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Abstract

Chronic obstructive pulmonary disease (COPD) is a common, preventable and treatable disease,
and the incidence of COPD in China is increasing every year, becoming a large and growing public
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health burden. Multifactor analysis showed that COPD was one of the independent risk factors for
pulmonary embolism (PE), and the incidence of PE in COPD patients was significantly higher than
that in normal people. Due to the same clinical symptoms, PE is easily overlooked in acute ex-
acerbations of COPD, thus delaying patient treatment and affecting prognosis. The diagnosis of
COPD combined with pulmonary embolism is still a challenge, so it is particularly important for
early identification, active search for effective evaluation methods, and timely diagnosis and treat-
ment. In this paper, we reviewed the research progress on the mechanism, risk factors and bio-
logical markers of COPD patients with pulmonary embolism.
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T

15 1k [ 2€ 1% i< 995 (chronic obstructive pulmonary disease, COPD) fii k& BH M, & —F i iy 1 i
W IE SREPES R, 03 R B E IR R A AN SRR, MR E S AR A TS, T
THE| 2030 K B oA BRI AR EE = XFE T IR A L], AUR T OFEATH X . 24 COPD Ab-T- St i = H
(acute exacerbation of chronic obstructive pulmonary disease, AECOPD) I}, H:45E N INEE . filishfg 2R
AL BV 2 cit, WS RUAE[2]. 2 DA FTuE B COPD Jylfififs: ZE (pulmonary embolism, PE) ]
M fER R E, COPD 3% k4= PE A-E COPD i35 1 4 £%[3], COPD MI/IVZL S PE (1 XU L fiti T g
IR 2 £ (AR LG 2.05) [4]. #R1M PE FEIRE RGEEIRYS AECOPD /& fE— 8, fEAETE 5 i 2mE w2,
VR TR R, MR UG . Rk, @i COPD & FFilike 2 B 38 I R R ML . AW 2F b R
&L BT DA Bl R 22 0 A B0 45 5 ST Pl VR 9T
2. COPD &# PE BIRITIRF

AT, COPD H PE %A ALt I 447, FET COPD HIAHT 20.9%E 15
B BRSP4 5y 89.99% [5]. Al [BJ4F B S5, RIS 49 AECOPD
R T ZH 3.3%~29.1% K4 PE; Aleva [7T15 WL RoR, AUPHEEK AECOPD £#& I PE (1%
2K 16.1% (95% CI 8.3%~25.8%). HiEME/NEIRAFIHT 5B, PE 7£ COPD 2t b HA ) 8 28 1R 1=y,
TN 18% 4 29% [8] [9] [10] [11] [12]. fEFHE , AECOPD &% PE K& EZF N 4.9%, i ENEEA N 2% [13]
[14], 7ELBHHHATH— TR+, AECOPD fiFi &3 PE IIEH A 29.1% [15]. HANFIIEH
E AR PE BUiRBEETHMA, EREEN PE BRREES T 22 BB #H[16]. Hassen [17)7EHF 7
R I, 131 5K COPD St E A ICU 3% PE FIK A% 13.7%. COPD HEHEE K HE F
T, PE WFRUR 5 vE K AE I 5 vE A, R BRI COPD &9 PE BT 0 AR R SLE K

3. COPD &% PE k&= #ll

COPD H& KA Miste MRS, FEAREES JUERN REIAE . AN A R ThReR
5 MM ARRTIRAS o o JOAE S B AT REA2 LA 2 T2 R AR G B [18] [19].
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3.1 RIERM

I BE 9 T B R0 3240, B g e 4 . 51 kR S0 A LR I W s, 6 B T 4540 B0 A7 1Y)
M/NRRETR 5-HT . TXA2 S5 MEYIBT, SIS AE . 8 BE SR 5] B LS A AR T R, BRI PN B 40 i
MR EAnfELL, Sl RIEMBR R, 13105 T 4L 2381~ (tissue factor, TF)A2 K, il & A5 PE &t i
B, S ISEARE A C- I MEE 1(CRP). 113 6 (IL-6). I3 8 (IL-8)R A FEIR T o (TNF-0)+
CDAOL ] LA 58 i 40 i 2 [ ZH 23 R 73k 3, 453005 N B A, 3o USRI A%, IX Seai i R -1ik
AT DL 3E o 0 ) £ Tl S s P AN P AR 4 4 B v A T gk — 20 R BUR M S BEIRAS o AR I /MRS A R 1
(platelet activated factor, PAF) {13 22 . ZH 23 215 g U5 ) (tissue-type plasminogen activator, t-PA) )7k
/> E LG T 2 [ (thrombomdulin, TM) I ZhRE RIS AT SBUMASHEZE . /MR, N B4R, I oREEL
RGBS PR PLBHIGIFIILEZ S R . A AERIO kI, ez Ik
BRAT A (%) it 0 Rk J Rt R K B A RE AR B, JORE DR B R T vy, U BH N R AR 5 ORE R R AR 2 TR HOR AR,
FFENLH T DA b 07, (g A PR T I [ S AR W R A, T S M SR S IR
TE R BAEIERA[20]

3.2. [R&EMAE

152 BELA 2857 DR SIS PR BRE S B R A — RIS, FERIAE:  SREAT DURIBRE A AL N B2
PR, AR SOE N AT LA S 27 4 o ARG I, I e FE R AR s B
PRSI E AL RERERS, QBRI R T R B AR D RE TS s SRS BUIR NS UIE IR . UL
it LA EA L A PR AR R m s DA R FAH B 2 SR MR ) 2218, 7™ SRR 4 B SR,
TR T WU 2O R R [21], B UL R R S RO E S, SVR S BORPUERIE S S 1I/KF, AIfi
R S X 1Xa BT (R SC R I 2 (1 A DR N R, S BUMARIIE . SERIBUIL MRS L, AR AR
T /MRECE R ) SR g, B E AR, AR T AT K SR SRS R L
A (hypoxia inducible factor-1, HIF-1), 4> & & InEE, ks % k.

3.3. RN

(LR T B AL 32 B R T “virchow =B 2=t B A B 4405« I IAe 3 02 R L R v
W& FLRAT S UL =R T 2 s i . COPD K318 M S gk R M g 2 . k&
RIEFHAREAR ., GEREAM L, MR AR E 73 2 8o e ok, B &yt e
T, B & PR [22] - COPD £ 35 ML HH 1 — L8 S8 RE 1) o3 v 453 0 1L 9 B, %5 2 T J il s COPD
SR R — LA R e R R T, TGS ST RE, T 51 R IR R N . IS RDIRAS A
ASOT 1 EL it Ml A4 2 (1 A i) B 7 RO R, g L 9 A i 2 i o s A 0 0 ) K AR R R AR R R AR
At

4, COPD 43 PE Bl H %

COPD & PE RAMMALfGRNER, PE thnl 51t LS e, MM E RN, MERNE. S0
fili e IE ke 28 BE BRI R AR L, EEAMER >70 5. MEHl. TR L. REREBMI). HRik
M s EIk K. KIIEMNA (>3 K)o IEEESE . BER LA G SE, R Sl ) — T2 A 0 Hr o,
RS TSI RN N AECOPD &% PE JAUK[23]. 12 BH B KIHEMNR . BiK R GG 2, NgsT
PURHATT o TR PGS H SR E, Wi BEARm . O Il SN 4%, w2 b i
AR, fresdt MBI, A iie 28k
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5. COPD &3 PE &5 i5E4
5.1. AHMNEIEF

ASHR U #a1k B (Fractalkine, FKN) X4 #& 4k A1 CX3CLL, 14 373 MR MR, a1 CX3C Wjk
I B, AT RIE T S SE MO RN N B 4t ff, B (R Al e AR IE T, 225 ROE R MK E
LR F[24]. 4, Hild 5%k CX3CR1 4G XMk 4. Hizgiie. BRRd = L&t EH,
I FLIRAE T A N B2 A, 5 B0 A P R D R 447, 385 i A S L, (R B il B s R A [25] o
RIL, IL-1. TNF-a A LA5ZIE CX3CL1/CX3CR1 #AE(S 5B [26], FEN K ANHE FKN ik . H%
SR, FKN 7KV 1535 T 5 2 B iR AEAREOREE, Wl . COPD [27]. Jlizhfk sk, fili<
Jirs BARZE . e SRR ME IR S R M v I R K i A S @ L MR G P
MRS, SEUME RVEAMMRE. N R IR0, s AR T, SO 5 4
P A S B, R I N R A RN BEER S S N, IR AR E BRI, AR piAs S B P, 5
R I AR [28] . Hao 25[29]10F 7R ikiE, FKN & iR %] COPD /3 il ™ A B A F IR 1. WF 5T
7R APE J5 FKN TEMTIVE N B2 vl bR, SOUE N B BRI N, SR Re /2 1 Lk Al
BH . 2 ZEBAL M 2 PEA TR KR, S BB Bk i Py Bk — 2404 [30], #5340 A I P p aod P 3R IR
FKN, FKN X%} APE J& [ififl 45 S AT B AR #EEF . ATINEE | APE J& #0E [N K PAH B RG,  H.
FKN 7K B fiide: 22 fG I 2 SR AN B 0, iESE FKN 25 Sk fili ke 28 % A4E Jom Bt e 72 . A AT B,
APE J5 p38 MAPK JE ¢ 0E, I 7 FKN [3R1A, {15 FKN £ APE J5 B B F+ = . #ff 7idiiE, CX3CL1
RIZH AT H 32 22t ADAMI0 415, ADAMIO s —Ffrifi] 5 5L AZ 40 A B AT # 1 i 2 1 B [31] . ICAM-1
S IEERER U Z ORI LR [32] . FERIETMHAEUAM. G dii. M AN, R gn i fiwh 2 0k
JRARM . TR ) - AR B 2 —, S5 ARA ARG - TGS A, A SR, R
Al WOE HEEE. A, RAERMNAERGIEE . AR R CX3CLL W] LURIE ICAM-1 ()53 SR,
H A% CX3CL1/CX3CR1 25 APE ML ¥ TG RS 7t -

5.2. £K9HETF 15

KR F-15 (growth differentiation factor 15, GDF-15)J& T4k A K [K-F-4 (the transforming
growth factor-beta, TGF-p)i#H 5t FF IR 51, GDF-15 FE KA & AN ME PR — A& 1, 2R T Yt
{4 19p12~19p13.1 [33]. GDF-15 X} NAEEANZHHA T 2 f0m, AFESER N hldE e, BB,
HREE A4S, HRRACHFRIIN S 2R RS A O, WRAE. 2R A NI ZH 21
HRAESE . GDF-15 fAE 2 Mt m, JFm g RO 2R A Dy Re Rt , E/E N —MRIENREY, 0
PR MR ARBEEOR A Z R I AR ML TP R SEE R . IRk, VP2 0TSk, GDF-15 #ik
RO IME B & PE A RIZE T2 R TG A R TG R . FEAH S8R AN [F 150 T, GDF15 BRIk
PO 2 P s R B, R LR SR I A s R T ps3. R K S MR-, B A - B
(nuclear factor-«B, NF-xB). Ji% %[ T 4 (activating transcription factor 4, ATF4). ATF3 A1 C/EBP [l
WA, HPE2ANHERHETSENESN T . W NF-«B 5 GDF15 K5 2 MMNE T f77E NF-«B 145
G RSE, S5 RAER N, {# GDF15 FIAM) Ei[34]. —HiHt5t s, GDF15 J2n sl g
PI3K/AKt 38 AL 1E 58 11 2 o (Rl 1~ 3R a5 F MUCSAC HI53k, AT I B8 <18 98 5 A TE = 70 WA [35] . A
WFF R R[35], Rk (50 ng/mL)f¥] GDF-15 X Py J7 41 i (ECs) A A HIHIME A, MEARE(L 10 565
ng/mL), GDF-15 X} Nz 4f G 5a e (e gt e, (kM A pl. APE I Ifil e BH ZE i sl ok ) iyt e af 55
Wi, I PH g3 v, Bl ik A O E BESK g3, AT I O ThReAN . A0 ARSI
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FEARBIBARR L AL, FR A O CIFEN Z, TRECONEkn, #—PmEL LR s, &%
HIAT DI RERE, X Lep B OB B Re 5 5O LA i R il 2 2R 3R 18 GDF-15, [Alifii GDF-15 17K F- A R fe
B AT ) e B 2 i P R AR BRARAY . 2 DU ST BN L0 GDF-15 7K 1] g 5 il ke 2E 1) ™ AR 5 & 1E
FHOE, AT FH T VA PE 99175 7 55 R P52 A TN it #4: 28 £ 38 LIS « Lankeit 25300058 7 123 151 2P il 3)) ik #4: 2E (APE)
B GDF-15 /KF, fEi%WE 5t h 82% % GDF-15 /KT /& T IEH 8 _EFR (1200 ng/L), #E%&%% 30 d N &
A IFRORE RAETS B LR R AR 3T RO R BET 3 GDF-15 /K V22 Th: [FIN, GDF-15 SifiElIAS & A
I pro-BNP DLz Co TR 75 Bk 2 B FH AT AR i R AT O 23R 1 BE a5 WF 7T Ui GDF-15 AT B Al LAAE N APE
B3 30d FljE LK WAL T R ML TR - BF TSR, IfE GDF-15 > 2943 pg/ml Xt T PE &% 30 d
WEET- AT, BUKTER 75%, k2 68.7%, FAMETIMME 2 91.6%, VEMPERZ 90%; [45HH[36]
W INA, GDF-15 X T Etk ikt ZEm e e RAK G B (0 W de SN EBGR, XT84 FE ¥ )

5.3. KEERMEHRIZARE

W T PR LT i (EOS) A — P 8 7 A2 1 B G 2 200 B AN S RE AT, Pl S 368 (0 A0 400 B — 5 I 4 o L &4 i
RIEMIHK[36], EEAAAET B Wi AR AR T [37], IL-5 fir 2 40 M [X 7 A4k IR 716 1 0 s X 4%, A
EOS #WuE, DUFhwE IR 1 b 40 i 73 Wb B —— g FR MWL 41 i 1 25+ 25 1 (Eosinophilic Cationic Protein,
ECP). EZ0 % 1 (Major Basic Protein, MBP). &gk 4145 % (Eosinophil-Derived Neurotoxin, EDN)
g IR 1 3 A2 AL Y i (Eosiophilic Peroxidase, EPX)# R 3 L h . 7E A AR TE LT, EOS R AE MK
RS, ARHENSCRE N EAIGHR N AR N AEE SORERT, S0 55 SV LA P R 40 Al b
Y1 P G B T R R R BTSSR G AEa LR F CCL5. CCL7. CCL11. CCL13. CCL15. CCL24,
CCL26 K [FJ3Zfk CCR1. CCR2. CCR3 [Mifl#% N, {#§ EOS BN, HERMMLR . SibEm, ffitd
SR 2 Ak LR 7 (0 CCL5. CCL11, CCL13), i A F-(4n IL-2, IL-3, 1L-4, 1L-5,1L-10, IL-12, IL-13,
IL-16. IL-25)F1 41 B 25 1 ki (40 MBP, ECP, EPX, EDN), M T fi 32 48 JiE it 35 488 A= AN 4 4L 95493 [38] -
Bafadhel £5[39]#f 5T K3, ECP J& EOS Me S tErr &N, #57 Bk ffar nl e it H 5 b e A B i B 25 1%
A5G, ATl = TE 2 5 1 S RE A SR (A AR 4 ), IR FLbAT I, (R ARG R, S RE W o
W, HIREAIE BRI, ECP ik AT S v MR 20 f AN v E At i, R A 5 FE A ORI 4H B R 7, gk
— R R SR Y M A5 e A AU O R, N S P R R N . YRR EOS R I/ MR
TR TR TS A Y ARG, BRI TF. TR Bk S B S Bl DB SZ 4k
A MBI A . EOS HLAT i B2 G B IR AL I A4 11 (NADPH) S LB R G0, LA RAUR S T4 35 41
S BT AN T RE[40], PR N R DhRERRRG AN, AMMBOE RN RSt . IF H EPX 5 H ARG i FUR
BT AT TRER, R AR A2 N A TR 35 M i 8 s 77, E 28T P65/c-Rel/NF-kB
T IEE, R N B AR BT IR R R T RL, SRR AT . EOS M H JOME KONV L ML /NE
b EACRIEREE L], ik COPD &35 PE R4 . %8 LATiA, EOS 7E COPD & Jf PE KJwiLFE 4
AR ME, (A2 EOS RHAMFFEWRE®R N2 W COPD &35 &5 & JF PE It H M E, &
Tt AUREYE. KOUBERIRE R A 5T .

5.4. D-— 5k

D- - RAK R AR YE B [ AR R T XU KT AR BRI T2 21 VA Bl K 8 T e A ) — b e e 1 PR e 2
Yy, AR AR ICY) DD IEH S5 v 0~550 ug/L, FLiKE < 500 ug/L mJAE NHERR fite
EMbRAE. HEEM D-RAEMRERRAERE, WHER. BRI, FAE. —DIRTEETT AR, KK
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DD [RIE#2 2% 950 pg/L w340 PE (T4 fe (R B 70%, 57 FE 71%). IHEFEE % D- — RIAK T
(50 Z LA L, ERE*10 pg), PR EIZWIIBURIE R R, — IR AR, FERRIE A, T A 2E
1) 7 BB RN S N 92%~100% A1 30%~40%, #E AECOPD Tl PE [ R /5 Als 7 /%A 88.57%F1
26.67%, RUEHEmFERIIERE, KRB REN 75.71%F 37.04%, TR, 12 SvEm
HA G DD FAA 0, FIAE DD AT ALEE N M. UG DD 1R Mk X 43 i S8 S 18 BH At 2k
INEE Fi5 i HEFF L3R DD B & il R AT REVEPE- 4313k — A4 AECOPD Jf /% PE )12 Wi % [19] [41]. Rodriguez
ZE[42]48H, {£ AECOPD B, HRHIMIK DD &4 mI{H AL, FiHIE DD BIE LA RS Wells 1T
5y, TEREHERANIZIN PE, @l B CTPA Ky, (HFEEMRFATELL T &, Gunen [43]55 ) — IUHTHE A
FLR I, Wells ¥F43 % AECOPD J & PE Tl (B {1 T~ Geneva #-4)(AUC: 0.882 L 0.663). Sadeghi [44]
SR I ATRE R SR, $5 DD BIE A 990 pg/L BEE Wells PF43 il 42 s il &k fe . X Lem 5% 84, DD
TEZ WA 2 B S U BB AN e, (BAUE T DD WTRE S S8 CTPA FURLER A,  [RIRH N H HAE
NHERR W AT IR 2, HREEE wells P4 rT 4 sz W uemfa e, /> CTPA IR .

5.5. HihtEiR

I8 FHE FR 5 02 L i o 2 8 2 IR Ml ke 8 5 . i bz 4 P -5 9k B2 40 B EL L (neutrophil to lym-
phocyte ratio, NLR). IfiL/Mi -5 #k L4 EL 1 (platelet to lymphocyte ratio, PLR). 7k E= £ ff T B 2 40 it Lo A
(lymphocyte to Monocyte ratio, LMR). 5% 41 jfd F1 -k [ /M EE 4 (Monocyte to large platelet ratio, MLPR) )
Fe SR SOIE R S BRI RAEAR T, HAZ TR, NLR. PLR 7£ PE 2 MW A TS i
MR BB NE. RS0 2R B(Systemic Immune Inflammatory index, SH)iT5R A /MR
xR A0 MO B R A TR, AANRES AR PRI /MRS, 456 T NLR. PLR BFH4E
B, IR BT Y SOREFRAR SN PE B8 2 TR VAL A S B TN A B . 2040 23 A 56 B2 (RDW), S 21 48 i
K/, RDW JHaE S EUMIKIR BN 18, TR RS2, I NEMEIKE . O M & ket pom 3L R
TERRIEE R . P NEARFR(MPV) LN A 56 B ML NSO AL IR 5, ORE PR 3R B P9 B 52
B I ML/ AY, AR I NSORETECE 2 A T, dnfil /MBS 7R AR e A2 AR T R . {2
B FRIEE A MiERA ATP 25, i .

CoIARAG bR S 518 P& ik 28 ¢ . AECOPD &3 PE If, 5 5 H M sh bk e JE AN A L Il g
ANAx, = S I AN (BR) S RETK 3 INET, O & O VLR S A ) BNP 32 . AECOPD £ 9 PE
mf, SEMWIMEEE, Wahke kB, 250 nA g, FECOIARZE, SIS E A
ML ITRRES & E T . HET BNP LSS & 2 DR 07 i s 2R 54, 2 itk 28 R AE T (RIAE
B Ek 30 RAET: ) KUK (1 fE [ 70 )2

M5 Hr4eAn AR BN & JF Mile 2846 5C . 18 PR 2l D RERE RS VR, A B AR A I 2R AN ]
WA, A% SECANE. BIRBRIMAE . BR8] . 12BN & ke ZEmT,  fyfim </
it EO A SR A, A T AN e 2 T e A i > 5 B B A S T R, 3 T S S0 ] R AR L R - B
kML s 22 P(A-a) FHE AR PRI B I <, 5 BRI R L R W R M i o B o R 0S8 2 BEL i 25 38 gt
DIRE R AR oA o SR H I 2H LA AR B 0, 4% PN 7 6 0 O SEC R A 3 , 3L e AR, T
AECOPD-PE 5| i il [ VAR AU ML SE S 25 5 S EFLIR T = . A WO R I, e ifike 28 B3 i) FLER /K P
B = T R S A S R

Ling Peng %5 A\ [45]# !, AECOPD-PE &% Ifil i microRNA-134 Fil microRNA-1233 /KF-H &7t
Nafady 25[46]HF 7T & I, AECOPD-PE 3 miRNA-145 ik T i, 1 miRNA-126 )71 5 . microRNAs
e EZAEY P — AR gL/ RNA 701, AR IgsE. 70t AR, 322, TSyl i ki

DOI: 10.12677/acm.2024.1441088 773 I IR 2= =23t e


https://doi.org/10.12677/acm.2024.1441088

SRR

I3

FRZ

HEERBRER, 2588060 & W HLE . microRNAs it Z ML I A K. SR BESRa e i,
HET e TR ZE T % . Yunhong Zhang [4718F 78 & B IL-6 il i 52 miR-338-5p fuifjs &k n, dkimfeit
IRERIK IR )R . BN TR I, AECOPD-PE i+ 1L-38 7/K-F-B AR T B4 AECOPD, HJFKn]
RESE IL-38 454 T IL-36R, mlflif] PBMCs 1 IL-17. 1L-22. 1L-8 ZE R IR T HIFKIE, K IEFIH] FAE SN
BIVERT, iBH 1L-38 X 4 0E [ NA — & A dE A, — @28 Erl DAk AECOPD &2 1 5 i IR [48]
HCY 5 I N B, il I 0% 2 st il R 1 S| 2 C S it , s/ MRIIge, JF H HCY 7]
SR AT, INPRBEERIZ R, HCY R i ke 2E 10 kA 2

6. COPD &3 PE BU&TT
6.1. —f%ATT

X B MR B IS AR SE R, BT IR . PRI, R, GO ELE RIS ARE, A SRR
WP S AEIA SRR XSG PE, W& HHRAUIIUAE, Nigh 5 RSB ERE: UE IR Emb, mah
T B BUAUOE S, WU =0 55 R s A 38 R mT s D ER K (R, N i sh 122 fe e, Bz
R RSB (6~8 mi/kg) R AR 6 <30 cmH,0. X T-Hii Je fE 8 B 3, whE &4 T 1hIWay . fHE
S, BYERRE, CREFREEY, @9, Biibiiaeliivg. EIeiasr sl b, SO S puit A
BREIRTT o
6.2. FBIATT

— B PE NSRS BIHUEERTT o H TR AR5 3 B3 B b2 Y0 IR BUREZ ),
B B2 OB AT R (UFH) R FHFER(LMWH) BOAAF2E8Y. BTINHPE. Loflorsg: Mk
PURZG W) R HETEM . DOACs (BLFRIAELINEENG . FIMIDIE. FIWRDIE. REEVDIE): X T 5E PE &
o ALEAFSW A R R R, R UOTAE N B ISR . Wik AR TR, HERRENI B
SRPUBEZY 24 h WESAEEM, P INR HAME 2~3, kw545 B M B2 . 25 e IR b BE
BTORIDYE, FEME VI 465 A i AR LU KDL, Mt 5 B Imsh ikt a0 5 d.
HIHAEIE R N R 1) PE BEHE TN 3 A, # R R AT, ARG, LR Sk
6.3. FA#2IATT

FifE PE B4, FLERAER, NMaSHERIGTT. TREEE, @ilke SHuaTT, WERTEELNL,
# B AEA, HAERASS, W SIIRYT . RS IR TR E —B0E SO 14 REW, {Hi T
RTINS AR, WOR e [R) B A ™ R K O AR 25 AT PRI . SRR r-PA. SR BUR I
273 Ulkg. #E#A 150 /7 U\ rt-PA 50 mg, 2 h fFEEapbikciiie. #ieinsr 4iMUs, & 2~4 /Nl 1K
APTT, MK NTIE R ARG 2 £, i Hr 5T 5 -
6.4. Hftb

FAAEIE RS SR A /) AR EH , NAT RS NILE FAR (T AR FREBIYA KL
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