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Abstract; Diabetes kidney disease (DKD) is a chronic metabolic kidney disease caused by diabetes mellitus (DM) ,including abnor-
malities of renal structure and function, mainly manifested as persistent proteinuria and progressive renal dysfunction,which is the pri-
mary cause of end-stage renal disease ( ESRD) and seriously affects the quality of life and life expectancy of DM patients. In recent
years,a large number of research has shown that the abelmoschus manihot (AM) has significant therapeutic effects in reducing DKD
proteinuria and improving kidney damage. AM has good renal protective effects and can improve the clinical symptoms of DKD patients.
The pharmacological mechanisms of AM in treating DKD mainly include reducing inflammatory response, antioxidant stress, alleviating
glomerular hyperfiltration and sclerosis, alleviating renal tubular injury and interstitial fibrosis, reducing foot cell apoptosis ,improving in-
sulin resistance ,and regulating lipid metabolism, This article elaborates on the clinical efficacy and cellular and molecular mechanisms
of AM in the treatment of DKD proteinuria and kidney injury,, which will contribute to its widespread application in future clinical prac-
tice.
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TAT IR 7 B, I A ok 3R DB BR 9 ( diabetes
mellitus, DM ) {4 4 J 2 F1LER R 8. 35 _E T, 2017 4
ELIRF 11.2% , Hrp 2 BUBEFRIE (type 2 diabetes,
T2DM) (% i 90% LA B W5 DR 1 9% ( diabetic
kidney disease, DKD) /245 /1 DM 5|2 (19 1% 14 B i
( chronic kidney disease, CKD) ,J& DM & 1 T Ef%
M4 I A AE , DKD Jig 248 m] 22 K% B /INask B (8] 52 L /)
HHEAED | REEARM N (end - stage renal
disease , ESRD) fy 1 LN H8E (1 2R (1 IR
RS A0 (B B /N ER UE 11 &R (glomerular filtration
rate, GFR) F#AIG /2 DKD 1) =221l KA AE , DKD B
Al B A B O R R, R E S BURE e,
DKD P4 =347 H 3222 A css M e A | 3 il 1
FXHERF £ . TRIEEE R, B - g%
K2 — BE[E R 2 5% (renin — angiotensin — aldosterone
system , RAAS) $5450 4] %F T T2DM 5| 1) DKD 4 Jf:
I A R R EIR A B A TR e -
PP FR B 5% 38 1 2 (sodium — glucose cotransporter
2, SGLT2 ) i 70 Fh ik v IUARE 2 A JIK — 1 (glucagon —
like peptide —1,GLP — 1) SZ &3 8l 1) A M~ T
BEVE IR B I R4/ T, HLS SGLT2 il 57 46 1,
GLP — 1 Z AR 3 7 1] LA7E eGFR I & 2 b
FAY 1. 45 DKD R JR 2 ESRD, N Z50CR F I 4
RITEE R . R4 DKD % T Bk
LEARYT  HAR B PRAR RS T A e R AP B
AFPEINEE , SORBTAIEYT TBOA 2 E X,

REMFEUESE , TP EE 25597 DKD G T & 1)
S7RCRAE e, Dy il R 32 48 T T #9369 O ik AR
bRt op 2 %35 46 (abelmoschus manihot, AM) 7£
1RYT DKD 8% 8 R RGE B DI RE 77 16 B s
PEFAF R 7 R ARk, AM | B &) 25 18 5 R
(total flavonoids of abelmoschus manihot, TFA ) % H.4H
SR FR) (B 2E e I AE J 45 ) © 8 T DKD
Il RIGYT , fE0 > DKD SB35 IR 1 AE S ' Dy fE
OB T Y AR . AU AM 597 DKD A
F1 BRIV A5 1 s DA 255 400 L o B L ) i
HEAT AR A BT 302 0 AR R i i PR S B
1 DKD FZERIEHLF
1.1 FERENG DKD i kil & 2 2,
SR DKD 38 5 0580 12580 K

FEHL AU IO R S E RN S AR 56T DKD A
- 1258 -

o BSOS AR B /N ERIR BRI R R IR B £
F RV AR  Kimmelstiel — Wilson 2575 AL 3 B RE Y™
5K B R AL B /NIRRT AR 1A 7 K INE T
] AE o DKD B 08 1 v 0 R B R AL
5 B R SRR I B RE 53 0 A TR TR
B B AL 72 ) (advanced glycosylation end prod-
ucts , AGEs ) i PR S5 e [a] S B0H /INER 1A B 40 e
BN R ARG ST R A B 2
LB /NEREE IR B IS, 5 R BRI R A, e
]z B/ NEREF AEAL AL , A R B ), S EUE
1R ThfigusaR

1.2 HERERIN  FEINH DKD & T“Hin”
HR NI AR AT TR BT o THIE B R Ak &
TIHEA , A, 5T 2 TR, TEPN Rk K T
T FE SHUARHER , AR %, KR B A T e AR
5 B TR B LA BT K A RORE e v
U1 9 R 2 AR G | GG S0 19 BH L R ok 2 P A O 2
ROTERRS AL o WCITT DKD LA AS e 52, LA
B HE A IR PR AR, AT AR B R A
(i) )53 Ot B AN [], 20 53105 FH s AR B A ARAL
ST 245 FRN B 3 I e ek e A

2 HhHEHERHERR

EEEAE, XA M as BRE s ARAESE, N
SRR IR A B B Y TR AR . P LR
H e G IS B EZ , BAT R PRI A, 15 10k
T e i R DA, SRR HAIE | ek oL A 0 L I A
AT JAETE Ok KRS HEEEEETGr
AR EL) |, F i 5 AR IR /MU R S AR, TG
HEMOR AR MR 5 AR BT ) I 3
BB R ZT (AR H ) ICE: s A
TP 2, B kAT 5 (R %) WOR T 2 1R
I U s (R FESE2E) 10 80 B 28R )T IR
Kb oty A P A5 4 R ) 10 0 E 2 4B R IT /N LR
o B 1k 5 CAF Rk BT 10 8 E ) 55 AL T 1 i
B AT, BB R AL EE A DKD R
P RETASRAR SIRIAM E W) & o AM I Bk,
ZYBRARIR S R B T A BB A SRR BRTR
RANKBEIR IS A Y, TRA B4 22 Bk it
B SR MRAER R -8 -0 - B - D — ik
BERRTH M EZER -3 — O — A AT A Al 2 7R A
FeF -3 -0 - PEMEF S o S 2Bk 57
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Bz 2R AN B 2R P AR R AT AR AML R 4%
IR B A

3 #HZEIBST DKD IGRHFR

DKD = 2l R 2 B 0y PR F1 K P T i #UE 2)
BEyBaE , 045 1 11 4R R A () GFR R R,
FRELPE R 1 RS2 DKD i  ESRD ik 37 15 5 A
2, T LA D PR =G YT DKD # 2 2FBOt BAY
IR E T, KRG PRI I IR, AM
Xf DKD 4 R AVE 5405 B0 1097300 ARTLER
A1 ot LG R0 & B DKD J8 18 1A %
FRAN-RFEEF (Y Hemili AT TFA 7] g 3 238 ' )
B RIRIR B /K. BNl 0 S 2 B 356 iA
7 T2DM 5|21 DKD FLHH 8 25 bR 2R 9 Il DRI T 3%
R, AM AT B AR T2DM 515E 9 DKD 4 6
JR 125 1 (urine albumin ) 5 JR JLET (urine creatinine ,
UCr) /K- Feo SR 25" SR A BB ML BE AR 0 2% B
AM 15 B B R R %215 97 DKD f8 2% bR A
B T RE T A X R A R AR RV S i
BLXT BRI 00 e R B 2 e e 056 15 45 70 JH %) B 45 DKD
BERORE AR A RIT R, A AR AR S 1R
PR [HEE R HE 28 o 1 kR W TP k%
80 il DKD i, B AL IEOUL % B 5% i 42 1k
GRKUP IR RS T RO B, FoAT DL s R A
AR BEAEME , FEAIK 24 b JRAE 1 5E B AL YL (seram
creatinine , SCr) 7K, 34 I 4% (0L JG TA AR 48, 48 22
TIREE AL, D% R BT - IV 3 DKD R
Hh BRI R M KB YT O HRAH 24 h AR
FiE it \UCr JRZE A (urea nitrogen, BUN) | GUIH [#] i
(total cholesterol, TC ) . = [t H i ( triacylglycerol,
TG) R A HEM AR A B B G, WA R
LRI . BRI BERLX B L4E 60 4] DKD
BE R AEAD I B KA E o T B e iR
BRI AR 257 1B (fasting blood glucose,
FBG) \JR B2 - MG [fi i 2 BUN 2 & 35 b1 24 A B
G, WA A EL R VR A B AR . Ak
A Meta 7347 75, AM 15 RAS BHIET ) % DKD i
24 h PRAEE U E &R B RSO SCr B A
B0 IR AR A AR T IR LR R T RO SRR 1
AM X}t —25 2% DKD 8825 19 85 B IR AR S 2
REJE A 41 o

— IR T B SR IR T B T I PR 25 & AR

IR, B EARIGTT DKD BIG R EIE R A 25 (4
B 0.76 41, RUIG RO (45 ) , ‘% 2P fH
N BR(LEERI 4 0.38 73, BVXURS Bl 448, 42 42
PeBAT) T BRI A I A K 3 AR B A
(angiotensin receptor blocker, ARB) B{ Ifl & ‘& ik K 4%
AL BT 1] 77 ( angiotensin — converting enzyme inhibi-
tors , ACET) 2R 2513547 DKD 72 & it PR S A A0 |
FEAI% SCr.24 h JREE & 7 IR & HHESRF TG
TC J7 6 T 5l il ACEL/ARB {697, HICH]
AR AM LR & 2 T it 32 09 8 8 A
i, HR A RAAR . 2RI LRI, HAEIRYT IR
HH BRI ASE A B FAER XU, 25 U5 2
RUEARFE S DL EN, AM K LA
SRR H ATz 0 T AR 7R bR AR 7 T
BABIFRITR A, AM AR HFi595 DKD,
XTI A B /INER B Ak M B /N ER B 5 R I
F A B 4 03 5 5 th Y A AN TR R E ™

4 HEHZEIKT DKD B HIF Rt R

AM F I SERE BT PBE I L R M | SE 22
B /NEB NS £ 4EL SRR T, BT DKD B ALH]
IR, HAT MR PSR g BEE &
B, AM AT LG o 9 8 E S AT AT I B D
B /N e RS A AL s B INE B A e
(] JoT 2T 24 b U2 J A 00 T TS I 2R R A
T i A A Z2 AL B DKD 8 F IR A 2 5
JEASI0 , AR B R VE T
4.1 BBRERN JAE & DKD i) %
B, A A= K F - B (transforming growth factor —
B.TGF — B) FAIIEA 2 (interleukin, IL) % 4 ft
PR~ RN G B R 45 2 Rl R JE -2 5 DKD 1 &k 4=
KR, JRAEAT o 3 BT, AT -5 50 % IS 0 i 3
Ae RAEAN IR 20 i S o G T BN B ]
JREFHE AL, Fe 20 S B0 EAR 0 IR SR A8 IR T
(tumor necrosis factor, TNF) & DKD % JiE %) 3£ 22 ik
KRR Z—, INF 5 544 33 75 % iRhom2 5 {2 i
TNF — o ¥4t} ( TNF — o converting enzyme , TACE )
()32 AT o TFA AT DUE 3 #1] iRhom2/TACE
5 0 I )R AR A o X BT AR A PR
(A, DT 79 AR 2 e 438 B B i HEAE
SRR AM AR B X K AT A 15 KA T
AN R HRL 20 i 0 T - 8 HAT Mkl A ] . i

< 1259 -



20234 8 A i 2]
5 43 B4 8 W

7OE
HENAN TRADITIONAL CHINESE MEDICINE

August 2023
Vol.43  No.8

AR, S I e AT T LR DKD AR I C
B H K TNF JKF, AT 9842 DKD F fal 28 i AR
Ao PG, A 578 RAE RV 2 AM JRY7 DKD AH G
B MRS 5 Foe AR (25 B

4.2 PIEMRE  DKD & 7718 M R
A WP A, 2 TR R O , AGEs ]
R EE G C MO R AR s, S 3L
B /INER A R 240 FEE 4 PRI /N A8 ) S5 4 L S 45 4
NG| & B I 48 RE B 17 40 e 94 T F0 5 /N Bk 21 4
A6 U S A AL I R Y 7E DKD S5 &
J it B E AN ZAAAE T, Rl B /Nask BN
R 2R FEE A i 1 B 8 2 9 o e 4T I 98 1) A A L T
BOBPETERS . wE e n] R p38 2 R FEIRLEE
¥/ ( mitogen — activated protein kinase , MAPK) I
NEmENLESE 3 — % ( phosphatidylinositol 3 — kinases,
PI3K) /& i B ( protein kinase B, Akt) i@ % A9 15
P, 987> TGF — B1 FI TNF — o 7E DKD K [ A5 A 5
B B ZRIB K, 1 SR AR EORT p38 MAPK/ Akt
S oK D DKD K B AY F £F A AT R
2103 1L I RATF ST 45 ), o 8 2 A6 B ER ) %) DKD
ARFAT T R AEE H I DA /N ) B A2 R
PRI AR S 0 3 3% I 2 W LA T e e S 400 I I
i 48 AL Wy B AL 1 ( superoxide dismutase, SOD ) 7K
- BRI I B R K , AT ek S A 1
S ESGNNEEL v

4.3 BEREB/NKSERTRSMEEL DKD FH &
HRREE B /N ER R IR RS R e N 2 S EOR ]
TP A 1 , A U R Tt A i I A R
IINERIIRA A2 E DKD # %  FpE B /NER
JE IR B /0N 3R L I 5 g L A B R JISE A4 i 4 A
DKD T B /INER 1495 BLAZ AL, 1l PI3K/ At/ 7L 5
YA 5 = B0 2 1 ( mammalian target of rapamycin,
mTOR) {553 # N2 R il 4% K 5~ p70S6K (1) 53
WARTEH P A5 T B AR, 22 & BRI B /N BR
P05 0 By AL R R A AT LA S o
Akt/mTOR/p70S6K 15515 14, 2% fit DKD T8 '5 /s
BRI B /NERTE AL DKD i ) 5 S B
W BREAAS WA AC I S A S ST B S 43 A R
AT LAB RS /NERBEALS o F B o S e R
A3V K B B 5 & B, AML ] 5] A 5 i a0
o — B WL 3h & 3 ( smooth muscle actin — o, o0 —
SMA ) 78 B /INBR R A 2 T2 4100 1) it £ 4 200 i 48 5 F 240

- 1260 -

AN BT 8, WA /N R AL A 45 5

4.4 BEBNEHG DKD FIHRIA B /NE
IHRELE AL S, OF LB /NE G RE B g 1 B 4T 4
PRy AR BE , K A ML A0 475 48 Bk S it S B s L
il S B /INE BB A0 IE O | T TG TR AR
Wb TR TS R A B 25 4 4 . DKD B
AR I I R 22 2 0 PR 11 /KPS0 THis Y
MIFHENER C B EELS & E AR B2 WOREH
ol EREH N - LB - B - D — 55 4 B 17 1 |
B 1SR E/NEB PR G S DKD 5 %
PIAR S, B e 98 6T AT LIRS AK DKD f 3% IR
B2 - WK H JR N - ZW - B - D - L AR g B 17
ity AT E R AL B EEAE G A X 24 h JREEEE R
K GESE AM X BN HAT R PE T
4.5 KEBEFRTHEML DKD B B E L4k
(renal interstitial fibrosis, RIF) 2 3 3= 32 ) 5 B AR A,
Z—, FEALAR T AR 20 i S v 4 A DA O A1
SN, IARRIRAS TR B I TGF - Bl 55
T BRI S WA N, 5 AT 4k A M A 4R
#k RIF, TGF - B1 2> [ p38 MAPK {5 7 i f& {i%
P PR R /INVE AR A3 B R LF AL R /N
B b Bz AN AR I RS M 0, R AR AP EE TR,
45 o - SMA L4 E A, USLEE E - 45
B A BRI REECA ZH MUIRIA YT W] L aE i
Klotho/TGF — B1/p38 MAPK {5 5 & P& 8 45 ik 2F
YA IR IR S0 A0 M g S AN LT 4 AL, DTS2 i
DKD HEFE™ o 1 4" 0] FH A B BP0 R A A6 L
BRGS0, TRA A DL3d o B A S B i R
Tzt 45 20 23 A= K ] F ( connective tissue growth fac-
tor, CTGF) % Smad 3% [n] &4 [ 7 Smad7 #1 SnoN
I RIBR ARG B BT 4EA AR

4.6 EORAMRBT H/DBERLAN LR
B /NERUE AL e 1Y) R A Uy, KRR N R UE
I RE A CHEAE . AL A0 M 2K R RN B AR 2
DKD R A U TRA AT LLFEAIG IR (2R 1
SRR Lo AR, D8 S At T AARSMIF SR,
TFA FZ0E T 4 2Bk REIE AGEs 53 1 2
MM T, W LA AGESs 51 2 /Y 41 i 3 1 25 11 s
PRI o Zhou A % B TFA AT DLy A B MR
W & ( streptozotocin, STZ) i T 1) DKD B 1 k< Bl IR
HEEHLEBE, S22 Bk T B A H ] AGEs o5&
f{) caspasase —3 F caspase —8 FihHiN, & TFA &
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$" DKD & 4 e 32 41 T B Hz Uk . NLRP3 4 14
AR B S S DKD 5 R 20 A 0 T R E 22—,
TFA 0] DA IL - 1B 1 1L — 18 25 (28 1k K T
I FEL 200 AR A2 0 8 T, 3 ST PTEN/PI3K/ Akt 3
FEINE NLRP3 58Pk /MA i S0 , 1 FE L R A6 g 3
A mOa B , AC3E o L 3R] 385 | A 1) 2 40 461
AR T, o PTEN/PI3K/ Akt 3 B =2 ok 3% DKD
SRR T R

4.7 BMEBRZEMIT RS E YT (insulin resist-
ance,IR) J& DKD & JE 51 75 i EZL ML . IR 55
DKD J BE#5145 £ 2 GFR S0 Tk  JL I g )=
SR S BLALIE (slit diaphragm ,SD) 453453 5 /N Bk
R PR AR AL, IR R OB A RAE RS AR
PERANNE IR RN e RN Z .
ANERSZJTTA AL TR A S 35024 ) il s 15 0 P Joit 9
I, HaE— 2 5 R B /N ER 20 0 o o e ) e A AR
TR LRI A ™ SRLT 2 Y 58 R BE, AM
SEM R A B M R it R -3 -0 - i
WEH FIRE KR -8 - O — B — Fi A WE I IR B R 45 i iR
U 20 M R 8 5, AR 2 s Tty 200 I 2 A SN i 4Gt A o
PRI~ 2k , DA TTARE 26 1 A 7 240 JHE A , 385 o i 2 4
PRI, b i s IR 7K B35 e m] DLl i PR 45
IRS1/PI3K/ Akt {553 B4 16 P oie 32 DN K BRAR AU IR
RZS, W AN I I A ThBE R TR
4.8 FEATEERAE KA DKD S35 AR e
Wi U 2 2 20 BTG % B g B 1 A2 AR B A 3 R
I J5 B FEUE B U S I A4 e P4, 5 | Ak A S o I 0 —
AN DKD 8 [ /R A1 B IR 4. TFA A] 8 2o ol
35 R 4 ok AR T B D% DKD B3 il T
JRAR RO ME 59 484 . TFA A4 JE iy g
5 4 gk gE , 9875 PPARo/ v.C/EBPa #1 SREBP -1
AP I IR T PR S AR I R APt R Rk,
PR A I I R i g oA 25 6L, 982> DKD i
FHE ISR AR R TRA B4 kS S ik
W A B i IR DKD AR R BRI 2% v A | i i LT
FR B AR KT, e AR I B 2 2L 2R
AT TR IGRPTT & 3, B DKD
TBIT IR RS TC J TG ¥4 B F R, 7l
PASEZE DKD HEf . XIkas " LA I NG 25y Bk
AR DU YD 30 SE Ak B B 2 e 4 nT BH I AR
T2DM 5[ [ DKD #& IfiLiE TC #1 TG /K, 2 7H
Giit L (P <0.05),

5 INEERE

DKD B 2:3% # i 4 5 0 DM B 2% R 15 5 i A
U A i 14 T B A O S, R TR ] R &
M T ERRAE T & X DKD 2 R A R
3, R PG 1€ 325 BUPE 7™ b 2 ) XL 100 ) 2 il
ek B A RAS 4 50 L SGLT — 2 410 i 57 =%
GLP -1 s &254'™ . WFFe %0, Bk %t DKD
BRI T A T B R 2 P R LA
J7 ,{H DKD 35 A8 11 bR AN B I Sh B R i 45 2
PR L a3, 1 H RTI RIA YT DKD B s A
JUTAEAE 14 3 B R A, -4 0 T BT BERA YT 254
AT S, AM ] DU i A e A S A A4k R
PR B /NER R IR S RIS NERBE AL ek R /N
EETRA A ) R 2T AL gD N T e IR
FE T R PR & 2 AL S DKD B34 IRE
U HEH M. AM 5 ACEL/ARB A HEZ 1T 7 4%
e iE Tt — Rk T AR B
H W2 2 R AL R & 8, AM 3A97 DKD 2
PR A B BSR4 A FRIL AR P 5, 2R3k R
A et R T R BT R IE I 2 i A g R
HEAL AT P I LA | 3T B BE IR AMAR AL BE F
AM K HAHI 53477 DKD 8% 28 1A bR B 8 45 7T
BS503RSO, X B if DKD g 1 iR 2z i Jie
A EZIG IR B S EAFE AR R IE R T B rh ik —25
I AR .
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