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Abstract

Thromboangiitis obliterans (TAO) or Buerger’s disease is a segmental inflammatory thrombo-
occlusive peripheral vascular disease of unknown etiology, usually involving the medium and small
vessels in young male smokers. Current studies suggest that TAO is an inflammatory disease asso-
ciated with immunity and autoimmunity, but there are no clear biomarkers that suggest a diagno-
sis of TAO in patients with abnormal disease manifestations or risk factors for atherosclerosis or
autoantibodies, so the diagnosis and treatment of TAO remains highly controversial. Therefore,
this study presents a report on the diagnosis and treatment of TAO in a patient with immune ab-
normalities and a brief review of the latest research advances in TAO, and presents the experience
on the diagnosis and treatment of TAO.
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1. 51§

1A% 1A ZE 1 K 4 (Thromboangiitis Obliterans, TAO)EK{H % K7 (Buerger’s disease, BD) 2 lIfi A & L i)
MR, —MER I SIEMER . AESD K0 I B i e o L IR i ANTE 48, (IR A
NFEAZIR I RGN, T 5] R M P B AN B ) S SRR AR ERR Y, S BUMLARTE R[1]. TR
BVERIRE, SPRFRAERS 35~50 %, AT BB K AR T i T O R I A L7 L AR R L
A HHA TAO ks, EWMAFREIE. LLES]), B EIL 40%7% 80%, i 7E 75 FER(ERHH
Jb3%), HHREMLE 0.5%% 5% [2] [3], #R1M TAO 76 LB AR EEAHOE . XA ESh Ik FEEL P TAO
(OO RS R BRI . 20 TROBRIE B AT . TR Mk ke MR ER ik 4%, TG 25, W™ (G ik . RAE,
BB AT HBE M AR, HATANL, TAO FIEWRE S —HEie. Joviliano 2 A\ 35 H &k
AR TAO S Wikr 2 R EE2E[4], XX T/ E TAO R B 52 v 6, E2&XTHEA TAO &
HHHATIE A SR EAT AR AR, FOATEIR SR, T RAEAA AN R AT RE S 7E VA 007 H B 14
e T — S8 I 5 SR ] T ARE R SIS S AT A I PR DR AN I8 B AS HE B LA SIS 28 130 1 A 4 T v
BRIRASRIZW TAO [5]. 76 H BT AN TAO iz WibrdE, Shionoya I RFRE[6]/2 i AT #5211, x4k
PRt 2 A2 25 T HERR ASO FHIABSS R ML A5 22 [6], A HE B0 AT I AR 92 ORI B3 MR O (s Mg IFRE % JR ) 471
Tk A R R 2R . Bk, T TAO MW B Pk, KSR TCIEAR I A Wibr Btk 474
AREGS W, AH N R G R IZ WA — e (TR E . T L DI R AL A0 B8] 1 oK 58 4 BB,
T B oA AR YT I, (HH BT EARE YR TT, HERIBL. Rzl RO H o EEE. Fek,
CA ZRGESER 7 TAO B KL, $E7R S R EE 00 1 DX 2 e a8 SR E A1) [7] [8]- BW
R R R G R R I BRI S A 4R hR AR A A, X 1 I 2 A PR ZE VRIS 2 B 1)
ZWr. BITEHT S, N TAO KIS Wi gtk R K3 .
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2. RBIRE

BEPE, 47%, DL CXURBIESE RS LA, MES K™ FFARE. 1 A L 2T RMK, 10 &
RIa I R KR, AT I, RUR i, DU R v Ja) 38 e IR 0 128 5 55, B %R Jo kM
Sk, O, MRk, TEHERS, BT3GR, TEUUKMENZ ., R AE, JCTH SR, JoRR — i 1 2
[E R MVERS, TRORMENG. Bokshdm LRMEREE, Joskil &AM . 5 RAET EIRSREIR
NEE, FEAELE, XUFRATERRMALRS, HEMTERS . SEKERW L 3 ANH, S TIERTT, &
RA. 5 ARTRIIMET &, Rzl KRG BRI FGE Wi L. T 30 4F, 20 3X/R. A
SR F R L TR R . B R/ NMERmTE AR E R, KRR, AF/NMERE; ST BRI RE,
BUE R, VARUE BN E, R IkIEE, EEkMEsRE A 1) RERKRILHE RS . &
e RoR: AYERAN 529 g/L(1). MK D- R AT & 1.53 mg/I(1): F4iiit%k 11.07 x 10%/L(1). 4140
it 4.04 x 10%%/L())~ MLEAME 116 g/L(l). /M4 569 x 10%/L(1); AFEIIET: H&EA 36.9
g/L(])~ H % HE 3.42 mmol/L(]) " Pk 4 g W I i AH DG IR Bz 2 2R 1 189.8 ng/ml(1) WLEF 51.2 pmol/L();
N Ji NIRRT M4 146 pg/mL(1); HH C KM EHEE >5mg/L(1), CRMEH 54.7 mg/L(1); HFH I/
BT T 450 x 10%L, A AR, #on BT =IICHR . K5 FRF RS PIRAIT . BH ABE = RIUE
BEFF S, BUR R BkAR Al A, (AR S BIIK AT fil S, N BARA & SAFE S kAR 2E, B F B fk+XUT K3
Jik CTA 7n: 1) BEESNIK SN 2 ko REBE R 2) MRl TRCaG b8 ikl , & eieas: 3) A L
Bk GG A A S PR AR S i e BB AT o R YR ROUT eI IR R AT, A T/ MR R BRI 3, AiE—
A I B N RORPE B R T B S A OC, AR D) REIIE : CD3+CDA4+Th 21 i & itk 2 4t
M 53.42%(1), CD3+CD8+Tc 4Hf Ltk 15.29%(]), CD4+/CD8+3.5(1): I HuMEFR /0. — %k
WS 21.4 mmol/L(]), FLEZ 1.9 mmol/L(1), %4k 72 mmHg(|), B -FABE 18.5 mmol/L(1); A%
e \I: e BREE 1 k BUEREE 3.97 g/L(1), JEEREE A IgE & & 280 IU/mI(T), HEIREE 19G & & E
16.1 g/L(1): RUBZRF: i C M E A EE 91 mg/L(1), HBEEREEME O EEINE 123 1U/ml (1):
BRI prh Rl R k. B S Pk, PUBERESEAIE: R E SRR . I RE A 4.99
mmol/L(1); T Z4HMIEEEAS I : T 4 Bh4H il (CD3+CDA+)4a %} i1 % 2.226 x 10%/L(1), T #fi Bh4H i (CD3+CD4+)
51%(1), T 4HBhAHMLT FPHI4HA(Th/TS) 3.48(1), T #WHIZ4HA(CD3+CD8+) 15%(]), & T #fiffi(CD3+)a%}
1% 2.882 x 10%/L(1). MOEHE . UM%, BRASRIE, PUhrERanmpsein. A3 Ripik. bk
BEEAIE: KRR FE . XN EEIGES 7~ A MERIN IER ORI e A4, XUINBR LR Bk N 4%
BvE, SRR, RGBS RER. /NBEERIK A MR AN i kR AR BB e ok B R SR .
i MRI 4 + MRA R ILEA 58 . MK + e SHlE (LTI 2): PO 2 &M B a6,
AR, PRET L, fHREESHEN. ERmERER: SRS, BEshbk. Bashik.
B S Sk b, BH UM, XU R BB R L0, RS, ARk Sw, ANHE i ] 2E v R .
TN XU AR T S KR AL N BEERTE B, UM AR S 2k R R AMU B K 2 I P 3 ik it
AP, BHJRAR, MR AT Sk O B U Bk N AR, R R, AIZERTREE R . 4
G REF AR UNE IR, FLEBE ) % M3 75 (B YE BN, SRR BE R MRS . B AR B
ToZ A BG4 SN G FHR (R R B RN A, iR, BT AR, RIEWE IR, SRS
WEEAIE. AR EE TR, RO RH, BRAEATE L, diawBsmd, mHRZ kI R3Ik %
A ZEVE B BT . FERCIEIZE T “ e ™ T . BUZIHUR . HEGRG . COFR ] Al R AL R (R
TIFERE . AR HEZERIABERR AN VR B R DU UM AP &8 H HR AT S ¥R 9T e IR
BB, WITAN AR ZETERKE K AT IR W, BEVTEAE, B MR KA R B =) VT AR i
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R LIRIH ) W LA AR 3 IH . IR EEE R 1 R/ 3 IH(US)” » XU BRRA . i/,
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Figure 1. Images of the patient’s extremities
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Figure 2. The patient’s neurogram + nerve conduction velocity is shown below
2. BEWMEHE + MEESEEETRWT

3. Wig

A% P FEPE K 98 (TAO) A A& —Fh oy B Be 1, 5 Sy fl B B Gl ARG SORE M5, E R A
FEVU B I BhIK BRI o IR AR 32 B IAE AR UM 0 A ; JE VA I ™ B4, shflik
BT WRIIEE K S, FREH AT G KA A . B0 MR D) AR AL R R AN 2, o e
Wi —eEPhikrE. R AIRIETE L, BD M2 Wi#l i HE bR 3 Bk ok AL R AL 14 ZEAE (ASO) AN Ath if
%, BIRIIEANMIAE /N PR S BRI KB (IR COBIE S, (HMANE 28 BD J& RGME M 7838 72 R PR
MAHAE . 7E 20 et 60 4548, AR TAO 23 ks FEE1L 141 ZE5E (ASO) ) —Fh, 53l & 1) ASO %%
BIAHLL, FORARRI SRR NS, I Hi 8 AIZE o [l 1 i 14T 2B . 55K, Fazeli, B %5 A% TAO &1
T 9 % T W PR 95 FE0 4 A I A5 i S R 2 TAO 5 ASO BIIALE 4 73 1 9 — P B4R AE[9] -

SEE A BRI L 30 45, P 20 STAR, AN R A E AR, IR EE AL, HAME
FAR TR, ERREMEIMEL], K2 40%[ TAO &4 HBLIE4HHIE (27T [9] [10]. i HA
WIEFR TAO FE 3 1 121 2 (3 (Hb) 7K T W5 R o 82 7] 2 () 47-4F 2 35 A Gkl 5%, (EUR K30 2 B WROUR 25 1)
Hb KPR e, Hh—WiF iR, TAO B3 1 Hb TR (8] A BT TR, ka5 Hah 28280 i 2 5
OS2 B TR I A A AN [F[9] o 88 A MR B0 /R o 0F BT i, Ravari, H [91558 A 78 91
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EAME RN TAO B AgIUIE 2, 6.4%0) TAO B H AT Bl /MG %2, I BBz K
AR AR R /MRS 2 . AT E ) R 4R e Th RERR RS, AT I B — S AL B (NO) I 2E D)
FIFH B B3 e I 7k JI[11] o IR AR Dl 220G — AN PR ER , RA I P9 B T e 2 TR AR B gl S8 A0 R
BIRIR . BEE S AR, AIEFRYUATE SR AT, (5 AME R A SO R =3, e ARl
L FE R NO A=A R 5 I8 5K ) 07 e OSSR HI [12] . 10 HAE CAn i R R R, Bt 25
HAMSIH[13] [14]. {HE Alamdari, D.H ZE[15] AW 7R B TAO 3 B AL RAEUBLT- B S5 s T WO =] 45
VCRCHIXT IR . IXERAE, B TR sh, HALR R 38 TAO B KA. B3 C RME
F B C VA A YT, Sena, C.M [11]%5 A2 H TAO B35 1 C N [ (CRP)IE ¥ 7 1F % Y [H
WS E], 1E—15 TAO 2WitrdErf, CRP BHYES U AZHERR TAO BWiR Z[2]. AT, —LemtFidhs
[2] [16] TAO # &) CRP /KP4 m[17] [18]. HFEAMA C3. C4 IEH, MM E R KKA, i C3 F C4
AR MR R =SS, Fehérvari, M 28 NHOEFRE B TAO B 11 C4 KPR [19], (ERE SRR Z,
SNKCRAEREAL FR e LT C3 A C4 /KB H B mi[19]. H AT TAO IEANREM I E & —Fh RS 4, B
PR AR U B S PR PUBEIE SR G AEY R WA R 7 . Halacheva, K.S 5[20] AHRIEFR
TAO & HHAELE T PERIAT I I BTR(ANCA) . Guo, Y Z5[21] NBF AU R B, 542 5 7 BB Fsx I ZH A
b, B EIGRFRIL 1 ANCA JKF 23 F+ s . 2810, Shanmugam &6 A 13— D 7R T TAO
B PAEAE ANCA F L 5% 155 8k[22] . H4h, Chavoshan, A [23]% ARIFR 5 R4 1 T 7E TAO B
PUO AR PRI B . TR HUAK B sh, PUBERRZE A E S W ek e . SR, B mbuoBiiE
TR TAO B LIPS AR, JF HORBUBCR W] 2 5 18] f £F 4 iR A R A I D-— 3Rk e B3 T,
PRI [24] [25], BEERESHIAAZIZE TAO IME—R 2, TAO B3 MILF4EE 1 5K B m T HAb Sk
BUH) PAD S35 B BRI E o A7 JLIRT 7E[26] [27]4 T TAO BF MR UG R 2, JU-FFrf7ix st
I 911 s A O L T PR R R i AR T o, (BB 3 I A U B 2R R A7 E TAO. 4B bR
M AR AL R, MR RSB . BT AR W RO, BT R AR BR R, TAO
[T 38 AR R A S RKBIR T AN 2 LA R VR T AT 1. TAO B3l s &k T A &R, DA @ fih
TTREA TS Z M Y ARBS TR, MXEFRIKLEREAFIN. FR, 52 0k 29
TBIT I TAO B TG 5 HAR SR AL M 2 8% —FF, ZRIRK, W EAFN. BRZHATAIE, &%
A BB A A= b B AR WATE A S 08 0 ALY R B0 S ko A R A B8 B A %) XU BT 3R 11 B e
PA2Wih TAO. (AFRATAEXS IR AT IS WIS, B FE 2 IR A A TG, SRIGT TAO A E
%, WA KEHE ASO B & FIAF 2 &b, 7T LLE B TAO FIHAR M B 2 A 3L [F] 25, AN
I R 1GIT TAO $RAEHETT B .
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