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Yefb. WAV A . A JNThAE RS S TN R B
DA L R A 3 B 9 F 5 A4 > 3« o o5 4%
AR AR R A

WL R G bk T4 R S 0 9 B A I 44 4
B, AT CAGERE N AR BT A 2H 2 RN 4 R 1 SR 3 A B
5. MERRAEFA RIS, ART S5 R-T
i, AT 2 BR AT B M A T e AR AR, I AT Ik
BRI . PR PR U Al R R e fe Y,
MEE O EMMREENESMHEE, WETNEE
ANFIRTEA MM ThEe. B EE R EH
BV N 41 4H il (lymphatic endothelial cells, LECs),
H R MR P ERIE W N g2 k-1, PR E
(podoplanin, PDPN)E{CD31"). £ &Ik (A Py A ik
PRUEM BB M8, REHEXEoFEIIEES
(a-smooth muscle actin, SMA) kB P35 WL 40 i
(lymphatic smooth muscle cells, LSMCs)ffi 7 %7, 5
LI REARRE, MEERGEEATOE. B,
TR BV P I B AR L SMLCs I UAL 4 AN 7 3k 52 Br iz B ok
HEBh Ik 0@ I I R LU R A, IR&EA
BRI A2 4. 3F Bl 5 R0 AR HB B,
HATPUR 23 Sy 40 M 15 .

H Al I PR RA A FL I RORE & A AL I A B
T, O DR M S RGERAFI P I o F
B LA E AL, (HREE RAE LGS SRATFRIER
KA. RS MAA R, HH = FH2
YA TBIERAFFRIE. FrDIRRMEE RS ERATF
RAEH T RKIERIVER, RGBT 097 245904
JSA AR i £ ) 1) R

1 RAGHEERZMWRA
1.1 RAGFRHMREE RGAER. RERE L
BRI, FERRTT AR WERIRE. RElE.

KAWL LEZ . TP MR X IR A 2
KEPDPNHPER AWM EE, FHZHS MM EE
gkt AR T S A G AR TE IR L R G
Zhou N3 i 11 /N B JEE B T VA S 0| 1 35 4% (indoo-
cyanine green, ICG), F| i 4L #}(near infrared, NIR)i#k
BB F AR FA AT I R I, TCG YL MBI 3 ] R SCT
VR fE BN & R B 4 (popliteal lymph node, PLN),
[F) B 368 3ot 47 B A [ B[] A IC G AE A2 JEC 1R 3 Fok 56 m] AT
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Wik & R G Rl T e,

Olszewski% A"V 3 204 RA £ A2 9 1
AR TR LT, A B A 288 RE P4 2G5 [l YA ) 9k B
SHKEM MR T REAE T, Huh@ AR 7
W RRA B F RSSO, WRE RIS 0. WaukeZs
AN RIPaavonen®e AR IR A £ 3 1 48 0E M 5 4%
N B Sk S B H 2, MRS A
K, WSS I, M P Rz A K R - C(vascular en-
dothelial growth factor C, VEGF-C)Z &1 N, IFAIRA
2 FEOCT S EE RS L.

ZhouZs NI 82 | K/BXN/N RS ZE 675 % &
A 1 H S 76K 2L BT 8 ) e o, bk EVER R E B, (E 4
NIEPERARS, WRE DRI 7 B AW T/ R K ARIE. [F)
i ZhouZs N i& 5 H % L_ETNFE-Tg/)s B P 55 J AR
RIEAT WER, Ik EL R Th e PR R, [FII AR =
BRI I X LR I A R AT REERA R
PEASE N, 7RIS R %, SRAMERAEE VLR,

12 fREMKE A B TR RA ST SAE

ZhouZ AV FH T B TNF-Tgh 35 /N BRAE 918
PRI R, 75 H I RERId RIAVEGF-C, =4~
Hia, KUMEESREIEM. & J 7Tk E R i
B, KT R B E W, Guot N A TNF-Tg/h
it JIE s V3 55 VEGF R -3 A 8 470 440 45 S 1 BEL o bk 2 5
AR, IR INRE, KBITNF-Tg/N & 28
JR DR ) R AR AR AN 28 DX 3338 m,  n R 5G4 40 A%
B BTRL, AT BUE R SRR R G R DD RE T LA
RAM I 13k et .

L3 RAjEJE R btk EA [l 2 Ak g iy ALl

MRAGE B M IR, kA R T B T BE. Be-
naglio A" fBoutas A"\ NEERARE NS P15,
WREE RS Thae HILREAT, 5 DR 2 2R 4 f a1
Fh A AL 51k Bl bk A e i e T T BE, IE Rk
LECsFI/ELSMCsHifhi« T, Miidk—» F8ke
BN, SRR T RERERG, GRS RSN R
FE TV B SR AR, TCVEpE IS M. &0 i i o g dis
R, TNF-Tg/IN B bk EL 8 3 1 ~F- 1 A L4 i 7 i T Lk
b —E A E (nitric oxide, NO)E A I LSMCs#F ik 1
TiRe, TR A RN A DL % (Rl T A (1) 2 L A
TR0 L S8 T LLRICD b Gr- 1 ik i
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T —% A % & B (inducible nitric oxide synthase, iNOS),
72 HNO, IRFILSMCsHI AR, RA B % . JRIA
W ThNO & BN Y, H A ZUNOS KT &
TR R BE P FETNF-Te/h R 4
I PR R RS R T ¥ SN O S S 4 #1751 ] DAY 52 22 0%
TNF-Tg/M K E R IhRE. W ERA RIS JOE
LECsH#IiLiINOS, F#4:NO, #i1% T LSMCs, i H:2k 3
1 U AE DI RE, B 243 R B A8 (BTt i, {5 1 48
byl I

55 4 o 72 R AW E2 [ 98 2D Re B A i A2 R i
B . 75 R A A IR 2 R/ L B A Ak K
EACEEIEANM. HFFC R, TETNF-Te/ Rk EE N
HMIE E W5 B . MIFRAY B 40 i 7 A ik
FIIIL-1B, TNF-af1CCLS, 3 HEH B EHIERIEH,
SR EE RS TR, (RETBCL2 KR E A
BADTE 28 b A4 A6 1 40 B i T A i s AE Y,
WL TS 51 2 5IW MR RE, BRI T
BAD J A% /)N BRI R A 25 5G9 o 3 T P 5 s 44 A
Hm, EVEAHH M AR AL, b SORE PR R R IR
B RGINEE, INECIA(collagen Il-induced arthritis
mice) BRI TNF-Tg /) AR AL 5CTT R M E R, P
DL/ [ W 240 AR LE bk B2 P9 14 B 5 e pk T DL st
RA % 3EP%

WRELE A BAI R ISR EE . 3 ZE th 2 s Rtk B4 1)
BESZOH, DTSR K DA TR R A A g A B,
RA B3 (19 ] g b U2 4 000 38 Nk AR AR B 0
P, ETNF-Tg /) BRERICHT 285 IR G B, Wk
BRI ERE T T R EL SR, T vk B U e
H RN, ST 28 R XA B AR Oy ik
Bt, TNF-Tgl JE /)N B A 53 bk 2 485 Hh 9k B2 A A
BN, e N R 38 n A &1gM” €D23" cD21™
CD1d" B i i ! 2 S A BRI B S
W R L G X A R BAI AT, B2 RIE
B Bk B &l RE BN B B, Rtk 4% N Bin4ll
Hl> ) ZETNF-TgW R 5 ik Bt 2 J5, T 5 kg
PR, T Rt R B« B B, B ETE R A
R WRE A DL K B 5 H RS IR BE I A 4 34 K
WRELE B A AT . K EL A R Bindl B bE & 1R
WREEEARFR D, <3558 TR, BARIX LB LA
FIBATATEOH B bR ), (HAE M S LR 2E,
SR B[R9 Th e RS N B, 3 ol B 77 R O e Ak A

JeiE. PO, SEFIBAIBS T, TR ST
RGN, HTT LU L R 5 14
5

2 RAWEFSE

2.1 RAWJEFH: AR I AR F 52

RAZ — 4 5 RIEVESIA, BR TR RIPRA
BEIE AT e L — B OCTT AN BR R AE. X AEAS
oy B B E IR GA, A AR TR
AURIR . BA RATAMIR R I 0w Akt e
RA 5 [¥117.8%~40.9%*",

O R RRAEE &E WA OIEZ B2, RAGS
RO BRI PR 5 T R HEZE. O A 1 3
P& %1% (magnetic resonance imaging, MRI)Hff 713 #,
TERA B i) B2 H WA B IR QLS 5. RA
EBE SRR ) RO U249 90~25% . ) 5 12 it 4 (-
terstitial lung disease, ILD)2RAFT—/MH ILAFE, F &
T ZE BER ARSI 8] B8 hn 3 . 2 B I, 4
25% 1) B8 3 A6 RO I B K I T S ILDAH 9C 1 e v o0 7%
ZCT(high resolution CT, HRCT)iZ W Hi i i /g 18 P4 55
ARREAE,  T30%I1) 5 E24F Py R OILD™ L sE
4 18] 53 P i % (usually interstitial pneumonia, UIP)F1HE
e S5 14 1) J5f2 14 i %8 (nonspecific  interstitial pneumonia,
NSIP)ZRA WL H SR 2, 2000 5 B H
40%~60%K111%~30%"*"). [ £ %% 1% BT (autoim-
mune liver disease, ALD)% 1 ARAIX K H & Mk
FEIIE SO B RA R B W LI 1 5 sk BTG
& JFUR MERE V-1 T A AL (primary biliary cirrhosis, PBC),
HIRAE H B g% P 28 (autoimmune  hepatitis, ATH)A
J5UR PRI AL ME B 9% (primary  sclerosing  cholangitis,
PSC). RAEZE F 3Rk V£ 5 i i (nonalcoholic  fatty
liver disease, NAFLD)M¥) B2 & A FIF. KZ131%0H)
RAEFH A BNAFLD ARG, A2 7 1K) — T R A 5
R I 1801 RA 38 48 1% 5 /9 (chronic  kidney  dis-
ease, CKD)HURZ N19.7%. VERMFEAS I /& 5 5 L)
HIRFFAY(50.0%), HARAEME B /NERE 98(30.4%) Al
B ANE TR RS 22(19.6%). TEREMEE /NS %, &R
T ANERE 2 Bl LS AN, RAR S 225
KW, & B 55 MA AN DI BE N %, RASE HILPhEHS
PR O Bl N ™, gk, B4 LA
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A B RGN BRI, G IS bk S A
K. AR KRG Fi . FREERVEMAER
R E B P S5 s 5 I B IR R A 2
BN EA BN, B A G BURA B SET
{14 =2 T DR 3% 2 R o ML Y R it 7

2.2 RAJFRAENHEIHLAI BT 5

TNF-Tg/NR 1 H 8 213 5 W I & e A B kP R AE
RS, AN —FE I IRABE N, HFAK
B, TNF-Tg/ o 14 B0 A A EILDPY. TNF-Tg /)
SRR N aE 3= A kO L) 4 A I ) A N
PRI S A 7 FRAR, $RIRTNE-Tg/IN 5 25 2448 A A1 it
B0 L 7 N i [ nle i 1) 4= Y A e S P SR W) [uf
FEBt A RA R o3 7™ B 52 38 v o 2 . 7R
anti-TNF ORI HUA VR YT 5, TNF-Tg/)N B RAH ] 5 58
SEAFEIE, a0 B R TNF-Tg b BS540
A, 4 IE4H M fCD21°CD23™ BAHR%L H B 239, 76
RA-ILD % A et v A b R S

WA W FAE R PR TS T 1 5817 R RA/DN BB AL
wh ) FLRE v 5 HE 22 B (lipopolysaccharide, LPS), i
b /IS B0 IR AT S 56 S A R B, 5 3 ) O UL AR
JE AR AN O 3 S IS0 B PR KA L, R WIRATE
T SRR R SERE -0 Co Ik - E AU AR D Re B
KHsma™, ERAMEE 20 P, KEIINOSHE A Kz 4
M 4R T Re 2 B s, BT B0 P B At A T of A
5k 1 (i oh gt BLERSY, [IN E14) Z-6(interleukin 6,
IL-6), HRRFERF(tumor necrosis factor-a, TNF-a)
) 1oy 28 32 0 17 0 Bk o A A 1 0 UL 4 A 1 R
J&, Al A H7——anti-TNFR 254 J5 26O D RE
A HTEED (ER BB T At I 2 R4 9206 %
WA RIE R =

3 WKEAE FRGEAE N IEBAT B B v AR

Hel ok TMEE RS2 55 5RAW I ASE M
ANiEHE, HROCHZEMEZ KOS RS 520
PRI B R AERTR R
31 HREE RSSO0 R

ORER T Z BTk E R4, 78O LR 562 41 i Y
Wi e iR E 2R EENER, XWESEROF
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{25 S L

O JUFEAE (myocardial infarction, MI)2x S8 A 2.
W~ RBRURI /N SR ZE X R A 58 12 5 X (1 b B2
PR I20:36701 o /N BRAT K BRI (L FRRIT 7 36 W 7
SRR, M5 28— H G lEVEGF-CHIVEGFDIH
Feak AN, HAFAER Ik LAk, (0 URE BE [ B
2 T BT A A R R . KRG
AEMEAEIER RN, MUSEA N, OIFEREE R H
BRI ESZ R, RAEMIE 1) 2k ORI 2 2t
B it 5 R L L A 30 3 P v SRR A, (EAEMI Y
18 1, 1550 DRI AR S X Ak L A, # s 5
U EAR B B8 S 1Ak, TS B O LK.
I HOAFTA AR E, AIECD4 FMCDS RE, KFMI
J PO JE IR L E A S TR . 1o JUL P L ) s %
VEGFR-3iFME E 4 KR VEGF-C C1528%& A, £ K
BRI AT DA 380 P 9 L2 A R, s A O UL/ e
FGRE BRI, DA E O EYE, Mg 0T
e, WO O TR EE RENGHTEE Y, AR TN
B FIFMIF K P,

TESEIG RO RE AR, K SRR R W42 21 [F)
T S AR REABL P bk E2L 57 2B RO IE VEGF-C FIVEGFR-3
FoRHE N, FEAR AT RS AL I B B R T
TR LS. B T ok 8 AR Ak, VEGF-Cik
S BRI if E Z2 Hh A EE RO, 0 EE O A E. A
sVEGFR-37677, /> T O AFAEY) Rk EECCL21 13
iA, BRI T 290, JCH/D TAN IR IE. K, sVEGFR-3
TBIT AT E AT R R IR RS
FEMF 546 TR M R 7 7 4 28 I 8 o F) 30 A A P,

SRR/ BB o, 3500 ik o R A L B
JE L A R F bk L 3 386 . 7 ) ik 3 AR e 4 0 ),
S ik S R A AL B e A/ S R 11 B 4 bk L it 5 | =)
0 9% RE A AN AR IR -, 75 BIR 1] L[] A 2R A B
BRSSRE T T RAEHE A s IVER, Bl 1k 3h Bk ok AR Ra AL 1)
KIE. WhELE R Goxt T 78 N [E B 5 7] %32 (reverse cho-
lesterol transport, RCT)idt#2H M WG4 i o 2 R AH
Bt 2 G EE L), o O] A2 A ] I 1) s 4
g 2 M2 150%. /NR VMBS REThREA 2
WA IG 2R AR R I 5 A, I s Kk RE R AL,

32 HKEERGE MFER 5
MEE RS P B RBAEH, SIS



hEBNE: ARl 2022 4F 52 % A6 b

BRI s . Sk SRS BRSO T2
P, HT I B A 2 1E 2H SR 250K 2 3 1) AT S A1
R A, RN R, R N 4RI
B LH LA BT AN TR SRR S 2 44 1
LA, (R 24 i A7 Ja S5 S35 ol 28 24 24 R ULl 21 44 4
Mo, ARRALTE IR AESE. fEIEH AR EE
HRET, — BRI, WMEE MBI KA A
24 0 g T,

U R 1) 5 1 i 4 (idiopathic interstitial pneumo-
nia, [IP)A ML) A2 Hr & 1 il 41 4E 4k (idiopathic  pul-
monary fibrosis, IPF), 7EMfiifl b R #1500, et
M AN L RSCAT AE A0 M K S IG A,  RAT A4 20 s A (fi-
broblast focus, FF)H I, &R EBASITHA 4. 24
FEERR, EATEia 6 BUR A 4e4nfum, J& 2 g
& I WA N4, RN S5 94t 2 E
W20 5 e R AR AR, AR B ek
AR AR, M RN I (] b R A 2
SR 2 DA B = A SRR, AT S EPE . ke
A 53 A YA IR I RO RE,  FE ] RE R AR
RIRHIE R 2 —.

33 KEE RSS FIEEE

H1F25%~50% 3 2 16 5 /8 0 Ik B RES U T AR
FERERE N = et VR i L 2 F, AR L i
B 51T KE S A

JHFEE A4 7KK BRUPRT P AR & ) X 3k L &R 45
TRINREAZA. XD X3 N B2 NOA B I v 4 389
FEAENO. A, X EEIX I EVE 1T L0 i 56
BERK. ANOABHIHIFNGIT X AR, K
AT DA B AR e S i ThRe, 80 MK R -~ L
A SR 2. DRI, X TR SR BH A N O S ik A1
A0 XSk EL A 453473 )5 AT AR ARREK T R . TEN
IR TR A PR T B v FRIE At 2 R AR bR B A
W2 HIILE. PEHEI, X 2 i #7738 0 5 2ok
ELAE . 7R 171 Mk i e K BRABE R (171 i 2o A
FI# kS0, MELRIVEGFR-3% 1k i, M a4
0K B2 A A s ),

H & % 5% P 22 AT 2 00 LRI, BT A
I e v S EUT B4, ALDEFEAIH, PBC, PSCAIE
BLEGAE. BFFT R, MK ALD S W31 5 bk B 45
ORI 5. PBC(74%~100%)F1 ATH(13%~73%) 1 itk

ELE R B A A R A . AN R ALD Ak B2 45 3 A1
P E AR ATH R I 0 b ik L 45 2 Bt LA F
SRFARMFIT; AEPBCREFE TR, IR0 ik B 45 58 WL
TR B,

FENGVEIF A . FEF4EAt. 8 5 S V0 A A
I BT, b 1T K e AT K S 58, A
PR L 3E BEL A 380 B R AL, U o 7 2 R L R 1,
FHEAMHEEY 5K, WHEE RGRRIIRE T .

34 WREERG 5@ R

EEBHE, MEEERSCKDIX. ElEhd
K 1) 9k B RHAE I 1 B A 51 bk L 45 (renal - draining
lymph node, RDLN)ZE{iE B 4% 5 (H1'H A S AEFNF
e R IEE RBAER. B HEAIRDLN A (1) 9k L4
Aot AR IBHEACCHA L B 5B 21(CCL21) I Tl
TELE IR ELE P B 4R B BE IR Sl 1. BB A5 = Btk
EVEFthRIACCL21, HIE £ ICCRT H 941 i (den-
dritic cells, DC)FIiHk L 41 i 554 2IRDLNAI LA, 33K
A B KR e 3. i I PH T CCR 7 S AR I 40 17 5
FEC PR PN 288 S 0 2 24 A 241 A ik AN RDLIN R L 2 40 1
WKL AR BT AR i 1. {8 VEGF-Cis 3 ' 18] i
HVEGFR-3[{ #E (2 #Ek VB AR R, R LA o) 000
JR A5 B A 7Y (unilateral ureteral obstruction model,
UUO)'E [k HR 18] it 25 4 AL, 5 A I 5] itk B 2
FH Ik B AR BRCTE AR A 1 e I R A
oz,

3.5 WEE RS SIAARER

i JEE 8 E 58 W LK K 43 il 8 i (cerebrospinal
fluid, CSF)FIK = i 52 57 1) 18] 5 (interstitial - fluid,
ISF)M AR ZE R 40 5] i BBk A5, 5 M s ok 2
LIy B8 5245 23 Ul 2 i 65 TR -1 11 L 55 N IS F R
TR, BRI, HIVEGF-CIRYTZ 4/
TR Vi © N 11 0 N W] B WS - N R
Ve S 1 TR VAR

Fi] /R 2RI BR P (Alzheimer disease, AD) & #x & LAY
FHZIBAT . ADRIER S 1 E E A S RIE i &
Fi(amyloid B, Ap)Mitautk . EAIMUTRSIEY — &
Fi A% SR oA, JETS KD AIZ A RIS 76
ADV/N ERAR Y R i 5 bk T T e e i 2 S A4 o g2 A
K A e R B B T B A2/ R i B vk 2 T

853



EHAESE MG R G0 A LB AR SR IR 5 5 S FL IR RAE (19 BEAL

BEAS 2 BRI IE 52 40 DL K 2 S AL AZ kG, 22
SN B U LR T R L DD RE R B 2 R, 4
/I Gt 0 AR T 5| 90 ) 8 9 e 24 T AR 2 I YR/ IS F oK
I MR BR, TS A RIZhRE. #0524\
IR LK E2 Dy e AN PT EARE IR ADFR) R AE A JE, 3 v LA
FH F %470 P81 58 2 ) e A i 2 1157,

4 fRg PRGOS RERIIRA

TS 2 B U NRAJE TSR ulg. thBExs T3
TR b e B LT (BN ZR) (R
W) FRH: R TEMEARE, GONE, KR
HEE AT, &SR O, IR R
() Bl o i, B IE RO 2 Bl R A
WIARATEHL, TR, BiERIR, HUNCT R AR,
RIERAF M, MMIBIT I, AR
L, ANIE DU, <A T U e e 5 A 5 R
2% [l YL ) e P I 29 SOAE X B IR A AR AL,

FI AL i PR L i 1tk 248 R 8 A RO T BE VR T
RAMIZIYIER Z, BT Hgih AR 2t e, BIfEH
N BA R, SR IS G b 257687 RA BATBOR
Z MG 7). ARG R 25 W o 4 i FHATTRAN 32 22
JiiEz—. WRAER SEIRE IR TT RN B E ThRER B
BRI AR SE I T MR IIRCR. RS
(DHIST), k&AL & T SR VAT TR A/ B

3NN H, BITEIRA/NR ST 200 . B FCE 2 Tl
AN g YRR S T RE T TNE-Ta/ B
WREIEFRIhBE, I/ T SR B A s,
W25 RUR o AR RA A B B IT R, = hiae
H AT DU {2 2Rk B P S 4H B RIAVEGF-C, i
WRELE AR, R AR, JeiE R RTAK2AN
JAKSIHIHI R, 2 5IAKMIAKS (138 X IR 45 4,
B HITAK /3B BHE P, FHAFIAK-STATAH EAEH,
NTTE LGSR g S R it < F A PSS e 24 Y =)
TG 4 [ ML ZR A A7), ) 8 T LA 3 6 TN -ou bk
LA PN B A A A — AR, R LIRS UL
ST bR 1 R R I E F, (R ETNF-Te/ BRItk 2
IR, Wb T R, X R R, (g
[ 24 il 368 3 5 1 94 B PR B2 4 PR AT S L 1 5 vk
B R TRE, SCERAERE.

A 51T 98 J e A I I R0 U Ja < BE B
e LR R IR VO, (AR WD) E:
“HIESEE, MAmALE, IETHABR” (W
24 hETE: “AABE TN, MU RS T
ZIEB XN KR, AT HA, ZIEIME, Btk
BNE, SECHAH. AR SR, AEEZ
(AR AT AH EAEAR, fEIX — (&R FE Rk L RG]
RERFEE EEAEH, A b B2y 275 ] LB R 2k
L KRG ThAERIATT RAW I I AREAN 7 ZLR N 5L
(E1).

%—Q
Bna

fEpicd

Z300 W R S LT ) [ P L o

Figure 1 The transmission process from “wu ti bi” to “wu zang bi”
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5 EH

RA A M AE 2 fE A3 RVE Y AR A {H
F&, [ BR_ BB RTRA LI ACRE (K15 BEALHIRE A28 A
B, RIS = 224, ARG ARG 29T ik, B
Rk EVE RS HRA ST JORE b A IR 1 5 A
JEIRE, LR fRRt L RS AGIT A BT s
RPRAE. WHEERGRNEEENESRGE L —,
REMSAE+F IEW AL RIS 5 RN, HH
AXHREHUR . B EL OISR DR, ATV E
B ARG IR IR AR AT BE S 28 KR 1 5% 7 RN T 2]
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Understanding the pathological mechanism of rheumatoid arthritis
and its complications from the perspective of lymphatic system
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1 Longhua Hospital, Shanghai University of Traditional Chinese Medicine, Shanghai 200032, China;
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Rheumatoid arthritis (RA) is an autoimmune disease characterized by persistent synovitis, systemic inflammation, and autoantibodies.
At the same time, it will be complicated by visceral injury, shortening the life of patients and increasing the mortality. The lymphatic
system plays an important role in the process of RA disease. Promoting its function can alleviate the progress of RA disease. As a
large systemic network structure with reflux function, lymphatic system also plays an important role in the process of visceral injury.
In the theory of traditional Chinese medicine (TCM), the occurrence of RA and its visceral injury complications belongs to the
transmission process of “wu ti bi” and “Wu zang bi”. This paper reviews the role of lymphatic system in the process of RA and
visceral injury. Based on previous research results of our team on the targeted regulation of lymphatic system by TCM in the
treatment of RA, this paper discusses the role and mechanism of lymphatic system in the pathological process of RA and its visceral
complications, as well as the therapeutic mechanism of TCM, so as to provide new ideas and potential therapeutic schemes for the
treatment of visceral complications of RA, which would further explain the internal law of transmission from “wu ti bi” to “wu zang
bi”, and enrich the scientific connotation of TCM “arthralgia syndrome” theory.

lymphatic vessel system, RA, complications of rheumatoid arthritis, wu ti bi, wu zang bi
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