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[Abstract] Inflammatory vitreoretinal disease (IVRD) comprises a heterogeneous group of blinding disorders characterized
by immune-inflammatory injury in the posterior segment, including infectious and noninfectious uveitis as well as selected retina/
choroid disorders in which inflammation is a major driver of tissue damage. Recent advances indicate that IVRD management is
shifting from empirical inflammation control toward mechanism-based precision care. On the diagnostic side, polymerase chain
reaction, metagenomic next-generation sequencing, cytokine profiling, immunogenetic markers and microRNA-based assays have
improved etiologic identification and immune phenotyping. On the therapeutic side, sustained-release corticosteroids, suprachoroidal
drug delivery, anti-TNF-a and anti-IL-6 receptor biologics, and JAK inhibitors have expanded options for refractory disease, whereas
exosomes, nanocarriers and gene-editing delivery systems are opening new avenues for long-acting and minimally invasive posterior
segment therapy. This article aims to provide a comprehensive overview of the latest advances in the diagnosis and treatment of IVRD,

focusing on molecular diagnostics, immune marker detection, and emerging therapeutic technologies. It also addresses the main
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challenges in the current treatment of IVRD, such as the lack of standardized disease classification and the insufficient clinical
translation of biomarkers. The article proposes that future precision medicine efforts should prioritize evidence-based approaches,
focusing on "precise stratification, targeted drug delivery, and long-term safety evaluation" to improve visual outcomes and reduce the
risks of recurrence and blindness.

[Key words] inflammatory vitreoretinal disease; immune markers; targeted therapy; biological agents

3K JE 1 IR JE A (inflammatory vitreoretinal disease, IVRD)E — X H MG . #&E Z AT % . %M E 3UR R K
BAEG RN RE, §% FRHEE, WHE, REERAHEEEMNRELRNBE, F1XK#E
7, TR FEATENNAHE, EEEAY, AARFAXL T, VRDEXIERFRLANLA &
10%~15%, & BEFER, X—thkbl T EH, IVRDHEXEFE 2 HUTHE: (1)ZHIVRD, KEZ
ERAAEHEE, UMK, REE, IME2EEHA%, XEZFTERRNG, CHFHH. FE. EF.
FHEEFGRNREERE, UABE SR, ZERT ., SHEMEHREERLHEEZNRE, REXA
DAORIER R &, BFEHBEEREE, WHEDEH . WRNEREE., REEAMN . WL KAMNE, ¥ LHRK
EURAOFERAR., FRAAER, FHEREER . RBEMFABEALE, (2)) LIVRD, Z 38 & mL& +
FEUREABRFEZZ —WIRERER, BEERFUNERLT. FRAEXEEIRTE., RN ERKEE.
FRRAMHERE S, EEXLIT TIET, VRDWPH FERBFERE, REORE. REERFTAY
BEhd, BITUALRFENRNGY N E, GERAER. WREHY . BRARE . R AZIH A EL,
HEKR, MELSTENF. REFMLAFH AN RELE, EIVRDEREF. LREIEH AL ¥\
BARBEHE, B, ARBLE TR, AWFAFAREOHNTL, RERIZTAENEREF @EE
Exih, KXMAEREERRFL T HAARICR, EAERZRFENF . FADB B AR E & Wik
RN AK T RRARI:E, BRLWATRIIELRRMEED T Fr, UHDY KE R R R o R
NEMXFARRESE, WA N —F LR

1 IVRD WREH G 5 LRt

IVRD £ F R BE R M E THERRK AW AR RIER NH AW E . hEE, AWwEELEM B hee, &
FEROFARZHB T, VRDWRERGHAF L —RBENS, MELSHAMEE, SLAE5REMEERAN
ER, ARONHBEHREGTERFTRANERRN AT, RERAARSKAIRERNEEREZI L
WRERIERR, TERMAEHZEHME ., 08 R AR XA RIS, RARANRCARA T, F
Wk mEBR. WERTHAE . P ESAE R RT3 Al i T R,

L1 ROt B THle IVRDWR LA RBA THLFH SRS ME RN, Hd, SERARHE. KERT
R AR RN WA I By B SR R R 2 T R ot M ey AT fe Ao 1o, E B T 48 e R R B 3R T
¥ a(tumor necrosis factor-ot, TNF—OL)%?EJE@E]%, HEFFRENAENBE T B 498 0] 3@ 4 0 & 48 A
% -1B(interleukins-1B, IL-1B)#7 T 3 & -y(interferon-y, IEN-vy)ZF 40 0 B F, ¥ — & BB 22 K, R 3R
K HAFY, TNFailit 5 @RS, BIE T 69 40 M08 =15 5 38 % (40 caspase-3), 5| KR L4 M
RN, IR N AL M ERTRE S ERME WA T ERE G 3RE/MEK, RIFRERMEEGRIKLE, K
T o B 4w g B T, 1L-17 ﬁlé}e}zj:i}%ﬁ%Wﬂﬁﬁﬁiﬁ(retinalpigment epithelium, RPE)?EJH@*EI’] NLRP3 %3k, ¥
7 380 3 SRR /AR FF A A 9 JE A 22 7 4 L B o) SROIE 4 iR B9 92 4 2 BUK B UE 1 4 (reactive oxygen species,
ROS) B 7, X 2 ROS T {X 4 B 3R RPE 40 i t ff L A1 DNA, H o EL Ky, FRAMEERAMER,
T B (R B M5 Bl s, AR ML RE A A 3 A 3R RPE 40 0 B & v o fk BT IR E B AR
BHEFRR, T3 — P B OL 4 R ARCY Wb, ROE RO A 40 A UE AL AR BOR B SRE B Am
I 38 B A 2 L R F e R A ROS B I A0 W A B 4 3R 3 A A 1O,

1.2 EIEAMAENSE HIEAMEIVRD, L EZMFABE#KEE, BRBEEEAN, FHHEXER R
BMAEANELREZ — RENMNTTRALTENWEE DA DE AL AR ZEE S, BT BB EFE
B, AT mm&RFEME, 3R FAERFREHEL, mkkeske0MNELSER, 74L5 K&FTHEK
Bt w— b A2 i EF, AR AR g W % & K B F (vascular endothelial growth factor, VEGF), TNE-a #1
IL-6, EERAKMOL R FHEEEEZAE, VEGFRAL T AR FEHEEANRA, ShWMRHEANLHHEE
M, FEBIAR MK RS, IL-6Fo IL-1B 1 3 b9 i 4 48 % M R (R 3 B 40 R, 3 — o8 m B BE K Y
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AP, TNF-o U 3 33 3 % K #0E % B F kB(NF-«B) f5 58, SHKEMMGFE . 4/ E F B 4 1A
T, AT E M ERE M, AR EIEAM . A7 IR E2 @ 3 5E X1k EF VEGF thk ik, 3 n 40 By
BEM, AHTEEHRAD-NNERRY R EEEEa0 MR ClafmCsaBt §HZEKE S, HFE
ML R A P B 28, (R B R 3k VEGE R A0 26 It 0, AN T A Bl it 48 355 s 0 BT A i 8 B 7 R o Miiiller 28
18 o AL P JE P oy E B IR 4E L, ST 4 AR KO e AR R B T A RO E TR . B RER AT, Miiller 40 R Th B &
EHE, RRAAEEAMAETRENKRAFE, HHTHANNEF X EERASHEATES, B
B KW RS, T — i E K R R

1.3 HFENKENF FEHARZIVRD, LHEEZEEFHAEXEERTE, BRFEANEREL. EHH K
R WM e R LR, B ERET KB . LR R % 4 4% S T 4 %k
R, ThSPBEERFBERAAERET . BN NERBEFLE. TFRNARTEH, KEMX
iy _E J& - 18] JiT % 1t (epithelial-mesenchymal transition, EMT) T # 2 & M K JE 5 12 M 4 g 3 = 8] B9 & F A 1050,
EREETFRBT, REEAWA N EMT, k& ERREFRFI A, X-—HRHEMBTFEERANEKAR
&, [E] B 38 58 28 j 41 2 A (extracellular matrix, ECM) R4 87 & B RE A o AL FE 19 B9 JB 7 48 8L, 4% 77 52 Mller 281
ML, e 18 M RO R BT IR A - TR A L (glial-mesenchymal transition, GMT)[MJ , Miiller 41 L 75 R JE IRIE T
BT ENERR, Hou e E& g iR ot —F Bl oW R An e %8 . T RPE 40 f A0 ) o 40 fL 4, R 36
KRBT AR OAESRREQ, MA), FEEGRELREBE GBI A EECM Ko, RE
FRBERA KA, TGRRREAEMAIRYREZNALE T, BELHFL LA E 5 ER(WRTRELER
A RAEZRE H 3. Sma/Mad Bl R & 5 2/3. B EBALE 3-8/ E O M BmBURK LA T ENE A HEEE
B), RAAEMRFZN (o FRERNNGE A, FEEKA)NWKRIKL, 5 RPE 4 g A7 Miiller 41 # 84 EMT/
GMT™, [ B 7 B 5 T B F 3 — PR FECM M & RAnE S 45 IR TGF-B SN, HfEKETF
(4 VEGF, M /MRIEMAKEF. mERFEAEEKEF)FRENT(WIL-6) 5 5 FENHEZ, ©ITFT
IR FEAF AN . T B MECM A . FEMENRAKXRIARZECME #, AW ECM 7 8 &A1 K K
WG, A R A, TS B0 W R T Ay R AL B B0 A, AR Yl
Y AT Ny 7 3% B WLk A7 45 28 e (BY o-SMA P M 4 ) B %7 v, 3 2 4 i BL A e JE B O B A, R AL I R A 2
PEF KA EIATH .

14 k5 RmIE IVRDAGAENTERAWIERTIE, ERAREAETHREANAERSHNHA, E
FHAT, RABFESERRMINH LS “RRBAL” RS, WEXERRRT, XM PERITH, &
REFKRETRE KRB T 2% M (regulatory T cells, Treg) T 88 5 . Th1/Th17 4l K 5138 5%, Bl K £
SHERLEUATERFETINEEZ LR FEARD, ARBANE, ARABIARERKERS, XTHE
ORI WUHE R AR AR E R, ZVF RS REERBEREEET S ER N
NG BNEBRT BN, TR, STARERE, EFANETREEATEEE L,

2 IVRD WEIRISET AR R

IVRDWW LW AR BMA R, EERFNERANREREMYEFE T &, HLTOH. £REAIS IR
MBARBREIMEREEFTHER, A TIVRDWHEEERLERXRIAGERR, £ —WDoH ik EER
it R Ig R TR LFER, FIXAWLFLHEA, @HEFELH . EHE 4N F (metagenomic next-
generation sequencing, mNGS)%fff, MAHBEZ TN EHRE, LERAEEDRERAF, EHRFE
r#H .

2.1 R FLEEAR

2.1.1 R &8 %% X X B (polymerase chain reaction, PCR) PCR/E —fr E THBY H o0 FHMBE A, A
R LM RAERTFH, RUFEAT RS, 0. AERTELFLMREEOER, AERARAKE
NN EETR, SHEANERTEML, PCREAEAEGWERE M ERN DI, Hil2ELH
RAMEIVRD 7 H AW BF 0I5 KRB, AR ARNAR, L6 € PCRA S & PCRAEY & B A8 4t A H
Bt BRI AT E AN S MR EER, AAMRE T QTR WBEMEETLE., REPCRERA K
H-WRAELFE. EARAE. LB RETRE RSB E S R 0R R | AR E i)
WrbEae, EEXRAFTHANLSHHERAH T, PCREMHEERH B K, U S.8%, F W 4w FE T 6 #
MK E, PCREGDEIME AR, Hoh, PCREYEHETRARM, SR, Bdf, BT K E T H b7
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TR ARKRI, LA Z 2R ARAERFE, S ERhE & HRAENTH,

2.1.2 mNGS FFK, mNGSTEN —HF KXW 2 FLHHA, CEREHERNRENERZHFEIAHE
FWHES . SHEANERTEMPCREMA N, ZVHIBEARBTEAEARNGRS, BLEERREA
RO HBEBRREAK)FORBR, XERAFWFAEMENRTERAENT, TERARERERRFT, T
MAMBEEHREERNEEE, ARXLIA, mNGSEREURFHERN DT ARG hERE, B¥>
90.00%, £ E iK% 96.88%, wEH TH %L 7 =P, mNGSERMBE ., 4. AT 4E %L MEREN
WERIAH T 2O EERE, B5EFH Tm B R A6 R0 2 B o 78R A1 DUBE 3R U1K & W R (R (4w
AR E. vZVv® | KA. BERBEPIE) R, mNGS TR 4 F 5 # BTG K 2% k0B &
R, ERMNEUERNFRETEEABERNRS, AIERXAFTHAN L HIVRDR M T HH M LH %
THE, HiERBEMmEEL LG REHE, EFERARE . REFRAERBIIELERRE,

213 GEHEGMER GEATHRMN(, 3)B-D-#KEBDG) K7, FH) ZHFETERH(WATRHE fdh
BHE)WNAEMBES; GMEBN EEZF THN b B H WA H FERBEGM)IE, F 41 b IR g s g
PEERENAAEN; ARANFARKAEAELERGET RN DR, AHATRA, HE
EEEERAMNRO T, GMABDGAKTHHEE THEA, PR T XAMTETESHEE RIS
REGAMNKEFHARLNEATHEARLERAER, HRLN, GEBAER RN R T2 i+
RERER T AEHRY), $GEREmNGSHARA THREGRBNTH - P RE L HEE, AHRHE,
GM ol 3t 4 € oy B W R B 4 oA, 1R E BE T O E Fue 7 T3k 100%, 4R T, R X AR AR 7
HEEFHBRARN O P EARGHNRBEAERE, EHEERTHEZEN298% . WEH BT R AWK
FH B, ik, GEBRESGMEIBE LENHBIEFEEF, MER TN LBTKRIE. F6RABREKREFL
WA G FHAE, RBHE—FRE DI e K.

22 REATFEDN

221 ZHMEFELN AIVRDWS B F, @0 E FE0407 R N IFERI EER RSN KB %, 4
HEEARRBHHERNRENH LA THEENLZR. HELIN, BREBRFHHEERAELZNE
K IL-10 #0 IEN-y KO B 3 TR L WH & R AR, Hih, 8% KJEEHH IL-1S 7 IFN-y X F ¥ & 7
%, Vogt-/NiJf W 4 4 4E (Vogt-Koyanagi-Harada 4% & 4E, VKH 4 4 1E) # IL-10 K -F ¥ & A & BU " Buchs 4 AE
BHEEAKFWIFNy, BERAANE -1, B KIEEB-18. TNFa kK FHEAFT, HAELLIA,
IL-10/1L-6 b B >1 B, 4 W7 J & M 3 2 AR A0 I L Ak B2 080 B9 4R B8 T 8 3K 89.39% %%, &Mk AT 4 47 JE 3k B 4% K
FIL-17A KT 5 RIEE D E E EAl X, R IL-17A T AR 4 RE 78 20 77 f 9 A 4B, 2 g B 35 20 A7 6 7T 4
HIT M TR, AHEERZINHREDF A BT E, RREFAF(WIL-6, TNF-o) ¥ M & K IE & HT %
K, XEENAHBFIFEEIT AN RENEMREL, Ak, @HRETFELT AN HEERND
B BMREMET EENS) TR, 7 RN R T AR ET A .

222 FHEBMNEHFEREREN FESNGHFEREAENER 2B LS FRLEAEHERX. W
WREFTHEEAEENE., BRZENE S MAwRBERE IR TR EH F R P %R LR E
%, B A & 48030 F (human leukocyte antigen, HLA) K M| 4 3 70 B & % 9% V41 47 2 K AR 3t T 580 /7 89 3E
#, WHLA-B27 S AU AR L H ST ERFHEBKE, £ M HLA-DRB1*04 5 VKH 4 4 1E /7 7 58 <
BB HLABSIZEAZER B P RA BV L k% 5 B M5l REAE XK, HLA-A29 5 “E b5 FAL K E
PR TER R AERABRDY, ERERFHERN S+, AN bEFXBER. 53 R0 HERERY
RE, HWEHOBEXEE, BFERIN TR e R, 51k WAL P 2 R 02 W8t
TERhFEREHRERN, EPIgMEMEFRTHHRELRL, MG K BEEZRENEL L, St TH
HFURHEHER, FARELEFRN(EFEREFRLEESRBE)EHDNELZTR, REREMAMELT
BHEHABRNESE, B5EKERSESEHNNTEERT DI OERMD, SE0H X8 & E RN BTk R
FEETHEGEFAREE, BFXAy-TREBIRD S IR RBIEN AZEREZERT, FEAERS 2T
MW RHIATHET ., WA, GWEREBAETHERLEURERAFREETEEA, BLRB RS WFFHFRER
5 B 1gG B, FIHhBY HBTIR WA R TR RIR, X R A GRS iR FEHN SRR NS
SRR MR

223 AMFEDNEFXEA  H/D RNAmIRNA)Z — £ K F H20~24 MEHF BB RNA, R TR
WEEEFAEAT S 255K RE., ARNA, rhFATSEERERE, AEX, DASTARTRE




7 F Fl miRNA 7E IVRD # & 2 %k 3, £ T mRNA7E % B & P ZEX#EM . #l 0, miR-1462%,
miR-155"" miR-182, miR-223-3p % miRNA £ % # # 4 JE 3k F X I3 %, H 5 NF-kB. Toll # % 1k {5 5 1 i %%
IR B E YA K, XM miRNAZE RE & BRI kA 91 B3 T st BB, B IR A SR E V8 3 Ao 1 B 1 &9
B Wb, FE KA e R g MR B A R M Y miRNA R Ik, A 7E 4 4 A R M X T KM X H B K (J1A-
U)#, miR-4485-3p A-F ¥ B A 5", T & %5, 4% VKH 4 6 1E, miR-4708-3p. miR-4323 7 let-7g-
3p 4 BN 2 S TN 89 miRNA®), % 2, miRNAZEIVRD #94 Hr  R L R R E R E, £
ERTRHSBMATFRENGARNBREFRE T, ENOFARILTRENL, EEG TRUNHEER
BEHEEZNERESD

3 IVRD BT AR#HE

AT EAREFE Rk RHGHRE, IVRDWIET L H “AER. FUR" WERBEX, EFHK
FRBKAERSE , APRRERRBROFETT. AMBBETREART 2 AH3E: (VKRR AHE LT KU
REEEEFBHRD 2 TRRN; QEEXBIEWHTTRENDHAL N TR®IET; G)VRF UMK,
PRREREAGEEH AT, AR EXERARRERN, EWRANBRT R, BT R4
B ERAE, B RREEESE L

R ARSI S B ROIE LS5 R R LR

Tab.1 Comparison of different treatment methods, their characteristics, indications, advantages, and limitations

TR Bt HUR B RL EE EERR
DRMICR AR A BT W B B R A KR, R, I T AR B
Wz A Wik, JoIL B R T N, MR
WML SRS B S, R TR A AR W B B KRR M, 254
42 WS N R RISk i % A I Pk
%ﬁﬁ"‘& BELUGT TNE- J SR04 5 ifgg j?g%ﬁgg GRS :ﬁfﬂ}’*‘ﬁ‘m BO St e e B L
BIL6ZE  MHIL6 2R, Wb KA BT SRS . W Jor TR, BBk 50 LT AR S
A R BRDK I W I
i PR AR SN T IR SRS RS LR TS S
5T W45 5 R P (HE, W AR LR B
- S AL i VPRI D T, G RUAOE S, R VRIS, bRty
S 25 A Gt S %25 SRR
o TEPLBEEZN WUDSER T AR T R WA, W K IR R B 7
B RIS AR -
. 755 b 4l S 3E 3 ek TR N N
(glﬁ%};gcw PR R 3 fﬁgﬂ?ﬁjimaﬁﬁﬁ if%ﬂ&mﬁiﬁﬁ, G e gwgﬂ;ﬁ%&i?&

TNE-o. R IAIEIN T o TL-6. FIANIES 25 6; JAK. Janus S

3.0 EBRBERHE EBREARHBENEORAREATRAGANEENR B> ELEFME, LA
ERFRRETEEEHERRAFREI AN NER R IETF B FHBEENEBEAFELENSE
HAREAWERAFBEEN, TEKALEZEKRN B NFSBRAN, Eh00TEBRALE B K
KBOREAME, NTABH A, R A& RS BRA R0 ERE R, EHEEAN, /T
FRBBRT XA T K25 R 2 B, 78 G005 4T 8 18 A0 J8 3% 2 40 A2 2 4 J6] Pk 3 IR T 4 Sk o7
B, BRI ARLRGRGHERN BRINHERERNE. AlERFRLIN, FHBENEBENAE
AR R et o B W A BER S IVRD 8y 5 T BR A A AR . BRRES M, SHRERH WAL,

32 JRBEERSH REELESANEORTE RS EERARGYREF RO TERE, SRR
RN —FAlH I BB R K, AERARTERPUTHERRAF L ETRANEFHS . ZF K
HAK AP EHEF LB SR A EZFNBFERR, TRARBPOELRE, HRGWAE L KRG E R
AT, RIS H A EFER KRR EER, AT REMEIEHRENS, R IRD
MBEARWGNEE, NTTHRRELR, aAEERTFRRAEY, AHERA, RERELEEH=FKE
AR A DA EE AR EHNERER, FRRERTOREE, BRNGRERS, REXMIET R
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ELZTEARFARFPRIE T RAFNT AL B FH— P BRI RBIEE KRR, I
ARG A W R R R | R R M B A Y TR A R R

3.3 FUTNF-o £ FH 50 TNF-o 2 97 %] 7] (40 Bk R 40, 3 KA #4705 ) 7 38 1f I BF TNF-o /-3 8 R 3%
BERR KRR, BREGHFRERAEERBRRANEN LT — EFRERTHERT, L TINFa
ERARABRDREARZE ., MEHHEXAWERE ., FRERKEFDH ., BREAXARENLE, B
B R R X R R R RO, ATRBR KRR BT AR RREY, EER B, XA RRIET b
M EEREUHHERRINE RIFT R, waERAY, EPERARXTREHHEXY ., BE®
HBEXTREXHTEXE,

34 HIL-6 ZEATFEF AFREUHFHERFRIBRIEEERRFE, IL6 KFH R AT L HRRNEME.
Th17 40 f 69 s i IR 0 SR JE 20 2 I A K, BB R A EREE T hT i c i, ezt —#
A IL-6 R4 AR 2w Bk, 4% B B AT H RS A A A IL-6R, #HTMIMFHIL-6 N FHWERRES
&Janus i}?f(ﬁ@(}anus kinase, JAK)/ EEHERERFHERF 3(signal transduction and activator of transcription,
STATS3)# By g B0 XM 25 4 7T RIE 0 MY Mg Fnif 45, EARER TR, W FERABX T KREF L
REMEFFBRETBREZNTH, FTREHEEFREMEERER N, KL T RBEFRD ZR A
B E ARG AR RE, I TR D AR R R e A

3.5 WIL2ZXKRERAEIL2 ZKG—FE T RLHEB AL THREMNIHKE, F—FaTEHKRANE
IL2F 8 Treg UK B #IZW %o HET, 27 =04 THRRESR 2RO N N B, EEAENREERZE
BRAINBEN T R, L2E BN THE A2, REESE R RAMEEH . 20 F &R < 0%
Fr, Hb, L2 ZEREBAERNEIL26T LRAE T RZREGBERSE, TFEK, HHIL2 T EaEN
P25 R (K R B IR MF L2 5 HZ AN E S, BOBEETARNEE, TARAD)E
ERF R EHWRNRIEFE S, BT Ho B RxIH A 0w A ESY, Wi, JRAEIL-267 & —F#H
KW R R, KA BIL 2T A BRAT AT RTHR, BN 20T El LRERER S, #
TRt AR X LR, BARZENERENS, AT, BTIL2EAZRRE TN S EMHA, RN
FHEREHAE L RN, 3 %3t E W H % R KON T 5 BUR 3 R sk o F R FE 2,

3.6 JAK#MH A JAKMF RS EHPm S LAREFTHRETEE, BH “SEL. o RA” WA,
RITE KRR /N F %I T 7 8. JAK/STAT 8 % 52 % 7% 240 i 78 b2 48 L 7 o < AL, SR &
TN FHRER, LEREFRPUERHERX T RXEZEFEA JAKHEE 7@ 8 8 1 STAT & A B 3 {E 3%
HEWEKSL, SMRIAREDRNFEREN, REAMBRERNL, SHEENE—2RETFEEGIT AL,
JAKMH Ak B IH EANHMETF N THRETHT, WH SRR REE, NTREE) 2O RERES
A, BWERYEEATETNEZELS, HEER, EHERMEMARCEERAT T EIE R AN
FRBR, AHAEZRBEBEEMAENFHERAEFREARRDBRAREES . BWERS, HHDI X
EEK, X B LD AR THFNRB, FTRELRET RS R EF T RESRET
FU, AR R, 1 JARIDF A5 A 69.7% B JE B J VE IR0 R E B T LI T A KD, RAE JAKIN | A
ERTRARERERRFRAL B, BEHL2ERRMEERTHRBENTRRA, /&M 0 E
U, AR i R B R, RLFEAT R SO O A AR

3.7 MR SN MERFRERAAEMMBARG LY/ BBREEES, REEARATAALBENTHE TS,
YRS UEFEMFAEDYEZ RN R, EEERENS . FERFPAEEEESR R T T LRGN #LE
Ao SNRE B A% 30~150 nm By 48 Mg S, SME E RN 9 F B R, WEE 4K B . RNAS miRNA %
EWEELSTF, A 2S5 EE R, AV ARRERALBEFEEMREIRLE, IR MKER
HEATRE, HARAREKBBGEF B RADNEIATRE, THBLEEME ., RRRAT A YR
HE, ATHRFNENHARMRANGE T HENF, %A RIS RR N EEFE, HEH K miRNA
Bk E R ERIEMAL, B EER N —NRARE BT WH X # .

HHFRKE TR T RIFEE SRR RB EAMA LM RAR-CERMEY, ZRAAEHBERER
StE TR AR S BEBAN R, fh4 00 BB L 00 M 2 R A o B SR E 40 IR TE A A B RAE ), Treg Xk
TR SN BRI TNF-a frIL-1B W9 B, (R IL- 10N SR MM, HEMEFEHENHIE, THEXAE
AR B B R AE R, AR I A R4 B E G BV #8930 VEGF $L 1K 3£ 51 2| R JR T Treg 89 4 1
hEE, EHRERBRIEMGENEEE G AT IE P B VEGF K, T W B 31 % ik 45 B 37 4 i




ER RN, R AT A WA R, AT AL W S - B R R AN R E A EER, &
AT S W EWEE BT MR EREETERE, SRR EREY R RERATRAEETE, BAR
AU, T RRERGIT RN R RME, s RARR BT M F R

3.8 PARGKMEBERA FEIVRDHETF, SKEE, wEBRAKERE, BRE. ReUHnkas, ©
BRGHET RGN . 2RI A FE LT HESCEHERETRI T ARRN, L EHELRBH XK
HEEBRETHBERA RN EFT N GYRE, FTEDWER PR IH RERES, AAREEEREZS
W5 —NEERSZ LIk, b B SRR BRI B AR, 2G4 T AR A Y SR PR E
B, WBEERTREXE, ATTRD T EEALANEE, BIBESMESL

3.9 CRISPR/Cas9 # [ 4 %% CRISPR/Cas9 W AZ G (L3 A& T X B o FHATR LT, EHAEREZNFHE
WRE P HFEBIT LR AR, CRISPR/Cas9 7E IR K #7 £ M AR E B NEEWHEF R, AHEXA
B A F B8 4 K Bk 3E 3% 3% Cas9 mRNA 77 28 5] VEGF-A By 4% 5] B RNA, 7L 1E S 4 4 &
W E BRI TR ST LI VEGF-A B A A g, RAERENAE AT ETELELERE
PELSE LAk -

4 REERE

IVRDWRHE AL, REXRAERR, RETHUFARKHAFEIELBBEL LX) EERET. AXNK
FENE . ARDBIEARAMETEARINEELZARE T ZARE:. EVHET, BLEBAT. A
B, FoCRERABHRT EEASRGESERTEN XERELRY; LB ET, PCR, mNGS, %4/
BTk, #EREFRENE miRNASEFREEHRE RNz B g EN; BETET, AB2E
W REE LIRS AR A JARIFE ], RSN E, R EE R ER L RR LR
IVRD #y T il F .

BHEEFD, ZHEMEELETRE A (1)IVRD WAL RFEKS EM A ZA2%—, TRARNE
R R RIERTETE; Q)ZHAENFEWNNEZ RN FEFE R E R E AR NG,
BRGNS A EHIES; QVFLHLET, LHAMEK, AXEAEFRREIEETE, ENEZEETAETIY
LR FHENN K, HKL M, FRREERT EL & "R,

ARARNERBESLEUNTFEgdt: ZLF AR TRERNKELBRR; RFIDBITINEHTR
MTMAER R LA ; KETHRERNKA . &%, THEERHT & L LM FRfurE s KR
FRATGFTENKMRZE NG, RAY “NH-Aa. 22D, BEdEmEIETN WH A
N, IVRD W97 1 . E B9 NG E F B
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