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Abstract

Objective: To reinterpret the dynamic role of excess pathogenic factors in diabetic kidney disease
(DKD) based on Liu Wansu's theory of fire-heat, to construct a pathogenesis model of “heat-turbidity-
stasis-toxin-collateral damage”, and to clarify the boundary of its clinical application. Methods: This
narrative theoretical study took classical medical texts such as Suwen Xuanji Yuanbingshi and Sanxiao
Lun as theoretical sources, and comprehensively analyzed the pathogenesis evolution, syndrome
stratification, treatment configuration and evidence level of DKD by integrating recent integrated Chi-
nese and Western medicine guidelines, studies on TCM syndrome distribution, pooled analyses of ran-
domized controlled trials, systematic reviews and experimental pharmacological studies. Results:
DKD should not be interpreted as a purely deficiency-related disorder. Qi-yin deficiency and spleen-
kidney deficiency constitute the root, while fire-heat, damp turbidity, blood stasis and turbid toxin
may participate in disease progression at different stages. The proposed model can be summarized as
“fire-heat damaging fluids, fluid depletion generating turbidity, heat and stasis binding together, sta-
sis-toxin damaging collaterals, and failure of qi transformation”. Current syndrome studies and guide-
lines support the view of root deficiency with branch excess, but are insufficient to establish a fixed
one-to-one correspondence between TCM syndromes and modern DKD stages. Clinical evidence sug-
gests that TCM combined with conventional Western medicine may have potential benefits in reduc-
ing proteinuria and improving some renal function indices, but methodological limitations and insuf-
ficient long-term outcomes restrict the strength of conclusions. Conclusion: The value of interpreting
DKD through Liu Wansu'’s theory of fire-heat lies in suggesting that syndrome differentiation and
treatment should not lean toward exclusive tonification, but should dynamically adjust the emphasis
of heat-clearing, turbidity-resolving, blood-activating, detoxifying and collateral-unblocking methods
together with qi-yin nourishment and spleen-kidney reinforcement according to syndrome manifes-
tations and renal indices. This model currently mainly serves theoretical integration and clinical heu-
ristic purposes, and still needs to be verified through syndrome stratification, multicenter random-
ized controlled trials and long-term follow-up outcomes.
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B PR 993 ' 1IE 995 (diabetic kidney disease, DK D) e H3 R I 5 WAL HEACRE , 172 P 1 JE s A1 2K B B
T PRV E S (R BRI 23R 7 sl R A Pl U, %, s, S PRI RAAS FHIHRI, SGLT2 7],
GLP-1 ARSI S5 254, ABH 5> B EAAF TR AR R IR AN S /N ERIEE % (eGFR)RFEE T IE DL A0 B B
GRS EFEZHILAET B ER” R COKMT Ok SR, AL LU O,
PR, Bl SR [1]-[3]. BEAEWE TR WP R 7 k. B 250 P 55 A B2 AR DKD, JERL T
AR EREANE L VS MUE S SREA R . X —INRAEE AR DKD “A 7 AL, HIARURS 2
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AukhKE, ATREHI LR . B AG S BB R (HA R R IR BOR, SCRTRERIOI IR A, 0 %2
SR R, AL BAE “ARREARSE . MESEIE T AR HH AL bR S A EKAE DKD #E & IR

XFERET “CKHRR”, A (REZHERRD) (SHR) il “=W&, BA—W” S0 A[4]
[5], BRI KHFEE. BRS39S REAE TR R B R TP A% 0 o AT A DKD iS4 [F] T
wAGH T, T IR EACOVESE AL eI Il i A, B, s SRS 2 S
DKD it fig . ASCHME R =N Ho—, XISER KB BER U DKD Frsi K R AHA e B fdke; L=,
O - - - - SR B SRR AR B PR R AU B TR R G =,
BUA TR S Il A 2 BRUIEYE BE S SCRp BT MRE AL, MR 25370 7 ORofr i 45

2. AREMS BB E

ASCEN Y “ FRAE A SRR D SR AT, AR RSP Meta 2o SCRR AT AR AUE
PEERIR RS SB—, DX HR (R XHERR) (ZHR) & GamNg) (GBS S22 m0th
BRUCL, $RIRKCHGERE . MRS T MRS SERALAZ s 55—, DURE PRI B 74 PR 45 15 1 e
EAE 73 AT BT FEANSCRRBIE T 9l R UE AR AR s 35 =, DAREALO IRRIGI 2. RGEPPO A S B 1y
I AR T RCIESE KRR S5 09, LAARIL . B0 B rh 25 S At AR D mT REALAI e A

it B, ASSCAKEAN R P 25T IEAT A O, AR e 58— [ e U7 24 %) 4 DKD &
AR UMD A BRI IER 0 A e i, AREEL BRI REE: sh Y seie R e de ALV
B&R, BRI RO . 610k, AR T @ I N B HHANESL, TR B A
FA R R AL T 75 % -

3. XEEABKILE DKD IREEEEWEHE IS E
3.1 M CHE®RR” 3 “BEHG” NIERIER

(R« ariig) 5 “IEFELSAAR, HELS AR, SO ER, BOvilE” [6], fenmaith .
IS ZE W R A U S IR R A B IR O . (RAK « TR PRI “HLAKAT, Bemovdh, $OMTENUK, &
ONIEFE” [7], BB AR . AR TR Zh AR R KPR LLARINAZ%i6)T “iE
BRUOK, DT 8], MEL VIR AEEEE I AT IE B B

R 5E R RE B ANLIETE A LUK IFEROIZ O B AR U R R, B E A “AR” A5,
AL KA 8 I AE IR AL SR . R IX — B T DKD, R IFIREELA DKD 2494
NG, TRAE R AiiEe” MOES oy B i AR R AT HE N B BB RN LR £ KA, WHE
SO T KA RS A J R, MR R IR A A BOE N ATR Y, JRBE Ak .
BFOLE, mAMRIDVEARIEE. BAARRSENERFRD . SAHER R A .

3.2. 5% DKD HFHIARHNER

CR - - - B - BB BRI AR E U RE . R T R B RS B, T K B R A S R R
TR FeA T RP BB TR L« 5 AR IR IR AHEL, 2R s i 4 R 2 S s ZRRI A 2 s HR K
A REAE TR 5 ORI RIS A, 2R A R BUR. L
BPRRSIEN; SH0al “4 7 YORMEL, ZEANE S EE T B RS BB R, SR
ARANSLEE R, T2 2 Fbs SE R R K 45 1R HL

RN LATE S, X756 R KRR R TA DKD BH AL R WRHEKZ . FEREEZL .
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s T AERE L0 g ME— AL o

4. “Fh - - - B - B RRE AR

BT EREE, ASCK DKD #Ror B MmN A EE ) « K - FE AR - VRIS, - s
ik - SAKRT 7 o BRI B EAL, AN . AFREE TR PR SR HZTH R
AN DhREMT BAS [FI T 230 2 24745 9 DL B Jm Uy 22 5% -

4.1, KxfpiE: HBRAS ERTE

THIBIE, MEHER. EENG . 5706 A0 5 R 30T S0 B AR B o KA i T J R T
R, RSO B PR AN, IGRPT LCE . 2R, 2R, R HADERERI . 6 RIAR AR
i), TSR A A R R R A JULET ELAE (urinary albumin/creatinine ratio, UACR, #.£7: mg/g)&-1
FHEr, A AR IR R 1R R TR br o

4.2. BTHEM: RARSASHRNKXSD

KA AR, BEBR T A, AREERAGEA T IR, RENRM . R edd. HREie
HIEA CEaE MM SGR[09], ATE DKD EEKIEE. R EHZ . B s f IR Al
AR, T R SO A AR A LR . YRYT A RANANTE, S BB A RS AN, T
et — B i HER

4.3. RIMELT: FAEMBRS FETE

AT MU, KK N, B ISR THEAT AN, TGS B4 . EIEAEIR 2 AU RTAR R 7 [10],
JE T S A TR KR M AT [11], 9 mT A, e O AR IR e 2 . DKD it )&
B ILEARERSE, SRR A ERIRE. Z AR, DR BT B S A B DhRERRAS . 2 40
13~ BRI SRANGIEIA S o LIRS N2k 21 i T AR AR, 7075 i PRAIEAG 599 B FE AR (0 AH SR PEBIE TR

4.4, WEHLE: ABRESSHLT

ATRNGS, Wty PRI ARIELSS, dE— PR E . %8s, TRARE 4. MR “ATRALE” #igw]
HFE X1 5E R K IAEAE L4 J2 T A /L [9] - FR I 3] DKD 1 WL/K i 40 22 | s 8 < JR /D I UL (serum creatinine,
Scr, FLA : umol/L) FF 5 « A 5 1 /N BRJE I % (estimated glomerular filtration rate, eGFR, 51437 : mL/(min-1.73m?))
NRERI . SERIERAR SR E, BEAWIREIE, WA TSR AR . W 1.

Table 1. Theoretical composition and evidence boundary of the “heat-turbidity-stasis-toxin-collateral damage” pathogenesis model
Fl “B-E-R-F - &R RIURERIRICMSIEEL A

FRHLIR T O iR T WAERERER IR ESH iR Ul
A JRE AR PG OW. 2. K. UACR B ETHE(molg). EAE fENS%, AEEE
A, FRE SR EHLLD MR Xt

SRR KRR 270, B SR UEABEHIE TE SCHF A o

R T e T A P R ERRITERRE W, {ERBEE D S
R BRI, BHE  ER. B, . PP ” AR I AT I

et TP UL ASRIL KB 99 TR Scr (umol/L). BUN (mmol/L)FFEr, g i i 36 ., ANfg
VU g kRN 4 IR eGFR (mL/(min-1.73 m2)) F[% M Ay — il
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5. ETFiERS BRI R IEGIESR

CREAHRIE” ARERIEALTT, WAREN WL AR RSN, TRARPEEL TR, %
A B DD RERT BOMIH] 24 KU 3L Atk E 2 35 IR T AL . it e IV M I, ASCEEBORE T BRIE
15 SR ISR RIS V-A . UACR HI T IR FTER FUR G167, eGFR I AT B DI RERTBL,  Ser. BUN.
RUBEDT . HEDDREAIBEIL D REFD T 22 4 il s[RI &5 9B, PR KBk bk & REFEEEE, AR
B ARbRE IR X
51. RHAKEEBRMEME: BRI, REFLE

TR B AAEREGEA N AR, WO 6 2R IR H AR E R
PACIRFR T2 UACR B BT mr . IR EERE K FRPIZER, AR FH s AR . /S5 AR
NZ5 WRRIGTE LOCE . AT, 4 MBI B . A8 . Fik. BOESEE e N b L,
JUE REE . N EIEE AR

5.2. EEMRTEME: mSFFMA, FBME%

EHTAAMERRE, W=, BT, BB, JRIEZ . SREE R A, EA R
o fEM R EMIES IR, T2 BER T BSeEE AEMEE Zh REE, RAL 1S = E%
JIT, ARBL “SMENMAT, BIZelBRe, 2@ rvGsT B br. BB BN B R aidgah, A B
B
53. EINRETFEREL: (LIS, KIEFHE, mTFRELHR

EH TS MEEAE T IEERES, WK, 9z, 8. KD WIETHE. eGFR TEE.
IAEAETKIEY S S0 BRI AR RE . BRI Z dh o K. JKIE. B ARESEAY BA MR U R,
B R RS e, P A HIE « SN T RS, JFMEIIAT F DORE . FEARIT . L% RS2 Bt D RE ot I {5
[y BEgR. 7 E I R 59 BT DD RE R U N T AR T . AR 2,

Table 2. Treatment framework of eliminating pathogens and reinforcing vital qi for DKD and key safety monitoring points
7z 2. DKD # IR EHHAIER R L2 ENES

BRI EREA PHEE BRI S % BERE ZafER
SMEEE PR, B DR, k. % UACR BTN S, A TINE, B ST,
CURAIE PR, GANE OAESERK eGFRUEE AW S E A JETEH L
o o ZJ 0T [ UACR RETE SR AN SRS AR, i IR G
ERREE SBAPRRIOR g e i RS YORE  IF, SerEuses R
i e PO KB MR R eOFR T KEPWEELLE WM. 0
HARE TR pe Fe@ms . FRER Scr/BUN 7+ ViR B . MR BELIIRY

6. MR SilE AR UERR B9 3735 B BR &I
6.1. MEHEA AR ZIFEE

AT 5L 70 NN, DKD 2L AR B S. BaIedt, 2024 46 BRI B IE 2%
PHESEALITRrE) $20, ST WA . SEsRFE, WIS M. B, g PHLA
FAPRE N, B /KB A BTN MEARHAR S, HWKE. e, HIp Bt g ah&12].
Li % 5¢T DKDCKD 1~5 BHUEf# A5 BT 70 BEHE S5 28 T SOk FUE R uE R 0 b1, DA RAE % KT DN IE
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HEfERFRROTR, SRRSAME. PEREA. BT T8, mpe. BA. MESIEEEir R R E H
PR[13]-[15].

XL TN “AREARSE” IR IR L AL T — IR UEMBAR R, A I S 3 [ R AR R B i
WA T ZAFAE IR IS WIb R AR B2 S — . FEAKRIEZE R 2 WRIEAE . Bl s 2 & . H
B, AEE A TR CURSSIERH UL, (HMORAEIERE ORI ARA ., AR, LRI R I
RIFH], WABERE R —UEEN U 5 — UACR B eGFR 432

6.2. IEARTTBOERAISFHER

I RBEFC 71, Gao &8%f 2016 4F % 2023 4 5 H R #5767 DN ] RCT MRS 1M /Meta 43 HT AT
R B i, BoREt 2 A0 T DNIN ARSI EE, 17 AR 25 R i £, 45 Ra
W2 RGIRIT R HERUESE . "B DhRe IR FRTE R AR AR E /DN IEEAREAR S —. 45 Rifatn
AT FIITIES RS ZEA TS M [16]. Liu SF90N 44 TIFEAL RIS . 3730 5] DKD 3 1B FiK
ST, HHER 2 TG B IR T B AU R VR YT AT — D R 24 0 IREEE, HRSCER B
REAH AR HR[17]. Zhang 25 RGVFNIREER AR 25 I 8 BTG TT o] e BLA BRI B (1 PR B0 30 70 T e
EFRIOPL A, (EIEE B e Bt Bk, BEA R AIBE Ui A BRI [18]

FIRRUEYE R BEULEE “ PR GECE TR HATT 7 4R LT Re BARBIIR R, A RE B AEE Y
“XITER KPR TE T N RAEIIRIER” AP IRRKAE . WA TR VERB K. Scry BUN 4 U
br, Xt eGFR fE R R, SENBIEBEMRIATIE. DEREAK S ERETRAK Y 2 e A& 5
KA B, ANSCIRTEAEZEAT) N 2 A7 A RS E I PR FEA . W 3.

Table 3. Types of evidence, supported contents and limitations
3 IEREAE, TRABKER

AR RFEHR TXHAE FERR
ey TURRIMEARI IR S O DKD RSt IASHSF, AR AL, T
HEIDA iR 2] A i AT L b 0 B
‘ L LiS[13]. STHLA]. R R IR B, SN SCRET A, b
AR5 AT £[15) Mg S P
— i R 2557 DN IR 50 BIIUR R 4 RS R E Uy %5
RCT/IEHE B Gao %[16] 25 ek
REIICE e SRR E AT TR A T AU 0 2 v
b UL Zhang F18] 5 R s b M, KA AL
suicssmpng I ST, SR RO B RRAID. £ T
v B ZE4JF 95[19]-[36] W EH ML 2R NS R

7. ARAERRNBRENESINEDR

BURE BB U] L Gritih SR S T BE I E "2 ARe, (BN B NI AT RO ELBAIE B« 375 2V 232K
L5W) )5, /NEERRAE DN ZhA R s T2 LR . DhRE . R RN VEGF RIA[19], AHIGERIB Ny H W]
REVE KL DUt s IR A AI R L A0 B S AR I [20]; RS B FE feAh vl B L 4% ROS/TXNIP/
NLRP3 il e 2 BURE JRE /N BB A0 [21] o X EeSE R Ay “TEAL I RE 7 $RELINLR, [HAREE
ARHFIEF 24 ) i PRAIE D -

TR T, EEKTE . PR, ERUET . EARH D BEA M 2RSS Y a4 sk
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RrpRIMIR . PrEafe. W AR, R EAISEIE M [22]-[29]. W& MELEIRAGYH, FHHE B, =
LR RL. /KRG ATREE I T 2OE M. Nrf2/HO-1. P B 4H Bt A% AL e i 1048 AR U5 AR R A5
HI[30]-[33]. XLEHLHIE “Hh. M. . BE. BH7 ATESIABMEIRR, (HTEIFESM KR,

RHTERRAZ, B KE. KEFEHWITRIE 5 LN I AR R
I REFRARER PR B L A0 M B2 15 [34]-[36], (EILATHF#0 ATEARNE L - BEHIH NG T B B4 55 e LA
BB WICRIRAEMM “WHER oy Rumy)” G EAE, BORRERIE. FIE. TR,
TEARAIAE SE

8. ImPRIE SRR

ONHE— D WY IR - - RS - R - SR LRI I RN B B, AR BLTE AL IE 25 S R A R
LR, G 1 BIE A ARG, SEBRRARE DT IVERDE . AR SREVT R el
o
8.1. BBEHt

e, 5, 56 %, 2 BUBEPRWE L 12 4, RIEE AR 3 4, MMEAEDT. ERRK 1M B 12
SR A RIS BRI T 1=1(9.2 mmol/L), 121 2 ZURE IR, KHI AR — HXUIK 0.5 g tidy #55113& 0K 2
mg qd Y647, I MERZ)T 7.0~8.5 mmol/L, AR A . 3 FRT Ak K IR E & B
T+ (UACR 62 mg/g), 2 Wi R IR B I GLA2 #, InA4iybIiH 80mgad. 4K %E 2 ki tid DK, &
HIRAKF R Z k5T 50~120 mglg 18], URZRRRFFEEM . 1 DN AATRESMPEST SR R EH KR
JG, BWOT2U0NE, ROEEEEEZ, ez, BERRR. KMERTEH 117, JH@E% D)),
BPR LU, W E K, FE ke, HHEL, B, Bk .

SZG A (2025 4E 10 H 15 H): UACR 205 mg/g, ILiEHLET(Scr) 98 pumol/L, At B /Nekjgid &
(eGFR) 82 mL/(min-1.73m2), ¥#{k Ifi 21 5 (4 (HbALc) 7.0%, 4 JH [EEE 5.6 mmol/L, %255 & [ I [E EE 3.4
mmol/L. JREM: HE(++), FRifi(-), HEMEH). FHEiSW: 2 BB IR IR IR (G2A3 1) I

iR

8.2. ETAEBRHLPHIE

PR AR - k- - B - R RSO Z 0T BEWEIEH A, RAESYIRE, IR IR
BRTERBBEAR, BANA, K0E, HOLD T2 KR T KRGS, Iz A0 AR
R, WMOIEZ . R T R T, KBRROREIEM, B, MSmE, TBES, BR
BHEL MURMIKIEZ . RASRINE; BB Y, AT, BRRE, MOR R B, kg
N RN AL

g b, ABIEFE TR ML ORI B, DR MR E . B2 R R B R
CIRHL, AMIES . Mz la), R ZEMERR. FRERNEEN B . HE RGN (h
62 mg/g Jt % 205 mg/g), SHERIGES). HOERETL FHEE A OC, il LAl RN ATk
8.3. JATTAREBB¥ItL
8.3.1. EMHHaERE

ALy SRR BOREE RN B, A2 URAFEN ANE RO RTE, Fik
HS R TZ . 7SS LRI, MIE AN B SRS, 2 ST 2080, AU sk
W2 b e 12 BBEI AR A B (K 55 a, (5 ZM3E A Ak, 75 M S AR IR Y, R S B M AR
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{2 I, FLAURMEE Sy B AN B AR AT | RSl HASCSR R S TR 28,
AIREMNE IR IR A A G, A AR EIELE, M LRFSEEE R

8.3.2. ARBEUEIFHIATTAR

PRGN -k - - 5 - B R RAHA RN, AT A RIS EN B H AR W, 1R L
RIS 2RO E, ARDMLHGE MBS, 4 E -SRI E, TR “A—h—7 fdt e,
B LB AR S A 2%

WA T7(2025 4F 10 H 15 H): A& 309, A 159, #8109, #4129, WW&KFE 129, F
h#j 159, f+% 159, K% 159, #iE 69, FV5 129, =Lk 39 ik). 777, KEIl, &H 17, F
HE 0 il o

J7 3 AT RIEHRAUN A, SN P L NIERA SRR L FOETEIRE, B
Prep e, A FRMIER, BBk BIR, AR e U@, AR I, AR I
7y il IR BEBIERAM, FRIMMCMETE; 1S, =URIEMEes, FHREmEE L%, bk
B PRI 2GRN EE AT R PR, OB KE . VST ANTE, ANTOANS, GETTAMG, DI A
I BT LA E L

PHERIRTT 4EFF IR PR . BRI 5, I BT yT 5 A 20 mg gn i, VEEETSIRINE, S
ok, MRS, YT R.

8.4. BEISTTEOTAMN

8.4.1. =i2(2025 410 B 22 H, BR% 7 FIE)

BFEOTZWN R, KMEEGEEH 117, A%0), #E=7). BRERPERTZM, Rk
Ao ERELL, B, K4S . EE UACR142mglg, AT T 30.7%. 7254550, 1A CIR, JFTHE
A 39, AR 12 g f@Bhiz, 48k 14 7.

8.4.2. =i2(20254E 11 B 5 H, BRZE 21 FlE)

BEOTERAWR, ZHERHESE, RAPEEEZERAD, ’ORER, KMER. TiRL, E#A,
k4l . E 2 UACR 86 mglg, #4112 % 58.0%; Scr92 umol/L, eGFR 88 mL/(min-1.73m?); HbA1c 6.6%.
PRI EEE). FHAEFIE, NS 159 et R, =tk 29 @R), 48k 14 FILA
[T 2

8.4.3. mHABEI (2026 £ 2 B, BRFB 3P AR)

A IGARRREE AN K, JRAPEEME N, THEAE. H& UACR 52 mglg, CRIEZE A2 HITEH
Ser 90 pmol/L, eGFR 90 mL/(min-1.73m?), "B IhREFeE . WEFH b R W Al FH o 24 (R 8] 3~4 571), e B U
B Ihée. UACR Az I i fig .

85. Pinlks

RBIHHGE TR T AR “ZhAHHa . ST BN R” A% 0Rs Rl BE YIS I A i
AL B AL ORI R, BRI N AR PR B R T LIS, BEE
ML, ARSI LA, WREHEY, ERZIMBRIKE . BEERGHNR, &t
DI TE L, SRR RS T, REL T RS IE . SRIETANEAS” s AR E . JFAES
SE RN RE A HERG (R, T s R AE RS SN ARSI R B, & BT i, i AERt PRI R, AR
FRLAARATR I [ 5

R

i
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9. ARBREARKMEAE

ARIJHREFEAFELL R A 58—, KB H TR DKD brsER R BB B RE S BAREREITE
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