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([HBE] B 304507 Sk AL R 4 bk fu 444 % 5% (venous thromboembolism, VTE) & & % # ¥
By b R 6 ST R A, TR SRR AT DRI AL T B G JRAT R INAF A AR R 69 220 ) 2 S 4ETR VTE &5 8 %
F AL AR B A s BRAE RIS 2R T AL ik AR 1~3 me/d &R, 424 B FR A% £ 4L b 4R (international normalized
ratio, INR)1.5~2.0, /742 28 d, sy RLL R T 3RE &7, FIA & F Y ENMRRF 45 R o 4% B1.B2.83 &
B Ar R GEE U NG 1,14 28 d FHAT TR IRmER Fibd ) M5 28d, VA VIE R ARA T AL EF M4, 2%k
RBHAGERERREFHGL AR, BB RANLHH 206 4, 1K 4 (101 4]) Fo 3T B4 (105 #]) .
NZLB AL R R MR B A E AR AR A LA R £ F (P>0.05), 28 D-Dimer, &4 C K &% & (high
sensitivity C reactive protein, hsCRP) & &% B1.B2.B3 2 A £ 77 K LA R £ 7+ (P>0.05) , 28 d K75 % R AT H 4L
Al AF B2 AR KA R £ (P, =0.725,P,=0.075) , /284 4% B3 X120 4K T x4 (P=0.001),
101 ]3R35 20 2 LA 5 & 2 1 41 (0. 99% ) R #Fik fz A% ( deep vein thrombosis, DVT) , 105 4 s B 28 72 WL 46 5 &
A 84 (7.62%)DVT, 2 3 6145 PTE(2.86%) , F 418 DVT 89 8 A F 2 F A % F &L (P=0.035), XA
Lt ko X A RRILRFHREF(P=0.164), Fit DAFEEWMA TESF VIE 3 EAFETRAL A 2 BLAR
b,
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Efficacy and safety of low dose warfarin in prevention of venous
thromboembolism in high risk elderly inpatients
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(1. Dept. of Emergency, Tongji Hospital, Tongji University School of Medicine, Shanghai 200065 ;
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[ Abstract] Objective To assess the efficacy and safety of low dose warfarin in prevention of venous
thromboembolism ( VTE) in high risk elderly inpatients. Methods Two hundred and twenty patients
=065 year admitted in hospital were randomly assigned into two groups. Patients in study group were
given warfarin 1 — 3 mg/d (INR 1.5 ~2.0) for 28 d, and patients in control group were not given
anticoagulant therapy. The expression of integrin 31, B2 and B3 subunits was detected at enrollment
and the end of follow-up. The ultrasonic examination of venous comprression of lower limbs was

performed at d1, d14 and d28 after enrollment. During 28 d follow-up, the occurrence of VTE, the
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adverse events and all causes of death were documented. Results Two hundred and six inpatients
entered the analysis, including 101 cases in the study group and 105 cases in the control group. At the
enrollment, there were no significant differences in age, gender, risk factors and complications
between the two groups ( P>0.05); and no significant differences in D-Dimer, hsCRP and integrin
B1, B2 and B3 levels between the two groups ( P>0.05). At the end of 28 d follow-up, there were no
significant differences in integrin B1 and B2 between the two groups (P =0.725, 0.075), but integrin
B3 was significantly lower in the study group than that in the control group (P=0.001). At the end of
observation, there were 1 case of deep venous thrombosis (DVT) (0.99%) occurred in the study
group, and 8 cases of DVT (7.62% ) occurred in the control group with 3 cases in combination with

pulmonary thromboembolism (PTE) (2.86% ) (P=0.035). There was no significant difference in the

incidence of bleeding between the two groups ( P=0. 164). Conclusion A low dose of warfarin for

540 %

VTE prevention in high risk elderly inpatients effective and relatively safe.

[ Key words] warfarin; elderly; inpatient; venous thromboembolism; prevention

i DK I 42 #2 ZE E ( venous thromboembolism,
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T BSCFI A 1fiL A4 44 ZE5E ( pulmonary thromboembolism,
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PR B E R 2 MR B1.B2.B3 KV, BER
B2 o/ Al B3 FhE M E AE, (3) BHEIEEMAE
RSP T IR T IR YT T | 5256 2 A A ALl A
TR, (4) WEFEARAR R BF R Bt I ) % s B s 2
TERRZE Dot il | B E B 2 i R E 15,
1.1.2 meHRirE  AIHAMESE  BEAE SN
s GE A AR P E IS DIREA A I B
PR I 1 g XU L4 T > 180 mmHg (1 mmHg =
0.133 kPa) 5{#F 5K >110 mmHg . #i2 VTE B# &
it F <3 A HEEBRIR

1.2 BrR&%

WFIERTIHAGE 200 5] fd Fe (46 AHE, Geit o by
BER BL.B2.B3 WAL IEH S HHEMWH (B1.
3.14% ~ 13.90%; B2: 73.40% ~ 95.30%; PB3:
4.39%~14.7%) . K HIHTBEEFEALAT B lm R AT
Wtk 2013 4F 10 A 1 H—2017 4F 12 A 30 HZER 3%
B [R5 s B 22 M RHME BEAT & A SERiE ) 2
H 220 ), BEHL (FEALECT- 2R 1K) 43 A ial 56 4 Fx) IR
20, IRIGAAEH HLIATT R 25T /N AR AR
( BHEERZ T 45 130705, A% 1 mg) 1~3 mg/d
CUIRPCEE, 4EF5 INR 4 1.5~2.0, 97 % 28 d, X HE4H
KTPPERRYY . i BT 28 d, A4l I Bl v 2
WIS 2R B1.B2. B3 WAL R IO, Ad
3.7.14 28 d Kl 2% INR 4845, A4l 1.14 28 d %
AT ™ BCEE K n K B A ( compression  venous
ultrasonography, CUS ) #; &, £ 2 & & F (.
(1) 28 ANE WA AL (CUS) UFSEH DVT; (2) 28 d
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RFGTE A /N AR bR TS By o A ot 0 T DK LA B S8R A

ARG A Jili 2 Kk CT 3 52 a3 it 388 /= i 3t 4 3 451 i
WESEH) PTE, WA SHE. 28 d WARKBET:, &
SVEVPAN S A5 o i 9 A RE , 45 E R i (fE R
FEE AR A () R M I 40 G St B A T R i A ) A
AR R I (A R R RS L ot St R
PR Btk B R a5
1.3 EBEZEAMN T
1.3.1 AmEa&%BIP2.L3 LEMAN HIL
DU 2R (EDTA) Bt 2 mL, 3t =X 20 i A4S
CD29(# &% Bl 431 ) .CDIS (AR B2 70 1) .
CD61 (4% B3 /1), CD29,.CDI8,CD61 il
¥ifii ] PE pric S s B LR (351 BD 4H])

SCERAHEIR A A 100 WL EDTA HiEE I, [H]
IR [ BN BRAE 2RI A 3 A 20 ul
/N IgG1-PE (CDI18 #1 CD61) il 1gG2-PE (CD29) ,
T MR I Z PR 20 L, FRAHRA] G &
T N EOE N 30 min, ARSEMARIMLER (K
Beckman-Coulter 23 ) ) 500 pL, & T 37 C/KIEFE
N 30 min, HUHJE 23 PR, B INA 500 wL #59)
J b =0 4n gAY ( € [E Beckman-Coulter 23 #] , 15
EPICS XL-4) #:], X Beckman-Coulter #5 £ %¢
ok A A MY PMT B R 596 RMe R,
VOB T %, AT IE10 000 40, LA TR 2 %6
MBS B o R R 1], 38 6 2 B1.B2 LA
ELANMEAER T T(E 1A) A F B3 LAUIML/IM 4l i
WIT(EB) o ARIEFRIC 126 T AH X R 1Y 52 BR A
FEBRPEAR I T 53 (%) o A 3 2 4 i A 2l 60
SYSTEM- IT #4F%F 45 S 20454347 .
1.3.2 INR # 3 K A& 109 mmol/L 4% ik 44
0. 2 mL [—YCHEAH 6 R 04, i BB i B 5 S B
FR{BIVR A) 850 (1 500 xg, 250> 15 min) ,2 h N 5EM, PT
J INR Jl5E , K E STAGO 23 )42 7= STA-R 4=
FI IR AL ST (S, B8 10 T D ) 00 P 370, I
XFRECN 13 s, [ PRAgUs 3 $8 54 (international sensitivity
index, ISI) & 1.25~1.31,
1.4 %itzae

K H SPSS 18. 0 Geit2r ik rgeit 4t . B
AT %R A Kolmogorov-Smirnov 5 56 it 17 21
[ IE A HEARLE , P>0. 05 BN IERS MG, IEA 4L
LA xxs FoR AW ICECR ¢ K5, A1) 7 224855
PSR FAS IE ¢ A3, B 1 2540 A0 B LA rp 47 BORn

P25-P75 F7i, 40 8] b % 2% AR S 50K 56 ( Mann-
Whitney U K:55) . THECFOR 2 [ 89 LR FH X K
5, P<0.05 NESAGIE L,

SS Lin

N .
1023 10° 100 100 10’
FS Lin CD61
1 E4% B1(CD29) .B2( CD18) LAk E 40 At B¥
BITRESE B3(CD61) KM /NMRLMAEEZ]
Fig.1 Integrin 1 (CD29) and 2 (CDI18) were
gated by lymphocyte populations; integrin 33 ( CD61)
was gated by platelet cell populations
A BAZE BI(CD29) B2(CDIS) LIk ELANNRER 1 ];B: BAE
B3(CD61 ) LA IfiL /N 20 JiL 4 52 17] 5 FS A Al 1) 104 D't ( forward
scatter, FS),SS Sl ml HUH% (side scatter, SS)

2 # R

2.1 NEABRGY R A

220 BIFFE A bR I e A A1, 5 R lGR
10 B, K5 4 6], e 2 AN AL 40 AT 206 4], A14E 101
BRI ZH A 105 FIXTREZH . PIH )3 TCaE T F i &
Mo PRAHRIAERSY 5 VTE SN E A& IFE M D-
Dimer 1 hsCRP Z [A] (LI oW i 22 5% WK 1,

R 1 101 HIKIE AT 105 HIxT B AR E L TR

Tab.1 Baseline data of 101 cases in the experimental
group and 105 cases in the control group

L (? j?éli) (itﬂjfég) P
iFS/ % 79. 66+6. 35 78.94+6.62  0.427
Bk 46(45.54%) 50(47.62%)  0.782

Tl (>72 h) 9(8.91%) 12(11.88%)  0.648
W 15(14.85%) 13(12.38%)  0.686
i ged 4(3.96%) 3(2.86%) 0.717
BT 3(2.97%) 4(3.81%) 1. 000
At 67(66.34%) 70(66.67%)  1.000
HhC R G 2(1.98%) 3(2.86%) 1. 000
15 S RE 122 3(2.97%) 5(4.76%) 0.722
At T 20(19. 80%) 31(29.52%)  0.110
BRI 6(5.94%) 5(4.76%) 0. 764
PRI REA 4 3(2.97%) 1(0.95%) 0. 362
GIHE
eI 35(34.65%) 38(36.19%)  0.884
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(B3R (7.62%) , Hh 3 4 IF PTE (2.86%) . W54l [A]
ek (iﬂ%) (Wff?;l) p DVT kAR LR ZEF A ST E L (P=0.035),
n= n=
2.4 BRIy 4 R AT ALE A K BL.B2 Ae B3 KA
= I 61(60.40% ) 59(56.19%) 0.574 'fﬁ/}ﬁ
BRI 28(27.72%) 32(30.48%) 0. 760
I ZH 5 3 HE 4 Hiri 4t ) Q‘%&A
COPD 9(8.91%) 8(7.62%) 0. 803 ﬁtg/\ E %XT““ Efﬁﬁlﬁ H@H’J’ p?;] EIEﬂ
it 25(24.75%) 27(25.71%) 1000 BL.B2.B3 MEEALLLAL, BEG R B1.B2 TEMLLIA Hﬁ
DR 13(12.87%) 11(10.48%)  0.667  BORWBHE 25 BA5K 83 AU A W 8L X

D-Dimer/(mg - L™') 0.51(0.21,1.16) 0.44(0.20,1.27) 0.836
hsCRP/(mg - L™')  20.20(4.00,51.85) 15.00(5.00,41.70) 0. 543

COPD: i PkBH FE 4 i ; D-Dimer: D-D — %4 ; hsCRP:
i C i A

2.2 N FLRE R AF BL.B2 Fr B3 A
101 BRE A 3& & F Bl Fhim 56 #il, AR
B2 TH 67 i, B & K B3 Thi 27 #, Hip & & &K
B2 F1 B3 [RIEFFHiEr 17 B, 105 X% FA h g & &
B1 JIEs 55 W, #4525 B2 T 60 1, B 5 % B3 Tt
f 34 4, ok A g2 M B3 RIS T 12 B, i

A E K B .B2.B3 WAL Hud KTt =43 A 4 6
%E%j‘l‘ ,y—lLi’% 2 \30
xR2 BEESEPLM.PBIEEGERKES
3t BR 4R 18] Fik By bb B

Tab.2 comparison of integrin 31, 2 and 33
subunits between the study group and control group

(%)
~ RV o] B ,
L (n=101) (n=105)
WAL BRIV 17.64+10. 11 16.73£9. 25 0. 499
WA E B2 WA 94.30+6. 70 93.98+6. 61 0.728
WAE B3 WA 12.02£6. 57 12. 00+4. 01 0. 980

R3 BEAZPLR.MPBILAGERKAS
*FER 48 (8 7+ | RIZ I LB
Tab.3 comparison of increased expression of integrin 31,
B2 and 33 subunits between the study group
and control group
el XfHRZH

A K (n=101) (n=105) F

BEHBLIHH
BER B2 AR
BAEE B3I

B4 E B2, B3 A
Sin=T

56(55.45%)
67(66.34%)
27(26.73%)

55(52.38%)  0.677
60(57.14%)  0.198
34(32.38%)  0.446

17(16. 83%) 12(11.43%)  0.318

2.3 Miizs kit VIE X A F iz
101 7] 320 96 40 7E ML & 5 & 4 1 5] DVT
(0.99%) ,105 %} B8 20 7E WAL 2L 5 kA= 8 5] DVT
- 434 -

MBZH(P=0.001), W3 4,

x4 ELHEPLPE.PITAMERKAS
Xf HR 4H 18] SR 35 MY bL B
Tab.4 comparison of integrin 31, 32 and 33
subunits between the study group and control group

(%)
o 562 popiis:] p
B (n=101) (n=105)
A B A 15.56+6. 87 15.90+6. 72 0.725
AR B2 N 94. 12+4. 99 95.43+5. 44 0. 075
A2 B3 A 11. 08+4. 37 13.38+5. 44 0. 001

2.5 RRRE

I 101 Bl & AR AR LR 2 B, 264524 I
XPIEVRYT J5 U2 5 B2 R RSB A o i s il 4 f77) , 45
FAAZY Je ti et . o B2 it 3l A b 2 A PRI o PR
B RGBS 149, WAL s ol A R L R
ZEFHRGEIFEX(P=0.164), JO/SA i k™
R A

3 i

VTE fu4% PTE fil DVT M8 A, & — NI R H
DLIRIEE, PhREA 5 B R R RIBET - R o EOE
P PTE 2 E BB & BIER 8RN 2 — LA ERE
PR M AT B 10% 5 PTE 4 . K%
e R ESAHZEA 1 A VIE WEKIKNE i HixX
ol U HH B S5 B R e 58 0 A A R
FU, R B B R SR BRI A 905 15 it , VTE

B AT Ik 14. 9% 4. 96% 10. 5% TWtE%
AR E P FEE R RN, A5 2 18R

Wi % VTE RAERW &, — RIS AT 2
P B EENRMER R E VIE B ERE N
9.7% , 1 PTE J9 1.9%, AWF5% L4212 NRHME
B B R LB BEIA T 19 105 % BB 4H v DVT i &
HFHN 7.62% , Horf PTE 4 2. 86% , 55 [ N % i 3
AAAFF, WiZh T/ RAEEMIRIT G VIE kA%
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WFEZE 0. 99% . Pk, NRMERE 8, Rl e Ho i
AR NS VTE By fa AFE

w1 T e LA L5 I AE 0 22 TR PE DB IA T Y
LRSI PR, S AR I A8 3 B ML BE IR
I7 B FEAIATS AR 3 AR 5 ey 76 2 4 AR ik — 25 i i
P e XS 14 R AT TR B IR T
SERAT T4 R RIS 3K B1.B2 B3 WAL K
MR A 20 i PRAF T R W% A O
HIATE VTE BN2WrRN VTE (& A8 A XU PEAl
A E, L SR B2 B3 FHE BN VTE
AT AR SETE N RHME BE B AE B G
PR JE A b e — DIl RS K B1.B2 B3 IR
B R B2 /B B3 T R 1 s 1 A A
TR, 45T /Nl AR R R TR P DL BE IR T e 3
HE B3 WAL B AL

VTE PB4 AL A 15 577 4 it A1 24 9 1 T 077 , AL
PRAETIB X VTE A B IESEAT A R, AUE T 254
PEUR A A5 Rk sl 25 W) T A = AU %, VTE $il
B 251 EALFEAR > TR (LMWH) (3538 T R
(UFH) M4 R K P00 (AR3EK) 35 AT i T
it EEIA G S 20 I R — AN, ARk AR T
i g XS T BR ) T A AR R T RN A
FERF/N R AR 1 ~3 mg (Z4ERF INR 1.5~
2.0) , TP & 4F A RHE Be /& VTE (9% 4z, B
28 A4 RE W, VTE A AW 8 A, H 25 9 e ™
H MR R A B s /NG AR AR T T AR
VTE i e NAE UG A 8 HARX % 4, A58 0 5
T ANREARWTSE  BIEFE S RAT — g JR IR, 47575 ik
— B REEARZ DTS UESE
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