YR B JK % ( gestational diabetes mellitus,
GDM ) #iEIf, miRNA-222 ik B E T+ m, T
miRNA-222 7 DL i CXCR4 | 3 -4 i WL 4% i
By ZR AR E R 8 2K, [l i 4] GDM AR B (Y
PAT . SOTE AR A KT B 78 [ B e e
JRJH (latent autoimmune diabetes, ADM ) &7,
miRNA-143-3p F ik [ 8, # ] miRNA-143-3p 25
- FOSL2 (FOS like 2) ik, Mifi F3 IL-2,
TNF-o A1 IFN-y (35~ H, 1L-6 %k B, #%
I miRNA-143-3p W5 553X —4EH ™, miRNA-802
TENERE/ N AR AL I R rh 34 im0 miRNA-802 23
513 ok £ 2 (L SR E TR Ca™ (5 515, NI
T PR ol 2 3 i B
7.3.5 BEPRIGIAT A OGAY IncRNA #E i

IncRNA MALATI1 ( metastasis associated lung
adenocarcinoma transcript 1) 7F T2D 1 & £ ik,
JF H 58 R AR T R K P B IEAAHC, T
BR MALATI 7 B AR B &5 B R4, [, o %5k
MALAT1 A DL H 5 miRNA-382-3p 454 L) F i
HEPLFE (resistin) P, IncRNA MALATI1 J& T2D if
SRR A

8 ENR{EMLES
8.1 Alport ZATE/EAES
AP H] TGF-B1, 7] BH 1k 56 5T M fe 8 4 i et 3R

PPS

YK, (EASRERL L B 2 M 2 s AR UEAR B0, B
Wi TGF-B1 AT BEAIGTT Alport Z5 B AERH T I
8.2 RERSEIEAER
8.2.1 FREWAHICEH 1

W 15 P A2 A ¢ & F1 1 (huntingtin
associated protein 1, HAP1 ) 7E KA ZEE1E ( angelman
syndrome, AS) /P B &3k 18 N, HoE ok 5
Beclin1-ATG14-PIK3C3 & & W AH B AF FI A ik A W 14
JAsh, FECPBKIEMENN, MEIRES R, i
il W AT R 2SR S BT, HAPL ATREICH
(PN RN L=
8.2.2 Ube3a

17 F H M % E3A  (ubiquitin protein ligase
E3A , Ube3a) F:[R 7=y B Az 2% 41 i sk 3t
PO P ) AU A H . Ube3a D) fE Bk [ 5l 38 5
W FEORMLRGIEM & A, £ XT Ube3a iS4 Fil
Ube3a {1 ke s LTS B I VR FHAIF 905 iy T K
2 G AEAR BERT IR A B
8.3 BEBEALEEAER
8.3.1 Wnt /5 {5 S idE I H -1

Wt i75 75 5@ B8 F1-1 ( Wnt family member
1, Wntl) 7ERUH AT RE . B KB MRtk
HEEEA, HREASFENE A SAE (osteogenesis
imperfecta, O) , XFRMEEE. 768 H0E] 705 H A
M SR R R B Wnel T BUNRUTE BT, 2
FrE R RCE A4 PP Watl ol BEZIGIT R AN 4
i A 2 T A
8.3.2 #ZfiFE M 3

229 11 3 (plastin 3, PLS3) J7 iz Fik T [
R A, HZ 5928 b sl AR sS4
LR, TEEH kB REh A —EEH. PLS3
GEAR 5 FECFE LW IE B X BE AN k. PLS3
LD R S BONA AR . PLS3 i Rk SBUNRILA
LR RSEREIN P PLS3 AT BE R IATT WL AN 4 E
HTHE A
8.4 SERERTERMMRE/E FISE X

R IR G I -1 (5"-aminolevulinate synthase 1,
ALAS1) SEHPIEMET R A OB A R R . ek
[a] &K P "MK SE (acute intermittent porphyria, AIP)
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BT, MLRTRIEINSTE ALAST 3£k L B
i ALAST VS MERTRERUCMIRYT AP BB 5 Tl o
85 HEMNEFARIEEALES
8.5.1 M4

1fil. %) 2% (hemojuvelin BMP co-receptor, HIV )
e —PhRRES G & A, FEA RIS FRAS RAE( Duchenne
muscular dystrophy, DMD ) £ # Fl mdx /) B &
EENR BT, HIV 3 &R R s
WA ZE4s . £F4edk, WO FILA &,
HJV FEH Byt ki@ A 5 TGF-BI SZ4A4EH T
WU ] TGF-B1/Smad3 {5 53l %, MIMIsZEE F*
AN R AR ARG I LA 2545 B, HIV A ik
3% DMD SAFEMSAH G I LR ZE 408 IR 73 A

FENL TR AR (micropeptide in mitocho-
ndria, MPM ) fE C2C12 B LAH ML A4S 531 1A A
A JE R LR B AL R R AR 05 0 LA
Ak R B, MPM DUERZA ] C2C12 ) ILER i
LA A 434k, T MPM & 3235 I BB I C2C12 AR
WLAR B ) LA 0 oAk, MPME i/ INER S B0 H  B5 L
LRUEBYIN, WA ERE S 22, ILPA AR 2 B 4 B
MPM A e RN E TR A RIGTT BT TERE A .

8.6 EEAENEAER
8.6.1 SNHGI6

IINZHERZ TR 15 3 55K 16 (' small nucleolar RNA
host gene 16, SNHG16) YE} ceRNA TE 52 F i
K AEFE HEAEH . SNHG16 78 HiE JLJC 11 ( myasthenia
gravis, MG ) & BISMNE MR 2k Fi,
bR SNHG16 KA R LI Jurkat 2 A4 5, 12
PRI T, (A ES & B SNHG16 il it 4545 let-7c-
5p AP MG eBEFEN TL-10 B33k B, SNHGI6
AHEH MG HiEI TR
8.6.2 1L-27

IL-27 /KF7E MG (B Mg b s akis, &2id
PERREE FIVAYT I & AR, H IL-27 T4 Sk &
P3 ( forkhead box P3, FoxP3) 5% ik MIZIRE, M
175 O T M T 20 HE MG R B AR BT ]
IL-27 Al RE A TR S e (5 . dERp e iass
YEM . IL-27 A A B Ch MG B2 s bn #UA T

PPS

(AR R
8.6.3 HIENIICIIIAYTAHICH) mRNA #E x5
miRNA-143 /£ MG /DMRIGRRA LR ILRE, 5
CXCL13 MR REHMAIC, 5 MG A EM R
FHIE . miRNA-143 FER 3 235 0] LI CXCL13,
oAV e 200 B F 36, o St B A L R T, K
KA MG IRIT RO P, miRNA-143 4 Bl NG I7
MG HJFTH S s miRNA-653 7E MG /)N Ul i 25 21
KPS, [RIIfR % = S5 R 9 (tripartite motif
9, TRIMY ) Ff-fit ¥F TRIMO ek hm, 7 i i 41 o
o' miRNA-653 i ik 5l TRIMY &f 2k 3] LU il fg
AR 7, T AR R, S A T,
M MG P B

9 ZiF

X o LA . R AT R
W B . RERIVEBORT . A S . 2y
PEBOR B . B . LT R AR . AR
B VYR 10 26 (R P, wHEHRNE [ a0
FERUE . FERIVERI/N . TSR A EA A AR
PG o B LR AR R R 25 SR AR 1) e B
T A ] 2 2 TR B 22 A WL 25 0 P s BT
TGN Z R, TERTFEK T bR,
BB G EPMERL, BAE R IKERIKT

K REA B BRI E 2 T A A
A B KR PGS S AR,
R T A SR ) SRR R IR ) S . b g
2GS TR THORJEBE ISR TT ST, R IR
HFERN > — . 2500 5 RIS K B 25 1 R 1o )
Rl A VR A AH 2 B 5, (LS 2 S 0395 F) T 3
Z—. QUEREYBTTIT R > — L UA T i 2h
WIVE 0 S 0 R B, TR R R B2y, i
G RHT. W6 IR R G5, HES M, &4
A ML B 0 K T8 10~15 4 MR e i, 3l o [ 7
D RO TR 1l St (A 111510 i i 1 2 o 4|
25 RHUM BIZE S RUETRE I K 1B, B2y
WIBFFE I 2 BT O RWTRTRS , ST TR L Al
A, PR S A A BT 2 T T T 2 (RS =)
FFARt ER AR 246 5 A 56 19 SR L R T 5
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