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Chinese Medical Syndrome Distribution Laws of Mitochondrial Diseases Based on Combination of
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ABSTRACT Clinical manifestations of mitochondrial genetic disease and mitochondria related disor-
ders have involved many aspects of Chinese medical syndromes. Combination of disease and syndrome
based studies on mitochondrial disease related Chinese medical syndromes are quite less. Authors be-
lieved mitochondrial diseases were mainly manifested as qi deficiency, involving related symptoms of
five zang-organs, blood and qgi, meridian disease by analyzing their clinical manifestations from the angle

of Chinese medicine, and exploring their distribution laws.

KEYWORDS
drome; energy metabolism

TRHUEZS & 127 A 2O [ BT R €, 2 Hp
PR P I 2 A 3R S SR 5 ) RAFUDA RS PR B T R B
FROR A R UYE PRI AE S U B R )
WHIZE G, LR B8 2 75 WU R A5 B B2~ B0 J= 7
ML o Bt IR P52 o SR U 38t 1 6 2 b A
FHICIIR HIBE A BRI B I PR R AE 22 S
TEH B Z R UE IR 2, LU O 3, 90 e B IR
LRSS LA S 2 25 S R A AR S UE Aok, dL iR B
HBLACEE 22 W B 45 BRI IR 1 BLAURG TR 25 &
o

FGH: B E R A RS %W BB E (No.
20122X09102201 -006)

YRR AL 1. b [ b BE B 22 B T % 1) B B0 i A (b
100053 ) ;2 4L B 25 2= h BRI R Bt (IR I 430065 )

WIRAE & #k K, H 5. 13601178399, E-mail : linfeixixi @
aliyun.com

HEEINAE R S A B 5 — BB BB O 1 e BE ST T (B 2
453100)

DOI: 10.7661/CJIM. 2016. 11.1381

mitochondrial disease; consumptive disease; qi; combination of disease and syn-

1 ZRORIRPN ORI G 8 SR AR 35 % 5
TILRALA A S P 2 o LR A 18t 1 95 J2 45 20 A 4%
FFNIHREA CIE N (351 DNA Zifi SE R Zekifk 5
B DNA w5 R S B s s B v . Hare
SR LR R A4 Leigh G454 AE R L o0 UL
5 AR 282520 SRR I LS 1 LR IR v B S A v R
RAE Kearns-Sayre Zi G AEZE2) 18 k47 1AM R
FUUBRIEE e P WL 3553 45 o 00 M b X 5 0 2 48 AL
TRTEJG RIABEH T8 KB E IR HUGRT T HEARE
SFAEBE R T B S SR AR AR 5 A DG I — 2
PRI , V5 S AN M RE B A S SR AR 495 ) 2 g, T
ZIRA TR AR O A8 A R 55

2 ki 14 (mitochondria DNA , mtDNA ) (1) 54 %t
LRGN A EEER M., A2 mtDNA R 3Rk
DNA 77,15 16 569 MigFEx}, Hrp 37 A~ [H 43
B 13 Fh 8 A (£ k) .22 Ff tRNA il 2 Fif
rRNA . mtDNA &R R : (1) 4540 B % A hidak
R (2) M (3) ks M BE R AG; (4) MR AR
i (5) BN 1988 4F, Holt | J % ik Ryt
PEAIUR R B WL 420 % B mtDNA | Belisk , [A)4E,



-1382-

rp [ Y PE 4 A 2k 2016 4E 11 45 36 #4511 33 CJITWM, November 2016, Vol. 36, No. 11

Wallace DC Z*' 445 T m. 11778G > A /& Leber's
WAL EL I Z59% (Leber s hereditary optic neurop-
athy ,LHON) (Ui & M . Bfi)5 , B8 2 mtDNA 5%
gk Kk B, 40 m.3243A > G, m.8344A > G, m.
8993T > G/C, m. 9176T > C/G, m. 13513G > A #il
m. 14459G > A, Z i (A 1) 55 R Y i R R AU 2
STNEVE £ NI i Y3

mtDNA 2 &5 19, = & [ AR, LAATE &
AACIRJE IR EE R, 5 32 3 B PR BT K A R R 1
ST AR, 305 I mtDNA 1 26 & 4k =78, AT )
MtDNA 84 2 8 o B (R DX 38, D) 25 52 M 26 kr
TRIRE A A AH 2 RN, ik B R AP AR B R 5 i
MRS R G W DI BE S0 . ZORLIAR T AE L 20 it T g
AR B B Z 5, H F I 4 S0 BN
X F AP 5 AR IR 2 AR AR, 5 B2
WA B A A P9 UL 2 DL AR R ST
R T2 b,

2 bR S R IER A OCHE ki iAn
99 FNE LA A S5 95 Ife PR 3R U5 S 224 T T, an v
WM R OIEVEME LA VIRIESEZ 40 8F (R
40) W e R VB R I AR DA
MR W AR SR IE . WA AX A 28 R BRI IR
FR R BN - HFE IR RRAE ORGP (00 4 2%
a5, A LU AL U B L2 BB ™ B, e ot

U DY BT S JC T A AR A 2 R G AL o e LR
ZEPEG P UL PA A2 B R L2 4 S8 ik AR 7T DL B 1
W/ EDERHE R D T ) R R
SFE DT T LR AR L 1 32 i R 2 B 0 DY TS
Sy AU o], FLE S R o I e ST

AR TP B N RE 7R S TIE A i PRAEAR , oA b 42
RGP ARER I T B IR 0 2 L
T AT i PRAIE R B SR I R XL AN IR A
ARUE BRIE S5 UE A A FAEAR oy TS A28 57 Ak St
RBE AN — I PRAEA AT BT AN [R], Qb <5 26 , B1F 5 S
FNERL R T RE S A A B R A B LR R SR — 2
SN SORLUR D RE R ek £ A <2 AR S ) TR EL HE B,
XA A IR R B TR g A4 7 PD R 3L R RRAE,
MAKHAZ S T DR Z RE5 | 2 I REM 201k
PP, T O 4 AR 8 R E T BUA I RE S K
BAIRERG T o PRI R IR A AT Sh R K
PTG FAE, SRR IARAE . % R BRAE D FIE,
VE1Je T v B B IE I , W R TIE T 20 26 T, BV XUBH P 3l
HE R PBIIE T 5 BRI Bl A 2R B O 52
ke Ho g =F 5 HEITRIOC, IR FEA i 2 H 0 g
BRISIR , M fbe s ol , #0982 2 7, s W SURE, iR 8 0, R
FENHE , VUIBRRA RS, XA IR R BUAEA LA h o 22
S AT ZRORE A B Y i PR 2 B AT R BE R IE T L
%‘:_{ 1 [8-11] .

R ARG 1 i R B A Hh B UE

WIS ke R R o BRI
N AR e PR A S KM AR 3t o \ o
H V=3 e S ) B N = N bt VRS )
PIHARSE TR GA HOA TR Ga pe,  CITRIIIE R B T TR U AT,
252 Moebius 454 1 Leigh 454 i - PRI R
. Pk LR LR  DiGeorge LR A AE 0 L NPT .
PIE o BG4 L SR LA LA
, BB ST JE I 5 A s 2 7 R SR L0 WA SRR E I
o e v R SEVE 5 R R SR
W WU LA UK R G S S MK ATE % JEIE JEIE
FREEFR L T % Moebius 54 . Usher % e o N
HORE AMEREESA RSk SRS R G2 T f;?t“ﬁ”%‘*”‘%"””%‘
PELER s IS £ FLRR 5 Wb FE 2
B RO RN T R R Wt P A WG L5 S IR (R
R TR PRI 4 Stuve- o A T L S 0 W
AN o R
WA iedemann 44 i SRR Kl S SEIE S
S £ SN E W A A R

T SR VARG (1 B (R YT ) S B PR AR SCHR (8 — 11 T T 4338, P B E ZR R B i 3 S ARl v B R ) 1 00 U 9 2 1 iE A

FRAEEAT 2326



v Y PR A 24k 2016 4FE 11 45 36 #5511 3 CJITWM, November 2016, Vol. 36, No. 11 -1383-

3 BRSO S P BB SFIE AR E A
FHTE 2001 45, N RE AR A BE A R R T RE i A
PRSI E AR, Wallace DC'* A 4 ki
P E R T A AR O D R S I, ROk
Ae AR I A EE R AR, D bR I g T R
2R B SE AL T R AL 5 TR 25 AN L 1 2 RO I RE , A4 43
BCAE &, 7 A2 0% 1 7% (reactive oxygen species,
ROS) , 42 il AU Ab3d J5L 2 R, 381745 475 85— R I 1 40
FET= . 2L 2 40 i 5 0 R AL 17 A0 2, S
21 P 3 4 T O U s T I S S 9 T
PRz — o I B AN i A RS A AL
S5V B 25 T BT , 0l 238 A7 1 7 A B s
O MLE R 55 5 2R R 1 45 44 . D RE LA M 26 R AR 3l
BASAL SRR o LA o W L A g 7 5
B R N T IR AR I R R W
v 2 R AR, B 95 SURR B, R DUME IR 5 45, <
i B BEHE 52, A SR 57 R B ML, LA T R IE
S 2 PR 2 B 22 RS 1 R 59 I 1 9 B R, HL L
SN,

IR, AL AR R LR R B R
A E FE RIS H I AR AT D R 2 2ok g
HI PRFT 9 e et M F RPIE B S
iR 2 R G0, EE RN I LA PR
S R BT R T8 EEIE R ST R R LA
(9 PO ET A% LRSI AR TR 9280 (R 58 , HLLAKIR,
o JUEFIILPY 2 LR F M e AR T 981 32, i A e 20 T
VLR BB, A K e, LA TG g, WHE (B T e
15, B I REZSHLAIR , SR B 2 R R 5 s il
LR RGP O IE JHE S B I S R i 2 3R
G AN i, B 2 T6 7, VR TR R 59, S 3 1 8
PRI

LRI T LG ) — B 2R ok (R 2
AE 2 I R B, BE 28 DB LT, B R ok A
R RE—ZRIN . v SRS TR 2 8, IR R
BN HEAT VRN E 59 JC 77 S A BN B ek | F
W BRGNS . FREESEA N, A A Al 2 U8,
SILA, DU, AR LA ZE4 DO AR SR A MY
g%, A BRI LN =E3 , DU T, B IRt 27 i<
59,57 =, LR H, 055 T, HEBEIEA
FIUY A I A B h e, B i Ak Tt
W EGCIL  FEPUBULP AR TR £ B R AR T
TELRRR IO, RIS A R A R A Qo RE B )
M S 2k AR i R R A VB
WILRIF, KBTS WK R 8 sh g st

KA RAB AR /NS T 5 L% SOk
PRIRFES e p TR HLAth U 25450 3 5 22 U 245
W R ORI T T B L BRAGAE . E
PRI TR TR Bk

HE 57 UEA 2 IO R 222, <L BT FH R 22, Horp <
ME Ry P ZARAS , S A MIE IR D B 76 S kiR , HLIAR ST
REJI T RE . piope = IR AL RIRAL , ST HRIE i =
JC ISR L BRI RAIEAGE o A DA 3 20 T 7S, DY
IR AR A R BRI B, = S T T B RAEAR
i AR BRI R 21

R2 D MBSO EER

TiE SEAR

DAL SIS, BT, GBI, MR 2 1, IR e
REL, HWE B 5
o EEZEN M 00 R, ATE BT, U= A7, L 2%
A5, e MR 5 A K 5 5 SR, ke 59
WEMRTC T, RV i, 6 ELIT, A AR B A T (B b
H I IR, S s IR E E, ka5
IEE TR 2P, NG T T , L S s, B9 AT AR U0, MR B R 4 T
OHEH , EZ 15 BRI, AN ED, B WA, bk AR s

4 mERIGYT Bl B S X OB A Y F
SRR, B3 LB 7 B B 2 067 S A
(1) B RASS RVEREIE 5 (2) /R mtDNA £ UK
ST mtDNA ; (3 ) 5 i i B 1) ZOE 1A B PR AN 3 1 55
(4) FEBRARPE A AHA5E MR T7 7 R B, B
B AZ MR 4 & HHIEIR I ELUTE P R IR R 2 1R 1Y
B EANEB I ., P B T AORL AR ) R SRR
RANZIAETT B Al A SRR IE H B2 2 2535 )7 20hE
RE RNZAL A A ST, (H A B2 272 1) B AU 2 1
WEIRTAEE TR B LR AR , RV B 2RI A+
IIERE AR IELE G 7 UEXT R AT TR K B RA
WEITA AN LI AR KA R
HinGy s 2567 L LR IR 7 AR 25

LIRS LR A RE R AQE P52 A 4 - 4%
IIRES A —EMIBRR . T3 25 RERS 1Y Lok AAS,
TPERLATIRE , IR ZORAR AR , R 2, 2
REACHIAEE M. W g AL (R 2 T AT E 5 A
AT LR AR AT E T -E R 254180 BAT g i, #h
JIFH IR LA 5 i A AL BT A /) B
MDNA B TRAZIINE T, 4 77 ALAE TR T RE AU i
HA — s WGEE R I ELZALR  Br & p 2 R 2 fa]
B MICHA (R SRR DI RE, W R 2 PP RE RS 3
ML A SIS , HIA I R AT E AR 2R
FIPEBAG AT AE T, o 5 2R AR T RE S AL D)



-1384-

rp [ Y PE 4 A 2k 2016 4E 11 45 36 #4511 33 CJITWM, November 2016, Vol. 36, No. 11

FASEY o AT 1 S T B S AR A R R L mt
DNA F BerBesk , Ha A8 i 42 i bo A FL i 1 ek
> T B DNA 380075 38 AT fil i 1o 42 i 40 g )
mtDNA $i455 1918 & ok #2, 810 & 75 B AR 5 2 BF mt
DNA B e o MAS 2o ] LA 3 D e 2 A
(s BRI | LI R 2R 2 R T

5 I BESEIA LRI IR D) BE R 55 %) 3 4R
COWEPRIR ACURZE B (BT 2R 20 B 08 4 AR O I
PR SR ) B — i I P i B A
i TR B AL R 0T 33 0 55 Tl 2 5 14 ik e 5,
TR DI RE B SMFER , LA R I RE & A
F S 5 P LA A UE A — S8 55 G
P, SRR ORAE 538 1Y B 24 B i 2, #h e i
) 2 2 S o T R st AL A A i e B A L 2 D
T JEE B8 24 VE T TR A RS IR R I B T 25 %)
SRR T AE I RT R 8 7R ST AN S B 1 0 SR AA 38
HERET I B MG o BT b S 2 A LS N HHIE YA
HIE , SRR 0 Y UE M 22 2% B R 97 IR, AR AR 4
K DB T NS R . HIG R R
E S PB4 R GEPR 2 AR, Hom AL S A a8
SR IR TR 4 YDA G, I AR R 2R B R B AR RHL R
o PRI, 3T 2 B R AL (S B TR RS &
BT A BT ORI 1 IR 1R 08 R 2,
WM ER AT H B2 236 7 200 A 2 9 1 BIL o 42 1L F 5%
R

2 £ x #

(1] EBr, BEXLL, 5k 22 KU IR UESS & 168 =0 2 i PR32 IR &R
[J].hEPPEELS G2, 2012,32(3) : 297 -299.

(2] XUERR, T, bk @M dat: F
£ AL, 2012:25 - 125.

[3] Holt IJ, Harding AE, Morgan-Hughes JA. Dele-
tions of muscle mitochondrial DNA in patients
with mitochondrial myopathies[J]. Nature, 1988,
331(5) . 777 -779.

[4] Wallace DC,Singh G, Lott MT, et al.Mitochondrial
DNA mutation associated with Leber’s hereditary
optic neuropathy [ J ]. Science,1988,242 (4884 ).
1427 -1430.

(5] B, RE. LRI NG 5 2R i LA 14 16 R B 58
[J]. E2#f5 4, 2010, 23(9) : 123.

(6] BATHE AL BRME, 25, 8 Il P B 2R hr 1R LG £8
PG IR Jpa BIRE i RN 2R AR SR R R 43 17 [ J . h E
LRI F IR 2 2F 4=, 2010, 17(5) : 334 -337.

(71 I, 2z . SORLARTIRE ST 4 75 M0 46 AR & BIL i e

(8]

[9]

[22]

RIRIF 5% 32F e [ J 1. [ bR #4200 2 i 2 Ah B 2F 4= 3k,
2014 ,41(4): 349 -352.
XE ARG, R, B LRI 19 43 F A= W 2 DL
[J]. B R2E24, 2011, 32(2) : 115 -121.
1 VBT LR A 1 5 A\ REORL AR J .
E PRl E SR A, 2013,33(3) : 256 -260.
Sylvester JE,Fischel-Ghodsian N, Mougey EB, et
al. Mitochondrial ribosomal proteins: candidate
genes for mitochondrial disease[J]. Genet Med,
2004, 6(2): 73 -80.
JA e s ] RE 2 (MG 5T o A 2 A
2007 :63 -502.
SRR, 5K 7SI, BRSE L, 45 BRI IR S BRI R
L] P EFERRPE 24, 2001, 7(4) : 60 -61.
Wallace DC.Mitochondria as Chi [ J]. Genetics,
2008, 179(2): 727 -735.
PEMAT, 250, W . DRI BEAS [R] A L R 1A
JRTELR AL A B A8 B S LD ] bt o B2 2 K 2 2 R
2011,34(2): 92 -94.
Sperl W,Jesina P,Zeman J ,et al. Deficiency of mito-
chondrial ATP synthase of nuclear genetic origin[J].
Neuromusc Disord, 2006, 16(12): 821 —-829.
PRI WIS SRR IREETG S G V BREG S ARL A
LJ ], T EXMRLR R, 2013,15(7) : 596 -600.
N T B M S e YA N e T el P A O
LI B A%, 2014,34(8) : 903 -906.
HOURATT , T, B, 55 SR S BRI IR ¥ B T it
g J]. ARl , 2012,24(2) : 185 -190.
Zesk WhAE. WHAEE NG A RIRYT LB ORI L 36
ZJ]. hEpEE R, 2014,21(1) : 111 -113.
TR B A AUE R 5 AR AR (D] )
Mrp B4k, 2010.
Ajith TA,Sudheesh NP,Roshny D, et al. Effect of
Ganoderma lucidum on the activities of mitochon-
drial dehydrogenases and complex [ and II of e-
lectron transport chain in the brain of aged rats
[J]. Exp Gerontol, 2009, 44(3): 219 -223.
ZOERIN  BRIE AR, BRO. AR] 1 2 22 W 0 5 B R AL R BRI
mtDNA $ifJi X & 4 1AIVCOL AT Pase 6 mRNA ik
I ] BRI BEZRE, 2009, 32(6) : 45 -46.
SRfEE AR D, BRIFETL, 55 A AT 200 XA B e DR B AR 1Y
BB s R s [ J ], R P BE 2 4 2Rk, 2013,
33(10): 1404 -1407.
Wallace DC. A mitochondrial paradigm of meta-
bolic and degenerative diseases, aging, .and
cancer: a dawn for evolutionary medicine [ J ].
Annu Rev Genet, 2005, 39: 359.

(iks:2014 -06 -15  {&[A1:2015 -10 -09)



