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Abstract

Professor Xiao Min posits that an “imbalance between qi and fire” constitutes the core pathogenesis of
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this disease. Grounded in the “Zang - Vessel - Skin” compartment theory of dermatology, she proposes
a treatment strategy for cutaneous obstruction (Pi Bi) centered on the regulation of qi and fire. The
therapeutic principle is to tonify qi and disperse fire, which is implemented through a staged approach:
fortifying the middle yang to eliminate fire in the early stage, expelling stasis to dissipate fire in the
middle stage, and breaking through the interstices to restore the network vessels and purge toxic fire
in the late stage. This methodology has yielded satisfactory clinical outcomes. This article synthesizes
Professor Xiao’s clinical case records and discourses, using them as a basis to further explore the cor-
relation between abnormal mitochondrial autophagy and the qi-fire imbalance in cutaneous obstruc-
tion. The aim is to provide insights into the mechanism by which abnormal mitochondrial autophagy
mediates the “immune - vascular - fibrotic” injury cascade in scleroderma.
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1. 5|8

Hf B9 (scleroderma SSC)s LA R JH Jay #8532 AR AN A BIEHEAT 1 R AL NS A IR B B S e 1k 405 4 AL 21
s WA, RSN, HAEAIE. ARSESEZ RGZR, HIRILREEIE 40%, L
FPRAZ /NS THREM G K 8, B e WAL AL el . a7 LR ZONYiaYy E2AEE: 1) HLRA
REEMTTRIT: 2) SO IMVEIRARIRTT; 3) PUEF4ELin)T, MAh, AL, IR SR G
Jr7a, BATTRL BESER,  HACIN I S Be 15 70 S R T B A7 AETE A2 KU [ 1]

B K A A PR B Ve P 5 TR BRAR G, WA T BB, RN HE - Bk - BT = EHEA B
LEEATAVERIEE I - PR - RER KA, DO ZEB BB K L BRAE R e JCHRE I B B, T
AR AN FIFr BeBAEAIR o V6T B DAANMERR S ARHUA KO, 73 8I0a PN B K i i s L
K WAIVELG K, RN IS 7B i . BATICERER H 2T B e s, HE H 8ok
CEFAHAIT B, IR G AR ST H AR BRI ST e, DL - Pk - X8 SRR
SAit, 0 P P BB HUS A BER T 2R R S AR 2 5 SRR - 8 - 185 SO LT 4EAL A L
i, DU ZR AT 6 7 B it e

2. NNk REEEERERISNKE
2.1. SAEBERBREZERX

(R - Big) 5 “AHARNE, ASRIERIE, WANE”, (ME®R) A5 0T, "k
R, ALK AT K. BB Ty K A R (2], TR RFERAMIBIRANZ T, N 5y 4
K. BN BB IRHUAE T W AMNA R S BRIk, R0 LGSR, AR AN R 3 B4t
RIS BB TR RAT RGN AT BT BRRZL b, BEPR A BRI, SO IFRR, RER B, (B
B« AP, MONZ BT, ALK, MR ARSI R LR RIS, BT K
PRI AL, 15 k. R R IRITAE, SRR BEER, HERBEE 2 R o KL, BCEIRREA( (R
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X« BFRNIZRD ), PIFHAS (ARGl HANIRIE ARG, KRS ZEZ R, M« EAHER” [k
P EUKHEIRT, TRIERRIRITL, [N FRBH RS K, LARIE L T A e i
AEE R EAT P

22. ZAUBREERSERBHALE

T 2R (SSCO) A H F e MW AN RGNk L LF 4k & A IS e B 05 1 AR . 2R A E At i
RSB RE T PR, HRE AW nE 2 B 5 5 308 57 1 2R LT 4E a5 45 -

SRR N ZUERE, I =R IRTE A (tricarboxylic acid, TCA) M AL 2 1L.(Oxidative Phosphory-
lation, OXPHOS)id £, 774 i 1%k NADH Al FADH2, H: ] i) £ kifAk i 145 38 55 (ETC)F At i 1 L& Rk
ATP IR RE S, ZoAifAiiid B WSl B ERIVEER, 4ERF LR35 AT, B 2Rk B AR DG HE A |
HEZ LR R RIE,  BOE MR P 2 R AT S5 T SRR e E R SRR SRR, 2Rk
PR F AR I FE(ETC)WE M FEIK, 251 HE mt ROS &K, mtROS i A b 2 Fif& DNA (mitochondrial DNA,
mt DNA)A & SECEA S, AT B 20 EE 3 (SIRT3)5 5 DNA 2B A & A iRk
BE—INEE mt DNA 51655, InEISR 44544531

ARk B TES SSC A RAELENAR A AHKIE[4]: TGF-B 2K SSC H LT 4L 1)
OB T, BF T R IR 85 35 5 AT 2 Ak K RS v, 2Rk DNA i R KL A4 I 5k [ 5 i TGF-
BIREAISR[5], KIL GRIM-19 T STAT3 LRI A7 (mitoSTAT3) R ik (2 33 £ i 4 15 Wk M 1T 22 it 12
JREEAN 6], LRItk R H AWES S SSC #EE b i e R A (AR DU 1 & AN FE (4] 7E5]
IR T, R IR AT 4E 4R R IR KR mt ROS BT S50 mt DNA (IR A4k, 38 805 ¢ GAS-
STING 15 ‘5 8% {212 IRF3. IRF7 Al NF-«B [MEBRAAZ By hr, HES) IFN-B FIE 28 4H M R (1 2 08 S i
SBi[7]. SSC L FEHAEAE N S ~ (8] 78 R A (EndoMT) it A2, Lk 72 ) 4 P4 157 40 BB Cs) % 4k A LR & 4
A DA B HEHE B 2H R AR AL IS O 510 . W SR BN R 5K 3R 1I(Ang 1D 3] EndoMT i 2 A2 7E
Je AHI(ECs) 1) B W ERE A B AR, IR AEBEE mitoSTAT3 W N R[8]. FELHLLT 4tk ri, WURET4idm
L 3 A R 3 s TR R I e 2 T B T o A T 4 L TR R O RE S I AT Ak, TE R TR AT 4 4 i
mitoSTAT3 FIE K A3 Il mt ROS HITERL, WS4 N TGF-p 155 3k i 5 SOV ST 24 40 i ) 2 2L s
[9], T a-SMA Fll COL-1 WA 4ebbr EMMRIE, FEARA4E4[10]. Rz SSC HREBUELF4E1L
RNER T TGF- 7] 5 UL A 7 A AU R 2R AR WP, 52 0 DG B 2 KA 7% 5 [A]-F- A (Mlitochondrial
Transcription Factor A TFAM) IR 2k A 70 B W, i — DR LR ThRE[11]. MERARI RS S
SSC s R MHIE, WG USRS 4Edu i 7 AR, R4 S8R Ziif, BRI, mE
JE) R £ A A R R AE 12 2E 20 PR
2.3. LREREEESS N KE

LRRLR S A WERA S KR SRR . AR TP EE IS P 4R A RS R R, fEThRE LR
S5 S REL, PRSI Y, A SRR — E AR A T B AR, AR
Rt 5 2Rk BT R IRAR T - IRER(E 58 A (5 5 BN HATEE M B A [12]. TELORI AR5 E W i IR
BF: ZIMERARE TR EEETC)E L, SELBAS R ATP 860 N, BRAUEREDRES; K
EZMARA R, BUATMHIER B TIRE, MOASARRA . BRI 4 K& mt ROS T8N
AR, IR “TRAAT, AR o RZKIMAIES, (REAET) « “RRIIE, 2L,
WKk ZATA, JEARTE, HENEAGME” , mt ROS EALH KK DNA (mt DNA), F#{k DNA &
SR ORI B R R RN G I 2
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3. Hik&ki#5 SSC X MR
3.1. fE - Bk - R EREBS N

SNNER . 224 FLESThREREL, ¥a)T BRI EHHA[13], KR T AR R =38 A BR
&, ZFAYERF B URRRE, ZLIEKEY, @R, SR DA (CRED ),
T TR NKCLBRER AT L INE R BER, ZIR B AU Z T [14], = HB 2 RS R RR B kAR A
(B - BEENILSEABIR) A5 AWZITM, BEE, At 2aZIi, KeZiEh. B,
TR NI MBS, JyReSEIR B R BRI, SN — S I MONEREZ 3, ko
Yt 2R EM, HEMNEMUATT, (BRFC% - F8)\KE) G5 ik, AT
th, EEWNTE, BB, BB, LT, EOP RS, B=F SR IRILIA . ik S0
=MaEikimigE, NS =AEEEHE, kS 2SI R E s A,

3.2. RFMATSKEES SSCHEx

(BREB) = AMT3h, WA, =& SUCDIReHARRACH LR, R Rk 78 A% S
598 %% - M5 - AR KBS BRGHE] . RERES TS, B - ik - X%k, BKNE, o
SEEE. (WAMEFEER) B BB R, R, g R, S8 SRR ES, "TEUS
ALK . AR, MR A, SRKAARA K, R IR KOS AR LR A B ZORF, XTSI AT
CONHMER” WO IR AR -

3.2.1. ZRERBERES SSC RELIBSIEFEX

SSC AR KL, e s SO RN IR I, “g, 4, JAhdk, WO PR
MRt fdis, AR, SOEIRThRe SHUK B & Rie hRe B UIAHOR[15]. Rt =5 ml 5| i ks o st
KA, FERIERIERNL, FRA KR, LR K HR16].

ZRR A S R R LIS BORE I AR . R BARROA SRS . 1) SRR T A Ak s iRk
R R R A R RLAR IR 55 FT OXPHOS (Oxidative Phosphorylation, 84k BERR L) #2540 ATP, It
IR MR IS G T A2 A Sy ik Re B AR A 17]. 2) ZORLARARI ATy R ESORS SR (b4 0 il bk 2 5 |
MAREREZMAENREL, GRILAEA8], HFF KNS TCA I3 A% O PRIE R, Bk R
Sl 5 A 1A (oxoglutarate dehydrogenase complex, OGDC) RIS R A H , L4 5 H AIS i BE /1 3 F g
JIE 56 RS FRPD T ARAT[19]0 3) LR ARG nT cost vh AR VR R B . Rk 78 B W OXPHOS W A2+ i1
& EE(ETCO) M L Filtls, Zekifk ROS i BERE, “AfbZkifk DNA(ox-mt DNA)E AT 40 Mk
NLRP3, SEUHIE NI IR, I o A 454 kAR AR 4 [20]

3.2.2. RIFRERBE SSC MEH 55 ZKIEX

(RARATY Bl “JEMz i, BIEmik” , HH8O KA, B A k2T MikaEeT
B, R LR MR TS, FEEES, WIEEATINES, BRI T B, MOT IR (R
X o FE TR ) MRRKIEAT AT N 4L, TAEREE S, WO DTS, pRRKRE A rT S0k, S U kA,
T S 0 5 5 L P 1) TR T I R

SSC 3 J# R AEFE UM T A8 o IR 25 DL R I A AR BB [21] 0 SSC iR 2 Hh 2R er A4 AT VA 4% af 5 9 I 3%
PR T LS RS A 5345, R FC R I SSe B AN ANEE(EV) PR T iR LR R AR LAy, FE880n T
M P B2 4 A(HUVEC) 1 15 NO Fil MitoROS il LA K I -7 ILAR M PR 40 i P Ca?* 5 B0 453495 » RTINS
I3 75 5 A B SR S AL B R RE 2 3 3 SSe BLEZ JZ i) ATP B, i 310 p38 i@ i P2Y2 24
BRAL T R 221458 SSc LT 4E 4 b TL-6 AR SR 28 (A 1 B 7= A6 in 28 1M A% £ 414 22].
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FBKTE A B, S T AR I B AL K, OIS BRI MR T T o I R 15 1 e ok 1 P
TEWR) TR RLARZ 5, et | mt ROS 7ML, mt ROS BEWSFRIE A0 — RINARLRE A 3t—D
TR [23] -

3.23. ZRAFERBRE SSC REMMSZFHEX

PREE, MIERE, Siaad, KFI0H, HRK R NARARN B . (GERER.OM) Fl: “F,
TG "ECM AHLR NS G, Z 5P a8 Bt B, 5 XIFRTT LT REAE L.

iR AL P (ECM)H & R IS A BhAS TR 20 S 80t vEaEtl, RA4EEmmbrE. 78
SSC UL 2T 24 200 A S WG A BROK B (R SR 2 R A0 R A0 8 0 43, 1 3RS i 2 (i 1 LR R 2 1 (Col -
DA T B S5 8 1 AR AR R % B e/, idE I S8 T LR A AL FI R4k [24]. 72 SSc B2k I BG4 4 4
H, AH SR A 2R RLAAR TR A5 T 5 B kAR i 3 T A (Mitochondrial Transcription Factor A) N1, TFAM ik
23T Smad3 155, UMRHENUSET 440 B s 11]. RBoR B RAR R T BT IR Z N K E S I
JRAYE PR, SR R KRR 2 K A A 235 AR, RS A SZ FR 51 AR g A G, it 2 e st
YL S 0 T A 2 R I R AR G 5, T A A T DA P e 1 i T o 4 o) P R R N 2ok 15 ROS

R TR R R B A T A RS, SRR .
4. B

HBCEEE T IR - PRk - R A B BRCER SRR I - Pk - X =R IR
PRI BB B o AR K BRI 2 T O it . 8 B A BB A, PR KA A B A B
TiRF RIE RS - MG RS - AR AR IR o 256 =3 2 SR A IR M R AN BE S A B9
KONEN: SRR B I E OSSR S IR UL 2% 5 B K I T TR . AERE R R
FIRARERTS, TR EZRPHA KRR AR, DUh IR O FEA, RO W A AL AR T HL S R
FRME - K - Be =8 UK KRN AR, BB IR T8 1 2Rtk S B EAE SSC e i S Z R 4 - MLIARIA &
4 - AR SR, IFOT R ERR 5 IR R AH 455 HVR A BT .

5. ElRESERRR

ARSCHEH K - Rk ” AN BR R SEVEREALAE(SSOFR B T TR ER 45 & iR LA, (HAU5 A
WELR IR ZEIRKhEE “ PRS- PRI - ZTHZE” BRHL S LRk D) e FR A R, A
J5t L ATy — e T B R IR (B S AR A B, R I B RSEIR IR I A DI BRI R G &R . SSC [
RAHLEI A, LoRifh S PR & e Sl o U N R 3005 S5 A% O IR I 5 B AR ME— JR IR o 14k,
R KT SRS KB AT E TR, JER RN, X—HATS “8 5%
RIS “MAE BT e - R AL IR 55 LR UL R BUERE SSC RN 2 T 45
AR FE 75 A SR S8 UE A BR AR AR 5 2RI R D RESR R A e, IR NFZ I 26 18 72 2o (4 % ) FL AL
i, FHESNZE IR S WAR ST R ANG ST SRS F AL -
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