HIF ik 46 (7)., 2008. 547

SR L 729U PL-12 HURR O R E PR 220 1 61

K =8 HH B ER By HWR BT %R R®RE

EE EFI 51, BtE Raynaud RR, WEHPHRL E-OEETHEEFICLSAEZSLE L
L1 DRRICEE, HREHHSHEL TAEPFRAL2OREBTURICHAMX S hi. ERHLEEERL
EEELTWALZHOATHRBEELZEL 2. AMHEEMERRXEHBLTAFLTLFZYAYNILAS &
T2 70K T77INERZITOEML RS LEL. OBICHARSHAZAELEZH, L PL-1247
EDHMETH > /- 7= ARS AERBEOLRICE > /-, KEFTIHIZBTHES P EHROREIIEED T
Wigw, RE, BEUHROBRESHREEFTH 3.

F—7—F : 51 ARS AERE, 1 PL-12 Hilk, HEEMMR

Anti-aminoacyl tRNA synthetase syndrome, anti-PL-12 antibodies, Interstitial pneumonia

#

P ARS HURFG PEIE IS — B\ S SIS g8, TR PR
%%, Raynaud BiGt e &2 255 & SN, ¥ Jo-l PLikIC
BMLTRELmSNTwS, L L, Zofhodifkici
LTIV E 221307 C ST RAE T % BB K %
B LEMIIRTH L. FHELIFHRALETIHIEL AL
W EBL L 2o o 12s, AFNTL F=va OV AR
YrUaRRAT7 7 I FEESEYL, BITH ARS HuiklE
e L 1 AR LD THET 5.

Efl

JEB - 51 %, Fk.

FFF B, IR

BEAEIE - RIREE @ $Frcdiuze L.

B E < 15 A/ H x 30 4F.

TRERE © EEE.

B - Ak CTH o7z, PR 14410 H 3 HORR
Wit <, MEMAICREIZ %<, W XHMEET
BEEREIEEEDLORTH 7. K 14412 AEH
X DM - THREOFEASI. HELE, FlRowk -
Raynaud 8%, MEDLHIML7-7-0 12 A 28 HIZEE
wx L7z, OO Tl HIEREL 10,500/ ul,
CRP 3mg/dl, LDH 4741U/I, CK 3741U/1 & 44 XS 7%
COWRED FH %372, CPDX-PR, +tL¥ L)L,
Xy 7yu7zryF YA, FhTu7 o s HER

il

T292-8535 T-IREEAHA T 1010
] PRI 8 Ao o 2 v s B W B R
(ZATH¥ERE 1945 10 H 26 H)

W SN THRHACEIRFILELZ. LirL, FRow
J& « Raynaud BIg 28kt L7272, ¥ 1541 H6 H
CHEZEZ LTI TOAMNT VT 777 A% E
N7z, TH20H X D WA 1TH29H &0
399C OB HMB L2720, 1 H30 Hictibe % %%
L T A %247 - 72 & 2 A [ ER %L 16,100/ul, CRP
139mg/dl, LDH 6761U/ & EAL2SiE S 7z, CFPN-
PI Z L7 S 7z 35 B hs ke L, W IR 8t s B B L 72
722 A2 HEGEH CRIBEN( R S N7z, 8L/ mie#E~
A 7 35512TC Pa0. 34.0Torr & 3581 22 KEE Z IME % 326
VAYAETSE] TN S S g A

ABEREBE © BikiE B (BE4VoM6), iR 37.8T, I
J£121/70mmHg, WR¥1145/% - %, W-0%%%k 40/45, SpO:
69% BL/rWEF~ A7 5, WM crackles %
EL L 72, MR 72 <, il 3 2 S IR,
F7 ) —ExBoiz BEIICREI RIS, IR
JEZEED 22 o 7o, BN I FEZ 3209, AN+ b —
TIEHRDEh o7

A B B AR A AT /& (Table 1) © B i Bk £ 24,500/l
CRP>15mg/dl & S RUe A5 B 5 UBIIRINE & R 5547 C
& 8L/ EFE~ A 7 W AT T PaO. 421Torr & FHH 2K
W IME % #8672, KL-6 2500U/ml, LDH 1,5641U/1 &
FEIZ kA UIGHEME O B S DFFTEATRIE S 7.
CK 12 605IU/1 & LR LTz, MiEEmicy v <+ K
FRIGMETH - 7225, UBPAEIEREY, 1 Jo-l Pitk%
GOlEMHCYREETRETH 7. 753V T7 -
a2 —F=IPKIF IgG, IgA EDICRED LA EHD
7o, W X MG E (Fig. 1) img Sl 5 4 4 L2 R
Wi ERD, WEECT (Fig.2) TIEMmM o F AtkicHE
PR, §0 79 ABEE#ED. 2, OBEK &



548 HIR &5 46 (7), 2008.
Table 1
Hematology ALP 373 1U/1 CHA x 128
WBC 24,500/l BUN 13.0 mg/dl MycoplasmaAb (PA) < x40
RBC 413 x10%/ul Cr 0.67 mg/dl C. pneumonielgG 37
Hb 129 g/dl Na 135 mEq/I C. pneumonielgA 111
Ht 38.3% K 4.6 mEq/]
Plt 18.7 % 104/].11 Cl 104 mEq/l Blood Gas Analysis
Biochemistry UA 34 mg/dl (8L mask O2)
TP 6.4 g/dl CK 605 1U/1 pH 7.426
Alb 25 g/dl CK-MB 31 10/1 PaCOq 246 Torr
GOT 54 TU/I1 Serology PaO:2 42.1 Torr
GPT 25 1U/1 CRP > 15.1 mg/dl Sputum bacteria: (—)
TTT 17.6 KU KL-6 2,500 U/ml
ZTT 18.3 KU RF 162 TU/min
LDH 1564 1U/1 ANA (—)
LDHI1 15% Anti DNA Ab (-)
LDH2 36% Anti SS-A Ab (—)
LDH3 32% Anti SS-B Ab (—)
LDH4 13% Anti RNP Ab (—)
LDH5 4% Anti Sm Ab (-)
Anti Jo-1 Ab (—)
Anti Scl-70 Ab (—)

Fig. 1
fuse reticular shadows throughout both lung fields.

Chest radiograph on admission, showing dif-
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Fig. 2 Chest CT scans on admission, showing diffuse

ground-glass-opacities and reticular shadows through-
out both lung fields.

I F500mg DG %4707 TORE, WG E, B
FALL B ICHHEHT2HI3H EEI3HH) ICKEN
BEZHE L LA LIOL/SBERA I HGHBET
Pa0, 90~100Torr & MR A% E 2R IRE D F:t L,
WEFRHBEM LY 38C 6oBHEMNR SNz 2H 14 H
(% 14 9% H) @ I # % T & CRP A% 1.9mg/dl (45 10
WH) 205 238mg/dl, LDH % 8971U/1 (%45 139K H) »*
5 1,1231U/1 ~ &R L7z, Wifgds X O AT L c
SPRIERBBER A SN o220 B X ) A F 1
FL F=vayoOy A3 a— 2 H 3g/H 3 0% K



LUEFAE L 7230 PL-12 Jufkba ik oo BV 42> 161 549

intubation extubation
[ 1PmM/CS [
PSL I 60mg I I 60mg 50mg 40rng|
mesti ] |} I
1g 1g 3g
LDH CRP
(um) CPA Y (mg/dl)
3000 500mg . 25
2500 o 20
2000
15
1500
{ 10
1000 | o0 .
500 N ' v . 5
- - ay - ..
0® : e T
2/2 2/9 2/16 2/23 3/2 3/9 3/16
Date

Fig. 3 Clinical course

Fig. 4 Chest radiograph taken 2 days before dis-
charge showing, decreased reticular shadows.
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Fig. 5 Chest CT scans taken after methylprednizolone

pulse and cyclophosphamide therapy, showed slight
consolidation and left pneumothorax.
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A case of rapidly progressive interstitial pneumonia with anti-PL-12-antibodies successfully
treated by pulse methylprednisolone and cyclophosphamide

Misuzu Yahaba, Akira Suda, Ryoko Syoji, Takayuki Jujo and Toshihide Shinozaki

Department of Respiratory Medicine, Kimitsu Chuo Hospital

A 5l-year old man with severe acute respiratory failure was referred to our hospital. He presented with cya-

notic digits, high fever and dyspnea. The chest radiograph and chest CT scan showed diffuse ground-glass-

opacities and reticular shadows in both lung fields. We diagnosed acute interstitial pneumonia. The pulmonary in-

filtration seen on chest radiograph diminished gradually after pulse methylprednisolone and cyclophosphamide

therapy. Later, we screened his sera for antibodies to anti-aminoacyl tRNA synthetase to diagnose anti-aminoacyl

tRNA synthetase syndrome because anti-PL-12 antibodies were positive. This case has been followed but no

myositis or recurrence of interstitial pneumonia has been recognized.



