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[ Abstract] Thrombophilia is a pathological state characterized by a tendency towards thrombosis and
thromboembolism caused by various genetic or acquired factors, either alone or in combination. In kidney transplantation,
recipients with thrombophilia have a higher risk of thrombosis and acute rejection, which seriously affects the survival rate
of both the recipient and the graft. Risk assessment, early diagnosis and appropriate intervention are crucial for the
management of thrombophilia related to kidney transplantation. This article aims to enhance clinicians' understanding and
treatment level of thrombophilia related to kidney transplantation by summarizing its epidemiology, common causes and
pathogenesis, as well as management strategies.
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( pulmonary thromboembolism, PTE) . fiil N it ik IfiL
I, SUEBAEN S, B RENE B2 E
o KA AT L B 2R R RO =i, — 30
FLI B R AT R ) L f B P R BT

AT BRI Il A E 02 B AR R IS 10 E BT
hiE, KRN 63%~8.3%, JeAIE 30 d NBEHY %
P ON= S P SN SO IV % TS R TN
H IR ARG AT S B A2 &, 50%~
67% 1715 5y B e, X 28% & WL W . it 42 T ol 44 15
)2 TR R BLMAR S R A2, 66.7%
FAAESRENE, BORAER B A2 ARG 1 FENBAE
B 2 BB Sy e B A 2 3 7] a4 A5, A
W, S iediE 5 B R 5 2R SN 1 & A ARG
F BRI R 2 A HE R SO Il B A3 B 4 R
R, BB IR R B2 HE ARG 3 M H NEakE
HEJF BV &R A 68%~T1%, Xif BELH I Ay 35917,
bR R IF RSN, B RS AE A OC S 18 i R il A
WICH AR N ZE, 75 BUBE Sk Bl M IR 5t
[EPE S A 45 SR W, I8 SR8 5 B A A2 3 4 st
2 1k G W RE R AR B 3 e AT R (42.1% L 7.9%,
P=0.004) ", gHh, BBV D) R SE AR TE RN 22 5
I R AR I A D ReRg 5 oh  , FR A
HoAth it DX LASCBE AR 1 e o 209
2 A 5 AR

AT BRI B ) ZE B PEARAE Virchow —
B0 O 115 N N =R D 7 U 1R W G A
A B BRI R F R =S BRI B AR AR
I PTRE S B ARAE , T8 H N BEINL-DUBE 1 B ET 7 Pt
P R G KA S D 0 I = BRSSP R, L R A
&, SRAEREE AT LA RS, — st
RITBEIE, FEONFEAE H ¥ (factor V Leiden,
FVL ) FI%E M B JF LR G20210A K AE%AR, DK
F C. B[S MIHTEEMm A I S5 HUse s oG, — o3k
FRER R T ME , APURE IR R SRR [ B2 b
FRRIMAE R F, FAP R UGB w2l . 182 &
MEREENT S . B S LG 20 . Ak E AN
SRS T DU R LA DL R A AR OC B R
PRIHEA T
2.1 FVL RE

FVL & —Fr i BE LA+ V R85 R E A
C (activated protein C, APC) Hit i H Ye ok 1k

WAEPEBRY TEBE N -DUBEIN R Ge T, MG S i
R 4GS R A PTEER], % APC, APC it
YIHR K E 15 A EE LA -V (actived coagulation factor V,
FVa) Ki&fb#ei AV (actived coagulation factor VI,
FWlla) A#FEPLEAER". FVL 848 )5, APC 1241
PSRN, PLBEThaEZ P, 22720 FVL AT IE
HIHF VKGRI 2 10 5, JFEMmAF RS T
FENG SIS A, 5 BOEE I A= B N I 5 | A& i R
AR,

FVL 78 5 # 4 32 25 55 A #4728 A0 01,
N 5%~8%, FEKETRMRAFML FVL 2G5
AR T AR KBS P2 i 4~8 %, Al G s AR N ] g —25
P 10 5L B FVL 520 B B 5 IF KAE
AHOG, ELHE K R A E . BB AE Y ) RE AR IR R A2
( delayed graft function, DGF) | Z2MEHEFR N, B
RS A B R AR AN TR B D RE A A
2.2 RIMEFRERE G20210A RE

BEMBEE (BEMLP T 11 ) S5 G20210A 7% %
TR QR s s, LS AR 6 T 5E 1 5
FLIH 3 v A A X R PR R (20210G—A) P,
127 HE {51 RNA ( messenger RNA, mRNA )
3w N 808 KR, fE3F mRNA FH 8 HIEE I i
[ A ey B = (1535 N G 2 =N T(TR
BEMBGD & i, RALEEE RGN A e 1 R ik
REFYEE T, BERREE A0

[l R b, 956 Il D R G20210A 28 A8 78 B B A
2 A B RATRARRL, Y 1%~3%. &E IR
JFFE] G20210A KA EZR AT RMRAM, (LI
P BRI SE N I A R 5 B rh 2820 LB o e
i JEUHE PR G20210A 5748 474 iy S50t A XU 14 i A
MR, h2~4ff, B985 HAS S S Efaks KR
IFAERT, HE A AR KRR 20 A AR R W]
FVL 55 % il i )5 5 K 5 748 1 45 G 5 1 Dk il 4 T B0
B 14 I 52T 60 A5 AH DGR R B, R I il 3 K]
G20210A RABAIN N SR ALWATE R AN, nl Bk
ST AR ORI ARMR AR Y R 00 XU 1
2.95 1%, RALHEA H AL AE AT TG I R] T = 66 4>
A, T B B AAG IR R 149 S H 2
23 mEEBARME

St RE e E N R AR R C. B S DL
PrgE M EE ( antithrombin I, ATIN ) H= 258 Ye(a
R MbTEE R s E e, BE C 5EA SH 4k
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AR KRB, APC IEH A HRE T hikt
PERIAN B30 2.0 frid, U RS EE S W APC [ fift
FVa. FVlla iz 88 it %8 B B2, AT I DU 568 23 40 i)
Z: 5 BRI P 22 F R R B BUBEE ], AT
At i PR3- VI/IX/ X/ XT

PUEEEE P BRFAAE 52 UL TN X, 7R RS X
AT 1967, FR A rp i X 1) B A e 43382 4%
PSRN, B CEAECNE WL, Aa T D%
filt R A BERY EL BN 0.8%0~2.4% , Lk i #e A4: 2E XU
M 2.5~6.4 £51M, M C BFELEA B T
FAERMGE T, [EREEME, A C. EH
S A1 ATk = A] LIJE3RAG Y, 3 A2 T AE |
PRI VEMAE BRI . RS . R TFARFN M AT
]S 20 [ BT 45 2R s, DUBER B FG R AR
ZHAJE AR X, AR5 6 4~ H WA
J R AHEFE R E TR S, AH AN TG AR
FIK-—ad M e A o S AR 2 3 1A L)
RS
2.4 MBHELRAIE

PO W B 25 & 1E ( antiphospholipid syndrome,
APS ) JE— A SREHEBA ,  H Pl 40 i 2 T
JE A e 45 6 2 E B9 E 2R 8 B Bk B0k s B ik

( antiphospholipid antibody, aPL) 5|%& , H&5H 2
MR A o PRI ACRE A K5 A A 7 B e v
g R A T I A B AU 15 im0, aPL A 45 AR 0 Bt
%EY ( lupus anticoagulant, LA) . {0 # 5 Pt ik

(‘anticardiolipin antibody, aCL ) FIHT p2-¥EEE H 14T
& ( anti-B2-glycoprotein I antibody, ap2GPI) , H:
APS 11y = S A2 I # AL ) ¥ S aPL 5 41 Jfg 35 Y
B2GPI 4547, aPL Mt HAN R Z AL &, KT
5 T I YRR B 2 A L A SR MAS R G A, DT P A
PREERE RAER, (RPN INAE P3PS ) T B o7 1
TERG, FEAE A B B S VB A RE I A AE 1Y
KT,

APS J& B B ARG ZFh I AE iy HE fa ke &
B APS IZRI B B TE B BAEA S AR
AR MR 2E | B R PERS R AR TP LS R
HE 2 W ) XU P8 — 0 [l JEst P o3 A 5 R s, 27%
(1) aPL PHYE B B4 52 5 RS AETE RS AR W) AR TR 1,
I aPL BMEH HLAGh 6.9%, W5 R, # Ak
TrwipsESiEERYT, JLF 100% APS B AHZ #H K
Az i I B2, LA aCL Ml aB2GPI HifAk 5L FH

PR TCREIR B (BRI =AM ) R A bk i
FZE 1 KU R B 100 9] h A 5.3 495 BdE32 T hise
1RIT, 44% K= BAYE APS A TE 10 AEAYRE I N &2
RAMARTE WA, $7 2 A 3 T 0 23 D) )
FRUW A IRTT 20N, EHARE R A, SIS
K, BAERT G RR aCL HUIA B FEAE A 2 M
FH B T g e AR W AE 1 R B T S A 2
LA MAAEBOIA N SR AL APS B FFIE Y A& 2E
RS A e, JRHJEAE APS i, RIEHMIA
A IR P BB A 1 IR, S 238 s 31,
25 SREFREER D

[A] AU e 2R ( homocysteine, Hcy ) &2 %2
PR A ] =4y, 38 P AL RN B A
ot A S5 3 AR T 43 i) A Ak A PR R N e 2R
=[R2 R ISE ( hyperhomocysteinemia, HHcy )
WEHE M Hey KPS Thm, AR (15~
29 pmol/L) . ' ( 30~ 100 pumol/L) HI & JiF
(>100 pmol/L ) 3 4543, HHey AUEZYRIALES Hey
FRAHAE G Bl A - D RE R R, B AT Hh Je R RS
WHEGI &, Wi FRaRMsErRE, k. 44
# BI12 figkr: % B6 4% Hey (RIHAFE 067 4 K F A4 Bl
Z J& HHoy 5 W JG RAAFHEF ZE, vl 8 i S b
Fo AR R T S DARRARIIA Hey /KFRY, HHey i
B UL AR A% S DR R DU UM PR AR S5 ( methylene
tetra hydro folate reductase, MTHFR ) FE[H p5 5848
(C677T) , W33 Hey - H AL IGHEIRAL, 55
& HHey A5G, HAali G 5 RT3 @ AR b AT % R
10%~20%""', HHcy t# WL F 4525 R Gt 99 1) IF
FAE, WS R . HUIRAR DI REIGR | BT I LA
P& TR S e e

HHey 2&—FC AR mie R E, HiFR Mg
BIHLEIE 2220, ARk /MR R . s 2
8 A PRI 7 R I B S N L 75 PN B 403 L B 3 o
AR IIOK B, HHey Bl N & B B R 2 5 0
L7795 95 00 I A A ZE = A2 1 ik 5 U PR ZR 1T, ik
V- Hey 5 2l # ik i # JE 15 KBS 38 Jin 46 ¢, HHey
(>18 pmol/L ) AT ifil #4:J8 XU 3G I 2.5 /%, TiAE
50 4 UL LB Az T, R i A S A5 CY
UEAh, 24 HHey 5HAWAR Mt MEBIRIFAERT, 1M
W HE— LB, I FVL 2875 HAEA HHey B
otz HuFI B EHEN TIT 22 15, Sraii: S
L Ty R i B NS Yo S AR I A T S RS 114 i 4R )
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YT ERBAAH S BAE, A A 2 EE IIG IR
[ R, — 2 IO X A AP S8 1 B B A AR 3 R AT 5 R T
By TR AT PG A AR B R R AR A IR TR B A6
] 5 = Iy SR BT 35 B 15 it 6 ) A i R R B
FERA S AR T =4

KT R ALE B A AT T Z) K i A 1) (]
H AT R R R, HL G A AT AT 225 BiE ) F
RPN, B RE ) I A RS T VTE (LA,
HOE, RIERFE A NS VTE S 9128 1 5w s
PEGRAE (R 1) 3 Hik, fF63% 1 IGIRFER &
PTG g (% 2) P, 4 VTE
FAF R A SOEAEEZ UG T RN B TR, H 4
AF KA EAEL 2 ), H8 0 R =0
1525 2 d, AR 2525 24 h A AT TG
WEIT RN S, BT ILEME AR RE T
AR W) R AR, L R LI S A8 e XU R
R AT0 A, {145 FVL, #EI0 A R 56 1 G20210A
EH S, EAC. AT K APS; FFA AR M
A NEAT aPL iy, HoAth 5 FRE ) 5 2 U I AR A A8
BT, RHF RN/ JCH 25 R VTE i
g5 XFHRERABEEE, TR AR R
BB, RN 1 A e AR S
(EAFE R AR, 2RI B8 1Y Hey K FVIZKF-il
WSEH TR, $8 HHey F1 FVITAY B o (A PRI,

JUAE Gy K i 4G 45 SR8 AN 2 Y W VTE JA
JEIIG RIS, (HAERR AT EEIT oty By ReRE i A K
SERTIN TUF- R ARG s 322 H e i M H

£ 1 VIE 8FhEREENE S ENIERIFE

Table 1 Clinical features suggestive of hereditary

thrombophilia in VTE patients

HIBTEARR M IR RS S T, Mk & A Ay
VTE P, TERRAETUR, ZRefe i d 5 76 7
PR ER A, DNTITA I A AR e ZE S Y
K BB BAE D AR R B LA TR, IR
JRURE AR BObRE . AESERETIT (A0 R S A G it
K ) BRI b, R SEY B (AN E R SRR )
HESPHTEER; (AR T ) B,

KT ot B AR E ARG DB SR iik$E, H
HIEZ LG NV ERY ra s A B S A LT iR T
HECTRRRARE, FRIE ARG 8L “REE” 2
‘i BT, RITEE S E SN, AT
FETERY U AR 2 b, EBURJS il
MRS 7 BF 3R 20 mg B2 FUESE (B 100) HEH
Beo IS, TR AR B0 XU SR 20 o 2 AR L BE T
2, R 3 FIRE S AL, BBV S T i TR
0I5, MARAHE S A W BR  7 IRUR B . 2
BRAAIEE A R

PUBEIRYT A2 I H] 32 2R T VTE 15 R 2
BAFTE, MRS MERER I B 2558 o X TAAAE TR R Y
VTE &34, % @ T 3 4 A PG YT M
TREERE VIE B4, AIREw LA ST iisEn
S R, EFXEICTE VTE B3 MR PEAL 2
KEE, T EA A TP B HTEEIGR K 9 Hh 1
U 5 Ty VTE 2 & 19454k ; w4 DASH 3145 |
Vienna HUl7 . HERDOO2 PF4345 KUK 432 T H. ik

&2 VIE EFHSEERNAR

Table 2 The detection content of thrombophilia in

A PR IBAL AL B AR B4 I R ARFAE

T AR SIS HERY ONFAR . B DR

<50%  BEFICERTHEAGESIE ) MVTEN AR
FAESE R PEVTES
R JEEVTERGE (—FFEE, <50%)

A U ARk 5 S B L VTE®

TE: OXRSR SR A H R T AR RPN ;
Qs B AATE ) AL APSHEATHE RIS T ;. DMIERHIKVTE
SR INL AT P A A A e R R P BRI A 1 20 3 R Y
A

VTE patients
HRVIE MRz
G871 S N |
<50%, ¥k KFVL, PTGV, &S, HHC. AT

HHZE KL A HDVTHPTE, fillaPL

Sk e EVTE, #&illaPL

TeiEH H<S05+EE S, KAFVL, PTG,
HHS. FEHC., ATII
WAFEK, #IFVL, PTG, &S, &
X . ATII, aPL
samy 0 ATH a

Pk, RIS Z A . aPL .
MPN?, PNH®

TE: (OPTGAHEMBEIEEER A ; @MPNAHHEHEE
PEMRE s PNH AR KRR 1L 2128 PR ITAS
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Table 3 Anticoagulant therapy scheme for kidney transplant recipients with different risk levels of thrombophilia

B2 5% [EAES

A FIF£E20 mg, TS, QHSY, HPOD? #2E % ik
T M e B A e XIS PR 2% 1 Tews W

RS (2 WBERE, EIAERAE, 4 TAGHERTRIVEAR, & H 10K AARRTE M RIPEAR, 4E5
JEHEE

o FIFE20 mg, B NES, QHS, POD #2F#3fdi

R FHFZE mg/kg, 2RSS, QHS, POD #4JTIAMfH, EEMELEMET ., H
B, PRAZ AR ARG B[R] BOP TF RR A A AREE MBI AR AE . AR L . IR EE R 42
ESHIWT K BB B IR . R AR BIE W BRI E A, EADGE, 48T
{55 FIFE 1 mg/kg, QHS

ADVT, PTE. Bhfpkifiieym st
AR AR B

KA FHFE20 mg, BTFIS, QHS, APOD #2EZEMB; G, K FHFZE30 mg,

T, QHS, ZEPOD #30

T WX aF TR WEADGF, WIFHEEY H X2 5 RVEmK; mkkE
TR DGF, WIJEFs Wi

FaPLBHM:, 4T IFZE30 mght FESTEPOD #30, W& A

i BLAPCHUME Val e i BRI P A B, R TP 30 mg, K2 FiESS, QHS, +F

sE6H, IR R

TE: OQHS KA1 ; QPODAASGFRE; GORFADVTHPTER LA, LA B AR5 e ol B i I &
SE . FHUHERR SOV S ERR RER  KUKL 2 7, TRIRASAE 2 &, A 2R A SR L LR s @HE I CRIE N
SR AR BRI AR AR T B ISPUBERIE oapieinyT, DIl S R Mkt i . B2 RIRSEAEAN R

FFVEALCO JeAh . SRR ME S I E APS i & BA 2 Chinese Medlcal Assom.atlon Hema.tology 'Bra'nch
N N e . Thrombosis and Hemostasis Group. Chinese guidelines
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