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Research Progress in Regulation Ferroptosis by Traditional Chinese Medicine in the Treatment of
Non-alcoholic Fatty Liver Disease

WU Jun', ZHANG Xinyuan', REN Yueqiao', MA Jiale’, GAO Wang’, LI Huizhen’
(1.Tianjin University of Traditional Chinese Medicine, Tianjin 301617, China; 2.The Second Affiliated
Hospital of Tianjin University of Traditional Chinese Medicine, Tianjin 300250, China)

Abstract: Nonalcoholic fatty liver disease ( NAFLD ), as one of the most prevalent liver diseases
globally, is characterized by insidious onset, long course, and difficulty in reversal. Its incidence is
increasing year by year and showing a trend towards younger populations. Various research results indicate
that ferroptosis plays a significant role in the occurrence and development of NAFLD, and ferroptosis can
accelerate the progression of NAFLD to nonalcoholic steatohepatitis ( NASH ) as well as the degree of
early inflammation, oxidative stress, and cell damage in NASH. In recent years, with the continuous in—
depth research on the molecular mechanisms of ferroptosis and related signaling pathways, the role of
traditional Chinese medicine in regulating ferroptosis in disease treatment has been continuously improved.
Summarizing the mechanism of traditional Chinese medicine in regulating ferroptosis for the treatment of
NAFLD is of great significance. This article focuses on ferroptosis and provides an overview of the regulatory
mechanisms of ferroptosis—related molecules in the progression of NAFLD, including iron homeostasis
imbalance, lipid peroxidation, and abnormalities in the antioxidant system ( such as abnormalities in the
cystine/glutamate antiporter system, Keapl/Nrf2 pathway expression, and coenzyme Q10 regeneration
system ). Additionally, it summarizes and integrates experimental studies on the regulation of ferroptosis
in the treatment of NAFLD by traditional Chinese medicine monomers, compound formulas, and patent
medicines, aiming to provide reference for the traditional Chinese medicine treatment of NAFLD and to
provide theoretical basis for the research and application of anti—-NAFLD traditional Chinese medicines.

Keywords: ferroptosis; nonalcoholic fatty liver disease; traditional Chinese medicine; research

progress

HAF W K5 P A5 U5 4 T 999 ( nonalcoholic fatty liver
disease, NAFLD ) J2& H \ij 4= FR & I 2 5 iy 189 LA I
R& W5 AR VE g F2 B ARRAE A% PR E SR . NAFLD
R W3 DA B gl VR R D7 AR VR SR 32 AN KB
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A AL A 5 A0, i A T 4 17— R e
AU LR R BE 25 1 NAFLD 256 T ML BOAF 78 i
JEIEATLRAR
1 SRIETTIAIEVLE

R GE T A 2% 2 72 20124 i DIXON S J4& ™
U H g — Fh RO P R P e g e T, ST
FETTRT [ WEAE A IS T Jr =[], ERIE T FE 4H i T
& AR AR IE A R AR A5 T I A AR 2
5o BIMEEHRER, BRIE T T A 244 AE R 2R B
BSEA o) e E SN AR O DN ES < SYR 2/ NG VA NS <% SR EN 63/
AR O (ORI AR I RGN AE . Fe® BIR ALA if
(lipoxygenases, LOXs ) /-3 3X AU i - Z AR g
5 & ( polyunsaturatedfatty acids, PUFAs ) A& 4= g Ji b 4R
16, FEOCE IR A (lipid peroxidation, LPO ) A=
J L BN IS AT AR ) S PR 2 Al R Y
BRACET I B S T S, T PP S A A ZR A DG i
NI EFERIETFE NAFLD %2 A 2 J ok b 2 4% 1E 1)
YEFRY. LU stEabr- kA il AL R it
1.1 SRS KAHE L4

RITE S SRS Fir 50 A U 1S A A
JZ LA 22 A Wl A S AR o A He 8 A
FEITE, W™ 5 P I YR 40 M P R A A AT SR
1M1 2% 3 By =22 18] BRSSP Al A B o g s O, 24
ERAC T S5 B, R i3, b Az ], S o
B PN ERE B, B 2 IR S R F 4 (nuclear receptor
coactivator, NCOA4 ) 54k 1455 Ik 5412 B IATG
TR, S EONFE Bt R BUNE, Fe® a3k, id 3
FEPE Fe® 18 12 2515 )52 37 ( Fenton reaction ) P24k K HE
Fe*  7E 4. reactive oxygen species, ROS ) AN
¥ ( malondialdehyde, MDA ), 5| &k fa &5 I 7, fih A&
e N i35 ST R
1.2 JE Rt S ALIR 3h 45 ST i K

PR IRAAT R e H R S b P 4( glutathione
peroxidase 4, GPX4 ) KEIWG 5| AIAE BTt A b
R AT A 2O Bl A I R AU T & 25 RN A It T s 2 4y 55
IR Al Wi A% O R R . AR IR IR )2 R 2
FH PUFAs 4 5, T GPX4AE Sy — Fb 5 i fifg =7 7 FH -+
ZHAERSE , FHW R - Z A B N Al Ak, LAk
PR MBS JFO- 17 . PUF As X B ok S8 Ak i 2 ik
B, AT AE Fe™ B SR 5 LOXs 4 il (5 % P450 46 1k
I JEF( POR ) &5 & A= AR I N, H-1E WE L Hli T A &
R A S Bt 4 ( ACSLA ) — V45 ML NI 1 FIF ARk Pk
LRI 3 ( LPCAT3) M JE4%E T, N i PUFAs o 480
16, I GPX4 7% Pk, S BOK R ol A b R,
J2W A ) R BE P PO 4 PA 78 41 it JIE 1) 3 155
PRI B, X AR PR R G TG E S BRI | 3
— A AR I E AR R SR T Y KA
1.3 JEAAEREREFEIF S4B IR
1.3.1  BREBR /- R i ) Fe AR R R

Ve 2 198 / 4% 24 IR 3 [n] % 32 A ( System Xc™ ) &
1 SLC7A11 FTSLC3A2 P A~ MV Kt 21 il i — A B S+
ZRAR, B R BTE M, W n) 5 0S8 D A 1R
iR, 35 H 2R 48 5 T8 il 46 5510 4 e K
( glutathione , GSH ). Tij System Xc~ 5 GSH X J& GPX |
FEEPAE T, YR /A 2 R n) FR s IR R 5
Y EE D 2R B He B BELIT , S T GSH 896 1%, i

T 8 GPX4 R Je %, 4 i I 1% B5 i ok S AL )
et 2=, Prefb 88 10855, 15 S T di i 401k 32 46t
e, BF9E N, 2R AE T 5457 Erastin 0] iH
i N Y SLC7A 11 A1 GPX4 (14 2% ik, #111 il System Xe¢™,
SR T ROSFIMDA (19 2 FL, 75 FEIET- 19
Yol L

1.3.2 Keapl/Nrf2 i #& % ik F

¥ FE2AH 2 2 (Nef2) 2 )8 #3850 fb
B G SRR T, AT s LR BT AL D2, 4R FE
AR A . ZEAE R BS54 T, Keleh £ ECH
MIXEH 1 (Keapl ) A fi Nef2 % 2k 272 R AL B ;
X 0k E AL BT, Nrf2 5 Keapl 4325 3 3E A 4H iy
Z 5 IS AL, 8 3 TR UE BT A AR 2 6 G 4 antioxidant
response element, ARE ) B 5L 5, #%’%}I‘System Xe™
FEZ R8T A IE GSH . GPX4 2 SLCTA11 258 %I 1E
FHFARSCHE S IR sE T g R A= A IS uESE,
Nrf2 i) 38 i35 S HMOX -1 fl FTH1 254k 6 T AH & 41
LR g 3k A T P 2R AE TS, H Nef2 3o 32 35 nl 300G
SLCTA11 %32 35 = A B X ka1 iy et 11
1.3.3 5 Q10 B AR A %

HIEF Q10 (CoQ10) &R HPTE AL, BAT W
B4 A R 3 L B 1R IR AN AR A Ak AR DT Al i X
YA RN B AVE T, A S T AR 22 BRAE T T il
FE 11 (ferroptosis suppressor protein 1, FSP1 ) [
AL VAT o FSP1— J5 T A] B 322 90 il GPX4 k28 T 14
BRYET IV 5 55— 7 1 0] 3 o A1 0 3R I b 4 38 T 75
Wit 11 ( NADPH ) {44 CoQ 10 T4 Jylie=t , 1R 52 A
TS T, 38 ek g 5 3 4 A HE R MO 3 i 2R 28
-8 H B9", FSP1/CoQ10/NAD ( P) H#l k& GPX4
Sl AROR M 3 K, 5 e 2R /45 R 10 1H) R s AR R
( System Xc/GSH/GPXA4 5l ) P-4 TN AFAE , He ] & 44
TR SET - AL 53 AR 20
2  $RIETXTIEBEE RS B T TR R 220

NAFLD [ & Ji@ ik F vh G2 2225 Py A Wi A8 P L RAE
SN T AEASE 220 98 AT e N8R, Wl e 2k
& Sk IR b G 28 ST 4l i g, TR AE T e B il i P
T 22 FE A E A B M B AR IR AR ST o HFIE R A A
R I A A 2 (hepeidin, Hepe ) 4EF5A P52
A EZERE, Y E R A SIHFEA G R T, T
NG V5 AR PE T SO LA 4 B AR ZREL T e ha 3 2k Ay
S BT IR IT 3R 2 /£ FE T NAFLD i 35 19 AN T
LR F P TR B S 2 B R AL G, B R
E5EIPIET AN NAFLD i 8 22 A4 (L ERE , B
JUE w4 ) B B2 ORI/ Y o R B 1T IMLSE 5 NASH 19 7™ 5
F P A 5 122

HWFIEESZ , JFFIE N Kupffer 2 I BT 38 20 15 kR 2
BRI AN N ( extracellular vesicles, EVs ) ik ZISH Wt AT
A EV Sy aiFEic PR EPFads (i NAFLD I8l
AR FNLT gL pOFE Y T, YU Y 48P & B g
BRARE T B R AR A /N B P9 AT DL BH SR 455
T BT £t didk , 938 1w B /s BRUARE 55 14 TRF L [R & B
JHBE TRF 2% K e = 7] 5 SR IE T A £F 440 19
il TSURUSAKI S %5 V38 i WL AR A e = | 2, B 24
g #b 75 ( CDE ) K 175 5 19 NASH L HH AR 8 % 31, JHF
APEIRSE S T Al B R T A A=, HLARZET4m il 57 o] i
EAM I AN IR ZE | 9 A IR e AN g M R -2k, 42
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INERBET AT BB fih & NASH B 41 Jitg TR 56 FH 48 0 s
WGBSR o W98 B N, NAFLD SB35 HEIE A S B
ERAET SR 1 b /K L g il e &
T, HaR o6 435 9 o= BR A6 T30 1T 751 B A 58 m il 42k
BET-FUR S NAFLDRY

K, NAFLD 52R5ET 5 o ol S AL LTI A7 e 2%
YIRS, BRAE T2 N NAFLD [7] NASH A9, X
T i i NASH 31 9 0E | &AL I 385 R0 A1 it 368 155 %)
J& 1 PUF As 5| #2 49 LPO AT §E [F] B /74 T NAFLD /)
SNE (LT Akl S B AE A B & e el B 2 R P
3 HWEZZFHmEIETRAEIEBEIEREITERTR

NAFLD 7E o = iy §85 v 91 0 BH 10 2%, AR 4
I AR S AT VE 8 T TR IR TR SEVBE
A IR DLFERT , R 2, O D 5 BN 1 A
ST E ARV EAG & SRS E , H K B,
S ATFIERIE, 5 T e, BT R il R AR
HE = A T AL, A ARG A% Lo P, [RTES) EE AR5
T VAR R PR S UL B HLEE A 1697 L LA A
A AR AR Sy A ) P ST ARk,
AR 2 PR % 2 T ol T AR SE T B3 NAFLD A9 AH
S FEZ TR, BN H 25 75 % 43 A A2y P A~
J7 AT s
3.1 Wk
311 XK

5 AR 2 Catractylodin ) J&—F 5 [ W 2545 AR T4
MEZERY LB, B T DU Boke s e it H i is
BNEEER, YE Q&8N R B, 45 R 22(20.40 .80 mg/kg)
AT e AR P 6] =5 DB P B Chigh fat diet, HFD ) i
S04 /0N BT IE RS 0 AR PR AN BE T SRR, I o
B AR ROS AT MDA 7K -, 32 755 GSH A 40 1L 927 157 1k
fifF( SOD ) 3% M e Sl AL DV 3K 5 E— AR T2 3
45 B OR, 5 K Z (40 wmol/L) AT iE o Nrf2 18 i,
PR AR AR AR ( palmitic acid, PA ) HES HepG2 4l ifg
GPX4 ., SLC7A11 FFTHI ik, BRIV & &, 8
T AR 22 AT 3 o VG Nf2 3 A HE AT, i gk
BE T AT 4035 400 B 3 1 o
312 4%t

FRATITE B ( ginkgolide B )& MAAR AT I R H2 H (1
—FPaE R G Y, AR PLR ke P R
PR S E . YANG Y 28 POBIESE % B0, AR A5 N TS
B (20.30 mg kg™ - d™") 0] _FEHFDFE S 19 K il
JIF e 41 ) Nef 2 26 35, i 3 Nef 2/ HO—1 3 42 48 i U
1ML ZE A AT 1 ( heme oxygenase—1, HO-1 ), GPX4 .
FTH1 ik, 3EREL Fe* . ROS. MDA 7K, #2F Fe |
SOD . GSH-Px /K-, H.AG & vk > Bg i , 7 5 AR 4h 52
(AR AY I BEB 4.8.16 wo/mLAN FEPA/OA 5 5 19
HepG2 4t ifd ) 255 i )8 — 30, 2R ER A5 Y TS B AT GE A
TTE Nef2/HO—1 38 B 40 il 26 76 1=, DA vk 2~ g s
A, U F%E NAFLD Stk .
313 #HK

e A astragaloside IV ) 2 M\ S A R H
alifb i) —Fh =2 B, HA IR b bR b
Ak SR RESE Z Rk — TR FE & B,
WS (100 mg/L) ATE & T E P53, A FTHI .
SLC7A11., GPX4 45 £k 36 7= 5 #t [K 7 iy 38 ik, i
System Xc™ 231, U/ ROS . MDA RIS 4 09 7 A,
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DA 30 ) PA 5 S 19/ BRRRAW264.7 0 41 iy 2 46
T, P B EE W T mT D ok il RAW264.7 B I 41
R BE T A0 RS BT TR, AT 2435 NAFLDPY
31.4 EFE

P2 (Cicariin ) SR EA 25 L2200 o
HiHF 21 A, oA PLAEAL BT Poim fiph &8 30
YEA, CHOIL J4&™ & 81, Fapk A 38 in i 22545 (50,
100 mg/kg ) AT PR EE A M2 A 2R Bt = (MCD ) IR &5
S NASH A7 /)N 554 AT 41 i MDA il 4— 3522 36 045
B 4—HNE ) K3, 3 m IF A R i i AL S ( CAT)
FISOD G, e AR il Ak . BT SR /AT & B,
AR ] — R LK E MCD i S B9 BT 4 i
LRBIARI 250 W SSFNETE IS R EENERT TR SR
FEERFE T HRIVE . TR, 32 228 1 AT AR
PN A ACSLA AEAE DU IR 12— B4 A fifF( ALOX12)
R T255 S 7 CALR ) SEERFE T AR & P 2 11 a7k
S BRI 2 B, R SRR AT R Nef2 L xCT Al
GPX4 By PR, iR 2R SR 287 0] B oL IS Nef2—-
xCT/GPX4 i AZFN I ERIET, A ifT i i NAFLD [¥) 98 i
PSS R i
3.1.5 FEA

FARTE 2 (acacetin ) Je=—PFl IR T H R 252575 1
_EFERAT I EERR , JIANG Z 455 &3, filRE 35 2 (10,20,
50 mg/ke ) 1] _FPE HFD 5 5 (9 NAFLD /)~ B4 Bt P9
GPX4 ik, T ACSLA . FTH1 323k, BAIK Fe* . MDA 7K
S 2RSS S B, AR EE 2 (3.10.30 mmol/L )
1] Ft 15 OA Fl g £ B ( lipopolysaccharide, LPS ) 1755 /1Y
HepG2 21 il GSH 7K ~F-, I B AR ATF6 Fil CHOP 25 111 7K
P, AT 0 ] PR S5 D9 i/ 98K, s TR T 2% T s e P o]
PN DX 3 980 RIT2 AE T I 5 NAFLD JIig i 28 o1 R St
ULAL, IR ERFE T 1T BE 2 P T 1 9807 JHE I S ot
SR N UEE F  BIRL 2R 5 2R YT NAFLD 11
WAEEIR 25 .
3.1.6 Zik

AR 2R ( puerarin ) X 44 MR TE N, PR HR A 2y
B, AR P 580 TSR S PR SR
YANG MZEPU % B, 55 AR 22 (200 mg/ke ) 38 i #4096
SIRT1/Nrf2 {5538 i, w3 1 V8 HFD B A4 IR TR 25
(STZ) 1 5115 S 19 NAFLD /)N BT 41 Jifg 9 SLC7A11
GPX4. HO-1. GSH-Px. CAT FISOD 7K 3, [ Ik Fe** .
ROS FI MDA 7K, FWR A LRBAATE B 2544 , AT o]
BRACT s AN LIS 25 I — 2P 06 UE T iR g5ie, [RlE)
il 3 sIRNA BB PA 5 S A0 AMLI2 41 i P A9 Nef2 )15,
B X T SLC7A11 . GPX4 FlIHO-1 B 22 157
K, Fis B AR 2R SIRT /N2 {55380 6 A %43 )
BRBET , RIFEHTNAFLD AR 3 EH .
3.1.7 J+H

F}Z:0{ T A ( tanshinone T A ) &M 252
PEBUr B A E TEAEIRAL A9, A BRI PR BT
5 LA I BEAR B A B0 4 S5V E . SR B A Y s 1k
WLEEAS [E) F 4 P20 A (30,60 mg-kg™ +d™) X}
15 B IR M 5% ApoE ™ /)N BRUBSE Y e g o I FR 9 5
Wi 2 B, R O A A 38 o 9 AR P T R H A A
P53 %1k, FiH GPX4. SLC7A11 FIFTHL 133k, 32
1 GSH K, BRI ROS B R, T S 2 AE T- 1 %
A VT AN U5 AR AN R B R
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F} = ZE (danshensu ) W FE IR T 25 0=/
IKE M D5 RIS S, LA MR PLEE . 2
RN NI R TR U 2 R A A= S R 1 RS
AH, F} = 2 (30 pmol/L.) AT i &k [ J collagen I,
CTGF. GPX4 FISLC7A11 3R ik, F AR Fiiz 25 &
12 (lipocalin—2, LCN2 ) ik, it JEE 51 1o 2 AL
ROSFH 2, M1 10 w g/mL LPS55 5 19 LX-2 41
J AN TE A 76 Ak, H LA b 3 B nT il 22k 5 T 0 ] 5
(liproxstatin—1 ) 355 , T W F+= 22 n] i o {2 i I 2
AR YN I hepatic stellate cell, HSC ) £k #E 7= # ] LPS
75 S0 HSC 54k P01
31.8 FEZi=

T WA — I 5T A B, B A8 R A AR T ek
5 NAFLD K FRU I BE D7 28 P 404 0 38 RN SR AE |
AR ZE T I P Y il R, IR Rt e BT, S
5 8o, AT B O B AR & ATl L Nef2 i 42
VE = NG = B ( HSHS ) 5 5 1 NAFLD K BRIT I
GSH 7K *F F1 GSH/GSSG FEAH., Bl HO-1. NCOA4 |
MDA 7K, 367 3 o 0 P A bR &R il 4k 1
T IR IR AR A, MU ERAET
3.1.9 AER"t

AE IR AT JE DA b 5 245 AE S b rp PR BRI T R LA
HEHT T s 2 PR Vs M, BT AP AL B bt
RAHE, JIANG TAEP L E, BEHEFF(0~100 o mol/L.)
Al AE W5 A R A IR AR SC B T (FTO ) 3Rk, 12
PESLC7A11 B m6A HH Ak, il i FTO/SLC7A11 i&4%
FH OA/PAE S Y HepG2 40 i GSH ., SOD . CAT #
GPX414 ik, T A SAT1. ACSLA # ik, K ROS.
MDA Fll Fe* 7K 5, 34 hin£okbr A 5 i . ATP Fn gk by 44
JEE HL A2 ( MMP ) 7K S, DT 38 775 BE B A i A0 A0 Ak
VL A ERAET T AR Y SE 50 & B, BESRTT (1 g/kg ) AT
U/ HFD 75 5 (19 NAFLD /s BUIF P9 I8 53 B9 22 R0 i i
AR PR AT o
3.1.10 4w

5 3 R 2 B AR A o — B NG PR RS )T I AT
TET ASRF Z AR T, FIAEREE L PR AT &
FEPUNAFLDAE F. #it 2 22(50.100 mg/kg ) AT 38 3
i GPX4 33k, TR E ST 2( cyclooxygenase—2,
COX—2) Fl ACSL4, FEAIK 4—HNE 7K - F1 48 ffu 42 & &
I Ft = GSH/GSSG FUAEL, M T #11ifi] HFED i85 5= #1551
&AL MR BREUREIE TS, 3t — 2 FFA IR G
75 A JEACHF 40 it ( L-02 ) A4 g4 21 g A7 28 1E 40 i
A5 g2 P, M 2 25 (100w mol/L) BE UK 7 B 7 28 1
L-02 41 il ROS FAE LA I3l gk at =

SN FFTR (10,20 me/kg ) 7] 38 3 B0 Keap1/
Nrf2—ARE 1l %, 28 F I HO-1. GSH., GPX4 . GSS,
GCL. UGT i3k, [RI B #4005 71 138 % FSP1/CoQ10,
Th & ACSLA K -, Ui 2 ROS . MDA A= i, H. 3% {4 5
TR B AR M, e [R] = FE R 2R FE T S Ak 5407, a8
NAFLD B9/

EoK R (5.10.20 wmol/L) Al 3@ 2o LA 2 Ff

BRAZ M FEA R 5 P05 5 B9 HepG2 4 i BR AL T

(1) #1l P53 mRNA FI8E [ i F 82 #F T IF System
Xc  F1GPX4 3 5, I JHSLC7A11. GSH. GSH-Px .
CATHISOD /K-, Fi# ACSLA 3k, 18/ ROS Fll MDA
Az A, DT el g o 2ol AR A RN AR A N 3 (2 ) R4k

85 HE AR FTH ) 2R 85 iR 4E ( FTL ) 207 A fif R B
E 12 (UCP2) K-, BRARRT A IR R 2R N e &
liff2 (PTGS2) . #kf%iz 21 (TFRC). &8s+
FLiz B 111 (DMT1) /K, 3l ol 48 R4k i At A7 -5 5%
IBRTHIERIET (3 ) PR LRI T A A, 1 5
MMP , FFARRZ A R AR A B 25 73 38 3 ( VDAC3 )
IR AT AR LR AR T REFEASPI H kst T

KW ETILERIEE TR epigallocatechin
gallate, EGCG ) J& £f 4% 45 2 Wy i 3= 22 0E Pk Al 47,
EGCG (20.100 mg/kg ) W] Ft = HFD 5 5 19 NAFLD
/N BLGPX4 7K ~F- FIIGSH/GSSG LY {H, F i CcOX-2,
ACSL4 ., ROS . 4—HNE 7K Ffégk & &, H 5449206
(EGCG 25.50 pmol/L) 45 R E 45, £ /REGCG
AT B8 1 0 il g s 3 AU b AU TR R SR 2R {4 ROS
N FIAE T I 5% NAFLD [ ITRg 351 4
32 FHE T H5HRY
321 EFEH

FE1S 7 A BEEEmS ), iEE IR
UL AR, B FIK B IR T, AR R B,
Z A NI et 2 S50, BN 5 2 A A VBRTS  T a  E T)
FKBP38/mTOR/SREBPs il #% & 5[ AE PT 4 23518
WEEVER ™, AR AR SIS WoR  FETE (1.3,
2.6.5.2 g/kg ) AI 3 i) 75 Nef2 BT AR AL B, R
BB R E 1551 NAFLD K EUH A FSP1 . CoQ10., GSH |
GPX4. GSS. GCL. UGTFIHO-1% ik, % {KROS.
MDA &, [, 751 0.25.0.5.0.75 o/L) Al ek
OA 51 Huh—7 41 i1 N ACSLA mRNA 3%, FRALR
BLAR MitoSOX 7K, 3 3: 238 Al AL N S il 2R A T,
VK% NAFLD 32 11,
322 Jmwk — F A

Ik AL L vl T B R A 101
2l 77 T R, HAT M 3E HEE  BH BH AR 2 50, B A 5
R A T HAA AT AR ISR PR (S LA N
INREAEAEF P2, I SR AR E o ik — = AL
H:029 g kg™ - d7 L HRIEE: 1.45 o/mL) THE SRR
FRIZEH ApoE ™ ALY /N B & I, ik — 28 L AT i e i
T ELH2H P53 FR3k , fBRILXT SLC7A L iy dimidil , iF
M _F 8 GPX4 . FTH1 /K-, T #f PTGS2 . NADPH %
B 1 (NOX1 ), COX 27K, /R sk — Z LA e
JE3W 3o P53 i 42 JE T I B o AL M T R R 2R PE T,
23 NAFLD 8RR,
323 ALRs AT

AR5 52 Uk A0 s 22 56 i 18 H a2 i
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Analysis of the Fuling (Poria)—Guizhi (Cinnamomi Ramulus) Combination in ZHANG Zhongjing's
Linggui Category Prescriptions

ZHU Huiying, WANG Shupeng
(Liaoning University of Traditional Chinese Medicine, Shenyang 110847, Liaoning, China)

Abstract: Fuling (Poria)—Guizhi (Cinnamomi Ramulus) combination involves 16 prescriptions in
Treatise on Febrile Diseases and Essential Prescriptions of the Golden Cabinet, the efficacy of Linggui
combinations within each prescription is different. According to the collation and analysis of relevant
original texts and literature materials, combining the inheritance and utilization of Zhongjing Linggui
compatibility by some later generations of healers, summarizing the efficacy of Linggui and the significance
of its compatibility among various parties, which are embodied as follows: (D For the treatment of water—
drinking internal stagnation, taking the effect of warming Yang and transforming Qi, inducing diuresis and
strengthening the spleen, such as Wuling Decoction (L2510 . @ For the treatment of the upward flush of
water, take Linggui which has the effect of inducing diuresis and nourishing the heart, warming the middle
and resolving the drinks, and calming the flush and lowering the rebelliousness, such as Fuling Guizhi
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