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Table 1 Clinical characteristics of rapidly-progressive interstitial pneumonia

Total Anticoagulant (+) | Anticoagulant (-) val

(n=20) Group A (n=11) Group B (n=9) p-value
Age (yrs) 63+9 60x11 67%5 0.0815
Sex (M/F) 9/11 7/4 2/7 0.0923
Dx (n-IPF, IPF, ADM, PM/DM, RA, MCTD) ? 6/3/6/2/2/1 4/2/4/1/0/0 2/1/2/1/2/1 04783
Pa02/Fi0: 246+ 82 247+94 244 +63 0.9304
WBC (/) 13582+17,187 10,802 +5,233 16,980 + 5,786 0.7806
CRP (mg/dl) 48+46 53+41 42+54 0.2078
LDH (U/]) 494£197 503 +235 484 +137 0.8358
KL-6 (U/ml) 1,568 + 827 1425+ 844 1,742+ 805 0.4052
D-dimer (pg/ml) 59+95 6411 53+70 0.7906
Tx (1/2/3)% 1/2/17 0/1/10 /177 08358
D-dimer (2 wks after) 31+28 23%=18 40+37 0.1961
APACHE II score 9039 8439 96+40 0.5064
3 months survival 10 (50%) 7 (64%) 3(33%) 0.3698
Hospital death 12 (60%) 5 (45%) 7 (78%) 0.1968

¥ Dx diagnosis, ADM amyopathic DM, DM dermatomyositis, n-IPF non-idiopathic pulmonary fibrosis, RA rheumatoid ar-

thritis, MCTD mixed connective-tissue disease

* Tx: drug therapy, 1: GC pulse , 2: GC pulse, CyA or IVCY, 3: GC pulse, CyA, IVCY.

5 L7 CyAid2~4mg/kg/day THIRZHHBL M5
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mgfRBHES) ~EEL, #FRELT H1EMAAR
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PUEE E R X dalteparin (75u/kg) O 24 BRI Ffi i
EE 2 id warfarin OWAR 1B H) TR L . B
W BFFEIRMEE L -EM X, dalteparin % warfarin P
FRICEE L, PT-INR T 15~25 % #RL7-. 2005 ED
Kubo 6D &R, FAlE L CLplicHifERE:
EHATL7:. [HIREREEHFRA L2 AR 6
HAEZB#] L LTHABOLBRN21To7.

MEEHEATICIZ JMP (SAS#t, Cary, NC) #fw7-.
Acute physiology and chronic health evaluation
(APACHE) Il score DHHICEEL Tid, BB +1T =
ERBRE LTEHHELE. F— 7139l + BEE TR
L. P<005 ##BHEMICERTE L.
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Fig. 1 Kaplan-Meier survival curves for the anticoag-
ulation group (group A) and non-anticoagulation
group (group B). Comparisons were made by log-
rank test. There was a statistical significance be-
tween the survival curves of group A and group B
(p=0.0389).

251 (0/2), MCTD 181 (0/1) Thotz. AB (&
EREGEAR) BXU, BH GEHAR) omBMIcs
WT GC &#B#ERI @ PaO./Fi0., WBC, CRP, LDH,
KL-6, APACHE 1II score iCABZIZ@BDLEdo7-. F
7, GCE#ATS L U'TAHFE 2 BM#% O d-dimer b A
BERBDLho7.

IHREFERIZ, ABT64%,. BB T 33% (p=0.3698),
FRAECEIIABTI%, BHT8% L ABRTRE
EPEVDOOETZRRDO 2L o7 (p=0.1968). L
7L, Kaplan-Meier #:12 & 5 & F MBI OB i,
ABTHEHENCARL2AGHNHOEED R (p=
0.0389, log-rank test) A% bhr: (Fig 1).
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Table 2 Clinical characteristics of the survivors and non-survivors

(I’fgtza(l)) Sl(xrxl'\g\é;)r Nor(xnsili\él)vor p-value
Age (yrs) 63+10 62+12 648 06303
Sex (M/F) 9/11 5/3 4/8 0.3618
Dx (n-IPF, IPF, ADM, PM/DM, RA, MCTD) ! 6/3/6/2/2/1 3/2/1/1/1/0 3/1/5/1/1/1 0.6487
PaO2/Fi0:2 246 =81 242 +55 248+ 95 0.8674
WBC (/1)) 13582+ 17,187 9,628 + 5436 16,218 5,001 0.2078
CRP (mg/dl) 48+46 5341 4254 0.5745
LDH (IU/)) 494+ 196 524 +234 475+ 168 0.5912
KL-6 (U/ml) 1568 + 822 1,351 + 858 1,713=799 0.3475
D-dimer (ng/ml) 5995 5972 60106 0.9826
Tx (172/3) * 172717 0/0/8 1/2/9 0.3084
D-dimer (2weeks after Tx) 3127 1709 4034 0.0868
APACHE II score 90+39 90+43 88+34 09110

9 Dx diagnosis, ADM amyopathic DM, DM dermatomyositis, n-IPF non-idiopathic pulmonary fibrosis, RA rheu-

matoid arthritis, MCTD mixed connective-tissue disease
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* Tx: drug therapy, I: GC pulse , 2: GC pulse, CyA or IVCY, 3: GC pulse, CyA, IVCY.
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DONBIEFMEINTWBY. ~NY VIk, in-vitro
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¥ % & monocyte chemotactic protein-1 (MCP-1) &
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Abstract
Effects of anticoagulant therapy for rapidly progressive interstitial pneumonias

Kenya Watanabe”, Shunji Tajima", Jun-ichi Tanaka”, Hiroshi Moriyama”, Hideaki Nakayama”,
Masaki Terada”, Toshinori Takada®, Eiichi Suzuki® and Ichiei Narita”
"Division of Respiratory Medicine, Graduate School of Medical and Dental Sciences, Niigata University
?Department of General Medicine, Niigata University Medical and Dental Hospital

To clarify the effects of anticoagulant therapy, we investigated patients with rapidly progressive interstitial
pneumonias, retrospectively. We defined rapidly progressive pneumonia as idiopathic or secondary interstitial
pneumonia with acute exacerbation of respiratory symptoms within 2 months, without infection or heart failure.
A total of 20 cases admitted to our hospital between April 1999 and January 2010 met our criteria. Of those 20
cases, 6 were non-idiopathic pulmonary fibrosis (non-IPF), 3 were IPF, 6 were amyopathic dermatomyositis
(ADM), 2 were DM, 2 were rheumatoid arthritis, and 1 was mixed connective-tissue disease. We divided the 20
cases into two groups according to whether they were treated with anticoagulant therapy (dalteparin and/or
warfarin) (group A, n=11) or not (group B, n=9), and compared their outcomes. They were all given standard
therapy. There was significantly better survival time in group A than in group B by the Kaplan-Meier survival

curve (p=0.0389). Anticoagulant therapy may improve the survival of patients with rapidly progressive intersti-
tial pneumonias.



