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Abstract: As a common rheumatic immune disease, rheumatoid arthritis, has an intricate pathogenesis
and cannot be completely cured at this stage. Current therapeutic drugs mainly include non—steroidal anti—
inflammatory drugs ( NSAIDs ), glucocorticoids, and immunomodulators, which can control the disease
but have significant side effects. Berberine is an isoquinoline alkaloid extracted from the root and bark
of berberis vulgaris, a plant in the family of brassicaceae, with analgesic, anti—inflammatory and bone
regeneration effects, which can effectively improve the persistent inflammation, destruction of joint structure
and dysfunction of rheumatoid arthritis. However, the therapeutic mechanism of safranin for rheumatoid
arthritis has not been elucidated. The authors reviewed a large number of domestic and international
literature and found that safranin showed significant efficacy in improving clinical symptoms of rheumatoid
patients and treating animal models of arthritis. This paper summarizes the mechanism of berberine in
the treatment of rheumatoid arthritis and aims to provide a theoretical basis for the research and clinical
treatment of rheumatoid arthritis, as well as ideas and references for the clinical treatment of traditional
Chinese medicine and the excavation of new drugs development.
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72120 RA G BRI Sy OG5 M B S R K 12 | 145 5%
FEIR PR R G SO AR, LA PR N R
IRPTAR (BT -CCPs ) 5 ZE R K F(RF ) W RAZAY)
bR, I RA B R Ge Mg , T i 2 Fh ey
AL LU A B 0 E SRR a0 LR .
iG22I 2 s LA e 25, At R
N, RA 5 ETA R YLDs ) B90.28% , /1% il 11 1%
PARBR N T BRI Z — , I SR WS FIE YT AT A .
Hard EA 500 2 7 N A RA, M B RA #90]
BEPEJE BER 2~3 45 gt LR R RA 1Y
2 BRI M 3.6% 1, B 1.7% 7 IR
TR BIRHLEIE 2%, R TeE A, BRI IR
Y W S AR SR (HERESC T TIRE. i
R 3G 2548 T EALFRAR SR ZEPT R 25 ( NSAIDs ).,
W RIS ALGEPUXIBZ5( DMARDs ) Sz — 1357 41
A A RS E— B R b ] SRR R
HERIS )i s RAT el =) /7R 1: N VAN R = € 5 S N =9
R PRI, 38 VIR BT R IAT T R RIRZGY)

Fh 2 T 25 K 0 R AR SR AR IR YT R R
J7 T B A BE A ¥ % 2 (berberine,
BBR ) M 44 /INBEBK, S M TE FA e 85 28 2 i 0 | v
A 5B g — 25 A W, TR B O AT IR 4
HOLEE R mE R e = A eI A, o Tt
S [ C20H18NO4 |+, 43 F 1 " 336.36 Da, ) 1ZAF7E
F BB ZEFRIH/NEERAE 25 FH AR Y AR 25 28
Szt BBR ELAT AR PTAS AR E A S 2
PR AT LUV s I 87 R 2 R RIS
0 [ | ACE A N TR IR A A R AR R L
R IRE N o I R o N S R LT R /7RI R b i )
L7 T BTG IR T &L B 2EFH X BBRIG YT
2 R Y 2 BOVE FH ML BEA T 4834, B 78 S 2 R
ST RIGHIETE S IG )T SR AL RIS I, S ZE KR e
RIGIGIARIGTT B AL G0 2591 K IRALE I S S
1 AT RERN, IIHIRGE
1.1 A7 Thl7/Treg 21 i,

RA K IR HLH] B 4% O 2 3 57 78 A B I bR T 4l
B A T 902 PR 4 e =2 % RA H CD,' T bk B 4
MLOK B, CD," T 41 i ot T 41 i 5244 15 11 25 3= 3 41
LU E AW (MHC) -3t 5 BK 2 (8] 149 40 5 A4E
L K CD28-CD80/86 i 1% 1% 3 ] 18 15 5 Bk Pr S5 1k
40 it ( antigen—presenting cells, APC ) {%ﬁ(ﬁ[ 15 ], W
A 14 T 4 Bt 39) 385 5 W A B ( MILS ) 1 i T & A i it
MM FLS ) AR P 4m A ST N R4, IF = A sh
T MBS 2 0 52 N T $ B 4L 4R P8 e M A T B 4 1A T
CD," THl B4l M ( Th ) HR Hi 55020 1% i 495 440 it BRL 5
43 Th1 FTh2 WERE" ', 35 % BH A Th 24 i P FE Th17
JZ5 Thl |, Th2 ZAA%s =8 Th 40, & 19 & XA
PLRA & 5 HL ) B A 58 ek 9k Jg 0, 30 i Th7
A0 43 2 22 Fh 98 E A 5T AN A 41 A 25 Cinterleukin,,
IL)—17., IL-22, TNF—a . IL—6 D) X K7 41 Jid — 5 5 40
Jif 4 7 1) 354 P T ( GM—CSF ), 33X %6 48 i A J5T 175 41
SN T I Hil i 22 Foka Ak 7 1 = A (H B AT
T AW )12 4 T AR ST B Ui n] 5 | e AV S 46 Sk
TR PERRET P PE T Treg) 5 11 &
TRRE SRNE 5% ZR 2 YT, a1 -5 H b G 28 4 it A4 AR LA
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JH R0 ) 240 fif R P14 3 s foT 308 8 1R 4 8 2 o R 4
Fe A JE G pe i 52 i e N, P Th17/Treg
Sy X s o) B G RE R SE B R A B TR B
YEM .

A PN AIF 5 3E 32 11 IR BBR (150 mg/kg ) 7
I ATABEL B K U Th17/Treg 40 I SF- 47, B AR 1L-17
FITL—6 19 7K SF-, 384 i 1L 75 TL—10 Fi 5% 1k A & R
( transforming growth factor, TGF ) B, R IL-17PC
A1 3k, RIS AR SRR DG T v Ll 2R B TL-10 PTid,
HA A AR YUE 2820 F g ke i
BBR AJ DL & B CD," T 4™ 28 1L—17 PSRk
IR R U Th17 /9 S BB AN oAk ke Il 1L-17 /9
Az, I3 3 VR T SR RE A AN Tregs AR 2R 41 A il
0 W 24 Jif 4555 ] 422 0 20 Th 40 A S5 9 i . BBR &
HE I H LPS Jl 3T 19 RAW 264.7 41 il i A% 46, FEAI%
F4/80+CD11c+M1 I 41 BE (1% L 51 300 i T 41 B .
TR 2 R 20T T s A i A B B, R % R R
IR 7 A, R A E VR AR WANG 452
HUF 5T & B BBR 1] 38 i 52 i M 1—exo—miR 155 3 11
il CD," T AURE A9 1& AL Aok, BT & RAE A Sk
Pz i B F0 ) A0 CD, T A At SIP AP 17 00 1 R 56, 3
S 38 3 9 2 M1 —exo—miR 155 [11] T 28 Jifd (14 %% % 3k 5
B -
1.2 kM 2m e T

12 9 41 I PR 7 1 98 iE A T — B IR ANFIT RA
fiuh 2 LA A4 £ A, 22 AL G IR IR BE R 7 (tumor
necrosis factor, TNF ) —a., IL-1B. IL—-6 . IL-8 . IL.-12
+ b #E—y (IFN—y). TGF-B A GM-CSF4 >, BBR
A3 A PE T ATA R B M1/M2 B W 40 it i ~F 455 ke
I T 98 HE S, T I8 2D TNF—a . TL—1B8 F11L—6 3
I, U Th17 40 ff 25 B, 38 5 BT & B TGF-B1 F
IL-10 >, Hyk, BBR "l i [ miR—23a #4933k
MHITETAS SV 1 Cas k1) S50 % S HT
WA BB , /D RAW 264.7 BG40 i TNF—a .
IL-6 FIIL-23 1y k' Ik 4h, BBRAE @ i 1 i
164 VU I g ol iE 22 $% (lipopolysaccharide, LPS ) 175
5 174 B A MY T 39 TNF—o ., SRR 40 o #a Ab 35 1 —1 .
11.-6 . TL.—8 FlFRAE A1t ( cyclooxygenase, COX ) =24
R T2k, 3] NF—B 5437 DA T U6 555 48 S S s 2
1.3 EE LR RIER TR

NF-kB . JAKs/STATs Fll MAPKs = Flt 3= 2 1 &
RE AR 5 10 M6 AE o 8 4 M 9 75 AL S G Ak R DG
S SN 1 Bh AL BE bR 25 2 O T B A9 ME T T
BBR A] i 3o 41 5 TLR4/NF—kB . MAPK . NF—kB/Nrf2
5 R GEAT 530 M, PR GRE I N 3 R 2ORE SR [
JERA.

% 5 5% X - —«B (nuclear Factor kappa B, NF-
KB ) YEVFZ SAEAH I N py Rk Pt 25 B CE 2
P28 7 X K 50 48 S5 19 4% 48 i PR 5 1 Toll A
Z K (toll-like Receptors, TLR ) #] i 4 H 2 1B/ B+,
NF—«BHJl %] & [ (inhibitor of nuclear Factor kappa—
B, NF—«B inhibitor, kB ) # NF—«B#ll i 25 M %
(inhibitor of NF—«B, kK ) i 7% # B2 1k, 2 fli NF-
kB & 1B 82 B 41 A% v 345 & 31 H DNA 85 &1 05
PLiZE S H bR SR #3410 B WF5E %W, BBR
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] 3M 3 R P8 NF—«B mRNA Fll 85 P 5T 7K SF- 1 2 15 U8
/b TB A 198 10 RIS A7, 3110 7] NTF— B DA 40 )53 1) 24011
WMUAZ 5672, I 9855 NF-xB DNA 25 5 9% Pk, H4h,
BBR 7 38 5=t BT PI3K/ Akt 38 B8 20 1B #: 7iR 14 F 55
20 ZHOU 253 % 30 BBR vl 5 35 1 8 i 3 4k &b
F A IR B AR A AR SR E 1 5T DR B s B9 S A R Y
1 SP-D [ 323k, B TRAF6 . TLR4 . MD-2 Fl#E
41 i 534k 9] 9% )2 2K 1 88 (myeloid differentiation
factor 88, MyD88 ) SEAE MK, I NF—«B p65 F
IkBa R4, iX 0, BBR ik M MD2/SP-D & -&¥)
Hh B i SP—D I 38 i 7 1] TLR4/NF—«B 15 5 7% 53k
VENT B RE I 0 I S 9 KRR A .

Janus P4 /{5555 5 5% S 300G T (JAK/STAT )
5 38 T T Bl A e s R I P e s 3 ok
L AT AR S R A I 4 T AT R, X T i it
AFPE RN THL . TH2 A2k [ 2HE T 40049 TH17 19
AL % e T A /E 2. I, JAKs FISTATSs
A A A M IR T RA BOTE7ERE 5. YUEZE! ¥ 4R
iEFR, BBR ] 55 STAT3 WElR Ak , F4AIK TH17 41 s &2
TL—17 B2 A st e s S 2617 2 ( CIA ) /B
AU A I ARRE AR D ST e IR . AHILH L, © A 1
FERINBBRIFE/ T R E P JAK1/2/3 FISTAT1/3 B3
AL IE X, i e A B S BH , BBR A] i i #0 1A] STAT
{555 2R Ik Iz I B0 397 A5 T 4 it SV 754, A TG A 2 400 1)
JUFh 528 40 it Fh A 48 J2 1 il 5 30

MAPKs 15 5 2% BX 0 35 40 i A1 52 448 34005 3% i
(ERK ). p38 F1C—Jun N ¥ S INK ) 2H 3%, J2 A5
B 3 D TR AN I 5 | S fb S S B0 R AR
= 7 MAPKs7E RA 402 & s WL AL % &
AR TE A X SR HE SR L ITOR I 285
S K R R 20 152355 S 04 I A A M 4 Bl A R o
& F, BBR A 38 5= BEWT INK F1 p38 148 iR Ak 40 i 412
RAMMO T-H9 mRNA #3570 B T Huad s 4h,
BBR¥T RA 7% 4 5 H X MAPKSs {5 55 38 8 19 98 15 18
AT X WANG 25 WF 58 % 91 BBR 7] 42 340 p—
INK . p—ERK il p—p38 F7H £k, 3l R Ui fe 4 S g o
1.4 PR A S BOR B

AR HE RA A L HILTTR H i 25 28 S T 22 Y
YE . 20K o B 5 65 T 51 82 35 Pk 2 (reactive
oxygen species, ROS ) H#4 T, 2k 1155 & S ALV 3 SRE
2N R e B AR i 7 B A A6 A DR T R d AR
SER R I 25| Kgobifh i 114 1344% ( electron
transport chain, ETC ) A ¥)2Z DI RERAS, B0 I
EAAE T R AR St | I RN -8 | PO (0= ¥ R N S VA il
LA RA PSS G738 0 B R . el 19— I
FERAH, FE RA S 1O I ZH 4 R, 4-HNE 75 S 195
AR 82 B g R RE A G, AR AL R T i 7
Hr 2RO A P S 52 AR T A0 IV 9 Tt 20 , (e BRI e
W0 ROS = A= I 4 o 2ok s 28 28, ik 4 e ik B
NGB /AR B BB S PR 2R ) BBR AT
i AMPK/HIF—1oc 38 858 15 B0 4i B i BE = A1),
30 3 ek 2D L A L A 2R T AR AN G D 40 i P ATP
AR ML 2 P R A0

AR e2 AH T2 (nuclear factor erythroid—2
related factor 2, Nrf2 ) J&Z 531K PrEfb i my

A SRR T PR 200 242 S AU DR 1Y
LR 19 F238, B AE RA BB 10 W I A Bl s, 3 L
TERAVE Wt & B0 L il HO-1 /K 7 T &1, 3%
I Nrf2 P53 36 )T RA 8 5E 19— Fh B 220y
A BBR AT LA 3 800 £ 4% AMP AR 3 1) 28 1
FAE PN LR 40 A5 530 A ARE 13E Nef2 A% 5% 457
T A 2400 40 4 B PR S PR 4R B K2 ek, BBR
BT RA LA B 43T B A 7T 5 -5 310 il 5 1w 40 fifg
X LIPS S 850 e M S W AR S 0 AN it A5 7R S 56 36
B, BBR GEAZ LA BH 25 1B 3 288 DUZ B AR IR, 7E4k
RrpAh AL Mg BT A ATk, HA B B P ALk
e
2 HFIERRIE A

RA Jp5 BB AE SR e B A | 11 v IS A0 i e s 19 2
FIHE I PO 9 L TE I & S e A 2R B AR,
RS T E, PECE R AT AR
B A A 5 B UE B 3X b B ALH 1Y & 2R ik R S
FLS AP B8 I8 1 SR A S5 1 W2 DTAR 5 , A
5% 5 FLS—RA AH G I FE 25 W01/ YT & B X bt iz s
I AT R S

BBR 7] 38 i 22 Flrads 45 U8 =7 40 i RE W m  FLS—
RA 1 384 51, A0, 455 Vel 20> 40 it ) 209 2 1 44K 1k 0k i
CDK2. CDK4 . CDK6, 41 jifg J& 3 25 4 D1, D2, i &
CDK 51 3 Cip1/p21 Fl Kip1/p27 , 5 E 40 g J&) 11 Bk
HTE GO/G1 T B, I S T im 4. BBR ATl
5 BH W MAPK J8 75 ML 35 1 AR i ( LPA ) I TIEE,
%I HE © Wl UE B S 85 3R IR BU7E RA SR 5 10 W IR
i R FLS—RA FUSSEE AN JE0E Y,
3 P E AR

SR B ORRE N T B E A it i) B R AR, 244
Bt DR 7 B TL—1 35 3 — 52 7K 7, ¥ 55 4 i R 288 A
TE I BRI, XS BURCE — B P i A B bR AR
PERG “ILAFES7 00 AT 55 RA A8 i T b 43 AiF
PERFREL =Y, v A0 e 0 B2k, i s AR
RGN R T 8 AN 445 RA 45 55 0 SR B A 25, I
Uk, 0 i A AR B A R IRYT RA B—FlE 7 ik .
W52 H, BBR EL AT Pt L4 Az sl A, nl 410 i) 45 F
A2 58 FIRE 18 AR i I+, 46 HIF . VEGF . —&{bA
(NO ). COX—=2 FINF—«B "%, Hr 1fi 45 P iz A= R
( VEGF ) J2 e A3 3 B A 145 A= il A= K R 7 — 120,
— 15 % BBR 47 ([ i 200 mg/kg ) CIA K B A BIF 5T
KB, BBR RENS L5 W IR A2 R RE I, X st
3 5k 3 ERK/p38/INK 3 544 3 i 5 [ fIK TNF—ax
IL-6 Fll VEGF FIZ KK AR,
4 REBEIA

BT B B RS FE B 98 i I N T B
2l CE W A B A RA MR AE . BBR
IS 1 428 9 R PRI -0 i1l 9&RE S W 36 ol 1) B R A5 A8 L 38
AP R A R AV R AT S A 0 A e 4
A BB W e AR R T A A

BYE 4l e ( osteoblast, OB ) S {2 P& B ¢H 4145 1k
B BT % B TR 2L AN, 7R It H e 4 2 S A
Ji. MAPKA5E 58 M5 T 4 sl 8 434k . BBR A
4 /0N BRUVR G A BT AR 40 9 p38 MAPK FIT i Ak %%
sl T-2 ( activating transcription factor 2, ATF2 ) 1
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WE R Ak, 18 5% B 7 25 11 ( osteopontin, OPN ) ‘H 45 2
(osteocalcin, OCN ) B 3 1k 7K 3, fﬁﬂfOBﬁ’ﬂj[sﬂo
Runt AH 5% 55 K7 2 ( runt—related transcription factor2,
Runx2 ) 7] DL 5 )5 3 1 X 480 &5 & 9F 1 o8 325 6l ik
FYFRIA, J& OB 434k FIlE TE WA G 43+ R AN AT B
e i 4 S T 22 152 BBR AT 3 15 p38 MAPK 4 9
Runx2 (4% S5 E, W B br i R R i 3Rk, J19
5 p300 AN HDAC 1 5558 Bl X 1~ 1] J& 31 1~ Xl 19 S 4
B N LR B k0

% ‘B 4H ML osteoclast, OC ) J& % fit ‘B #h . A2
BEE WY 322D ae Al i, B S < S EeE AR
R fig3 B% R FxB 2 A W Ak R T B 4K receptor
Activator for nuclear factor—xB Ligand, RANKL MGIES]
% E A I R AR 4 i 2R 38 9 A TR T kB A2 AR N AR TR
F-( receptor of activator of nuclear factor—xB, RANK )
25 4, 3 2ok b 9gE R SE I T 22 AR AH DG 76 (TNF
receptor—associated factor 6, TRAF6 ) % 7% MAPK £l
NF—B {5 538 4% , 24 0 J52 95 5E 8 c—Fos FI i A6 T 48
4% K 7 1 & 1 ( nuclear factor of activated T—cells,
cytoplasmic 1, NFATecl ) &5 Z Pl B % S5 AT 1 32
R HEOC/M B, BBR AT L 3E i 410 i RANKL F4
PRV RANKL 5 RANK Z [l i 45 &, dEmisg g
UF i MAPK . NF—B 2538 B4 i OC #9534k, AT e
PEFF AR, BBR AT/ RANK/RANKL/ 54447 2%
(osteoprotegerin, OPG ) 15 5 K 7, $i& &5 K B 1 il
‘B 4 il vh OPG AT RANKL 11 45 111 2 3k Fe 9], AT 9k
A BBR AT RANKL 5 S 19 /)N BUH- 4t
21 1] 75 5 1 41 e NF— B 3 5 5 1B 3 ( inhibitor
of kappa B kinase, IKK ) B2 {l , 7 il IkBa 72 21k S
R, 3 NF—<B — 2R ( p50 Fl p65 ) I REHL , i H:
Top e A HOAZ I OC Byt R fE 710, HAN 2607
7% I BBR 0] & 35 417 ] RANKL 75 5 19 TRAP FH % il
B AT B, I RANKL 5 519 Akt . p38 FITERK
1 T2 A, A0 7] B 56 i, I 410 il c—Fos AT NFATe1 /Y
IR, 5 B R WE AT Y DB % SR IR ¥, BBR
TR AR BB A M B 5 P AR e A TR IR MR W TR i
( tartrate Resistant Acid Phosphatase, TRAP ). MMP-
9. OSCAR ZHZUZE 11 /i KFIATP6vOd2 fmRNA 7K F-
i oC FE AL >,

T 2 5 IR T 1 43 T A R o R BT Y
I 5 1 B 2H 215 i I B 50 4 L 18] = R AR S R 1- DA
VA FE 506 i, AR FIDIRAS TR el BR TG B
YRR AL T — s A 0 Y S K AR,
TR & 24 it DR] 5 B 5 T o i it ™ A= AR 3 i
- MMPs Fl1 A7 i85 1 fN4s T 35 i a sisintegrin and
metalloproteinase with thrombospondin, ADAMTS ) 2
55 BB AN i R T R TR ) I L e 24 S BURCE I
fiet o B OB (Ake) AT LU i B IS e UL 3
TR PI3K ) AR P 7 2k 24 i 471 ] 18 1 A6 Rk
W, PO A PI3K/ Ak 38 {1 1T 2 5 Y8 75 500 H 2 i i) A
W LI VRS IE ] BBR AT i K0S Ak S
Tle 53 fih A2 p70S6K/S6 38 fi I 1 ) TL— 18 Hi 3 i) K B
BRE A1 it Hh 5 SRR AT T Y e L8 ( Collagen 1T)
Fl p—Akt F1 p—S6 ¥ & 1k /K 3, {8 JF 4 8 40 M 77
RN T AR B, B Ol R . BBR AT W 3
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B—catenin. c—Myc K cyclin D1 ) mRNA 3% ik, Jf 18
ik miR-23a & V& M 505 Al i 1 38 ( GSK-3B)
N EE R 4 )8 85 A E#( matrix metallopmteinases,
MMPs ) —7 35 4100 11 -1 55 A 1 1) 22 305 A A 2 O v
RN & =R L R

BEAR, Wntl/B— 34 30 8 FE 5 30 i nl 98 Y ey
ZH 280 i IS AT L e 20 R 4 e g 9
TEH LML MCT RS T R EZAEM, A T
FEE W, 525 BIWnt/B—catenin il 5 & RA 1Y 32 2L
i, ZHOU 5 R ST & 3 BBR Al i i 0% Wt/
B—catenin {5 53 FEAE BE SNP i 1R 301 380 0 R BRARH
21 OB G, 1 S BH AN i R, 9D GO/G 1 I 40 it K
i SUITTHA 25 F 5% & P BBR 1 38 i 34 7% miR—
23a i) #ill Wnt/B—catenin, M i 24 35 RA & 5 0 B 1=
fil. SHEN 2517 §IFS2 BBR 7J545: Dvl1 415 —~C YLD
i FZD4 . LRP5 I DvI1 (¥4 5% 15, 8 715 FLS 2 i vh
Wnt/B—catenin i 45, [EATG 2/ T PN B—catenin Y2k 7K
P, DTS ST 4 o
5 AT LEREAEAT

20 U T el R R TR B AN A R Y
Az PR BE T ok B, 40 M Y 1Y A 5 08 T AH BT
e i R AN IE R 09 2 BRI BE AN R S B Ak
L ARSI T MEEE , 7E SRE PR B IR . RA
T 5S40 i AP B 41 M bk B2 98 2 ( B—cell lymphoma-2,
Bel-2) 2% v 4t 98 1T 8 1 Bel-2 1 Mel-1 79 383X
B, 3 2 A A 90 ] 4H M {5 3K e (eytochrome c,
cyt—c ) MERBT AR BE L, T eyt—c AT 5 =1 i Bt 00
T ( deoxyadenosine triphosphate, dATP ) 18 T= &
FI it 75 AL KT C apoptotic protease activating factor—1,
Apaf—1) 45 & B W 52 & ¥, B0 & 28 D K & il
( cysteinyl aspartate specific proteinase, caspase ) -9,
18 5 caspase—3 . caspase—6 i PE, 1M1 55 5 41 i UH
200 ERAUERE b, 22 R DN 2R 4 R T RE 4T i 4
B N AT 35 I BELRS T A0 38 A 2 O T B R0
DINESH 257" % 1L, 1L-21 7] i i 75 F Bel-2 fi i
ATA K LAY FLS 53 5 39 58, I3 3 PI3K/AKL AR 5 1%
FU D Bel-2AH X X 1 ( BAX) 3Rk . BBR n]il
LEHE I BAX 11935 FIREAR Bel—2 4% 5 PR 7 7K SP- R 45
20 Y 5] 3 0D 0 B 0 T, AT ] AA—FLS (19 1
8. AN, MOHAMMADLOU M 47! % ¥ BBR 1] jif
Y8/ CLL AR 35 19 Bel-2 . ROR1 Fll mir—21 k7K
S, IFHEIA R ] BE SR ) CLL 41 A A —Fh i B gH 1=
17 s il 8
6 ETI4HAE B

A SRR T AR P I AE T, BE A AL
S AR PHUIR S TR B D 8 52 451 A i Al 43 A ZRRLAA |
BT I A AR AR A BT S AN R A BT A R AT
Ro i, P Ak 1 I s R F U A S A BRI T, AT A
A FaS A MR PRGNSy T AL AR B
Bz AR, W RO FL sl A R A
( mammalian target of rapamycin, mTOR ) S-S Ay H W
AR FE] W s IS B TR 1 DA R 7 i g RE R 7
3 WFFEAE RA F8& 3 0 B4 20 & 3 Beclinl . ATGS .
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