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Abstract

The exact causes of the occurrence and development of thromboangiitis obliterans (TAO) are still
unclear. So far, the mechanisms include the deficiency of homocysteine, vitamin B6 and B12
caused by the gene defect related to Methylene Tetrahydrofolate Reductase (MTHFR) and Cysta-
thionine-f-synthase (CBS), smoking, infection, heredity and environment factors; and they play an
important role in TAO. It’s probably that the TAO is the result of multi-factors rather than caused
by only one single mechanism. The mutual relation between the factors still requires more re-
search to prove.
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1. 5|

[ 74 2 Jpt 28 B2 (Homocysteine, Hey) BiFR Ay IR, AN ARES M), SUAJE T 106 75 A SRR A
) — P B AL R R, Hey fEMR N B IR IR WL 5 AR R, & I a BR 1) T [ AU =[] . BF ik
B, T R 2 2 bk U IAE (hyperhomocysteinemia, HHCY)ZE A4 1] ZE M ik & % (Thromboangiitis obliterans,
TAO). jit 277 (Coronary heart disease, CHD). fii Ifil 47 (Cerebrovascular disease) Al 1fiL #2 7 i (thrombosis) &5
&1 IME PR R AE R R e EAE A, BONBISEIfER R R 2 —[2]. Bt HHCY 5 TAO (# 7t i
JELRRUTT o

2. HHCY

M Hey 5% 3 =& F-8 HHCY,  Hey F i 238 il A B B4 A S A B8 00k 35, 71T Jon el if A
LALRERE S KA B [3]. HHCY FIEIiLE . b . of R 350 o e e i e, 103 AR e
WWRATF, sl mEEM4] [5]. 1931 FAEL A F RS - 4 Je B (Vincent du Vigneaud, FE[E)
EE I 285 47 vh 23 B HY Hey )5, 1932 4Ei44 9 Hey, 1955 4E Vincent du Vigneaud FRECE DR 1L 22 2[6].
Hey GERZAEDEZIR . AU BRANRAE R, HRHS 5 R EARS AL, KA
(<25%) I Hey U7 B A7 7E[7].1962 4=, Carson F1 Neil & I AR Bk & fiE (Cystathioninuria) f& — Ffist & M50 ,
55 A R e SRR IRE S R Y], 1964 4E Harvey Mndd Z5iEH] HHCY (9% K 5 kil 5 & Wl
(Cystathionine-g-synthase, CBS) 15 & Hey R 25 ELA 55[8]. Mccully T~ 1969 4 M i A% P [F] 284 > Jht 22
IR R i (Genetic Homocysteine Enuresis, GHE)JET JLE R i &L, GHE B#E A HHCY, [F]i 3 F I
H 4 G h ks L (Atherosclerosis, AS)A L2 i (Phlebothrombosis), HiHt#EH HHCY B R S8
B IGKRSAE A A 1 LB A PR B [9] o DU S P PR R A A S B - Bk [4] 7, F. 455 R i (-CH3) . At (-CHO).
FARHE (-CH2) . T3 (-CH) A 2 P 3 (-CH20H) S5 1 4 i A T, I PR DY S0 R A8 Ji7 i (Methylene: Te-
trahydrofolate Reductase, MTHFR)ZENLAAAR M o (1) == B4 I 75 i IR AR 13 3% oK 5,10~ 10 HA 26 O & - 1%
FEAR N BAT AW ThARE R 5-F 3L DU SHZ[10]. 1988 4E, Kaug 25 ARFAC A BL MTHFR 5 Hey FRBHHE,
5- FF L Y S0 ik O\ FR A 3 B, 38 Hey (9 308 Y B0 ek F2 1422 0 DNA H A0 AN B (1 o R A 4t
FEIE BAE MR P ) Hey 7KPORFRFE — DNEUR 7K [11] o BRI AR ™4, i i S A i



HAEQ), FRBE

WeIR AL IR T, fERH R & RO A EEREAI[12]. Hey & —F & st i IR, EERIE TR
TR B 2R, 2 SR AN e S R AR U AR v — /N S L0 v ) =4, AR G A S i A A [ 13] -
Hey fERRARINE G WA 5—, 84 Hey FIF S DUSIM BR7E B A IR A& BB M/E R, AR
FRANDYA R, DYAIHFRTE MTHFR M T AR e R DU SR 25—, — #0201 Hey Jlid # i kit

Bl Hey 5 22 R AE CBS 1EF TR UM An g, — L6 e mm ok /6 e am ok 2L M G 10 1E L N B IR ER, B4
FRAIEER « BRERAIK, ) — Lo fhemmi ik ) A= ke [7) 204 22 2R [14] . Hey HOARMNE A B SE, w33 Hey 1
FUANE RN R4 HHCY, THE Hey EZIEFE-tRNA & B IE R, 28 ok R Y 2 e & R i A i
(Homocysteine thiolactone, HTL), HTL & Hey 7£ 2 5= Mt -tRNA 5 Bl 4 48 2R TE 12 H % B SR =40

JE—FhIAEREE. W OLE) Hey AOETHRE)y: CBS &5, 33 Hey &8, JFHZ@ERA N, &F
MTHFR 17485, S8 X VU B A RR i A i FR B DU U R, A Hey A A H 2 g Al i R S (1 b A
Wb, WiE R Hey & RS 45[15]. Hey 7EAK A B RS IR EE B G AR i, TE4E4E 5 B6 12, Hey 1]
1E CBS ML GRG0 N A ot R, SSiE AL G &4 Hey, Hey HRT7EMRRFIZ4EAE 3% B12 1)
HEMER N R REAE NS RTMEARR, SR PR S AL, JF HAAATH N5-F R P
RN A, fEE 2 MTHFR 46172 2E[16]. MTHFR K B S B8R 2 AN FE AR b i 72
AL, BRI EE . DNA Ziil. DNA DLAEE A5 FEAEISE, I 51 K M8 45 2 Fhm[17] .

3. TAO

I A2 P ZE M K 4% (Thromboangiitis obliterans, TAO) & — iR A8 iG T WK w1, & A= TR /NBh ik ),
FUCARIT BRI R M AT M. FTBME . ARG M BB, R R R &2, HREA L
LA (1 A H AR R P A S A IR M AR Ll PR ZERIMLAK[18]. HRTIA N, TAO BE#E W —
U 5 BB AR ISR, JRAEMRE, MRS AL, Bk R TS MR G S U B & e Thie AL Ok
[19]. JRAF 33 B L PURL s /NEhK, # WT R [20]. TAO 3 DR B R A1 PR R A5 A AR S i 512 1) S5 38 12
JRAE E L UKBE S R BRIRER. TR Eme i B L e, A R, macEmiAT, &S S
MR, BRI IR S IR A ELE B e, kg, KM, BB, RIRMDUKAE, A, R, AR
DU, RS, WEURFERA R, AR R ERAE, R SR B AR (A A SR, HI
NFE . HUACARITIRIE [21] o PRAE A2 DABE VA PE AR A R s S R N R A L 2R 4l L () SE T2 . HL4K.(Organization)
& H A 1 R 2R AL U S BUAR IRSEAH A A2 o SR (Gangrene) A& 4k & T B I G, R AEAH 434 68 TS0 4
fE = AL E, B ES AL A PR B T4 A TR Ak, EIRSEA 21 5 B [22] . RFER R AEHA
REK B AE A d AR, IS AR A FV R LA, AR E R R, GIR EOA T IREE R AR AR
Aeh BEAR, Rk AR Sk, BEEEFREMPSERE, 297 FB. HEAEARIEEAR
TAO )5 W12 I 2 RO R VA 26 IEAE B A4 23] 124 TAO KA ML AN 76 47 2, IT 20 4F3k%F Hey
518 MR AR R M T REBE T, IFERIFZ R, SRR, TAO B Il AT LEE
BERG, VRTANRAAE BT RE AL, e KGR, HIUIGRER[24]

4. HHCY 5 TAO

G IRBFFE LB, HHCY ] LA BBk A S 80 N S A it (23t P LA PR o, e ik
PR AR, BSR IR IRE, (R AR RR[25]. HHCY  BERT LA 2k M/ ~F i FLAH B (14 134 4 A
R, SURTUAEHE N B UM R T2 ARIRE Hey AT DA k20 s 5e i e ok B U ) S pra s e, L4 51k
SRR T, T Hey X AN [F) 2% BRI 20 24 b 1 af e~ LAR I 0 7 R rTREAS [A] . (H HHCY 350 L3
AT IHIERE[26]0 51 Hey ARSI REAG ¥ SR R G AL AN E FR A 3R . EME 7710, 1) 7£ HHCY &
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FHH, HCY /KF5 TAO MG IR I 3 R LMK R, RIE/KF HCY B HIGAAERE, s K AE;
2) HHCY 5 7 R B R SNk A IS AT S PE SRS, 3077 JZIR, BRA 25 4k 2L 2308 A, 1) I 48 R0 2 Vs
RRARTEIR, ERIRLHMHKR; 3) TR Hey 7KFnT B 5852 B8 /MRG58 1 PR 7 S R A
BLEEST, HHCY BT LA S A R 40 M = AR A s e I R 7, (R dE £ VA B M A 1l 7R (PAN Rk, 4
il 2 2R B A T I S OE FR (PPA) I 5 S FRPE T, AR R /MR BSR4, T 51 SRk AR T s 4) Yt
MTHFR. CBS. &R & Al i)k R AR B e AR BAd N« Bk, SHEAH R Hey AU ) B FAE B0E
PERFE, HILHHCY [27]. HETAA MTHFR 46 FRAS AT RE A2 7242 HHCY FFi% & TAO [ — /M HEL
fERiR ¥, MTHFR [¥] C677T A CC(HFAAY), CTORAMAN) M TTCRARR) =AEEFA, HEKIL, £ TAO
BFh, #EA COTTT N TT RARMI LIt s, RN CO77T K TT RAEMEE, H MTHFR
B I LU A, I (R R 2 R R /K T S 1 R, TAO MG AR EL e B . #EE J7 71T, Hey S24% R
1£ CBS AL T, AERBEnmE, 2443 B6 AME+, Hey 78 MTHFR (LT, AERERAIR, w24
A& B12 AHHIA T, ik B6. B12 Bk, AlHIL HHCY, FFR2mpLiR IEH AW A5 . 3RS,
N TAO HIRAFUR i SR . SRSy, S L RE R AL R R K75 S AR 1) 28 RE /R T 35 DI AH O
RIHIA A PG HHCY B4 TAO B 24 A [F] 3L R 2 BR (1 2R A, (g [ Y~ R s R AR, X i lml 2L e bk
AR IIE RS =J7 A TF[28] .

ZE LRTR, TAO WIARMALEIE S, Hartb AL+ 5 MTHFR. CBS AH O I 5E R BB 5 51
AR, B6. B2 R, WM. LS ML R BE R K A/E TAO Wy T EEM M, AWAFA—
JE & H— P RO AR, AR 2 R RIKEGIEHNESR, IHMEXRNTEHEZMHALT
PABSIE, FE[A s A AR (1 B 2E mh i BOR AL I AN T A 78 BV vl UOR 5 — € L 34 .

E&WE

[ % [ SR} 535 43 (81060028); | 7t K+ 1 R: 4> (KB 8 1598005-9, AEA}H 1355005-3-7); | Fi
SRR I B B H (KY2015YB230): | (i 0t 5t 5 B It H (B #1it 20141104, 20130106)
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