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[HE] By HiTEESMEBEE (severe acute pancreatitis, SAP) i # B L B IWLE-G1F (capillary leak
syndrome, CLS) 53 24E Widn ¥y 09 sh A28 AL I PR R AE X 5 £ 28 B T e 54 (multiple organ failure, MOF ) #f &1
Tk BEE0194E9H 1 H-20204F12 31 H U2 7GR Be BRI A PO GA B 171 HISAP B A PR 42, ARG ARES d
W25 & 2EMOF 4 MOFZH FiNon-MOFZ, If- i — AL AR 4 J& 155 I v 5 B IE I 55 s (intra-abdominal hypertension, IAH)
AT A3 ATT o A Bh 7S WD A8 2 IV Ak A 75 9 (N2 40 B L 25 (hematocrit, HCT) . JRZE A (blood urea nitrogen,
BUN) ., L (creatinine, Cr) ], 1L 25 1 ( (125 1 (albumin, Alb) . 5125 [ (total protein, TP) | =IF 125 [ L% 7K 11 (non-albumin
plasma proteins, NAPP) ) K I i N FE AR 1L, 256 ﬁfﬁLﬂh*bfTﬂ‘Z:mﬁéﬂ"PE’J’T"Wﬁﬁ“o SR AL TR ER TSR
2EE X, BA ] et ; MOF4 4 1574248 hiK) 4 B S0 SW 25 & 1F (systemic inflammatory response syndrome, SIRS), &
AR (71.8% vs. 91.3%) . ICUREAFK(17.6% vs. 70.4%) . I BEHTAI((19.0£12.2) d vs. (32+17.7) dlﬂjm?Non-MOFéﬂ
(P<0.05); MOFZ (I | AR A D) RETEIE (19 4 3R 378 T Non-MOFA, FHEA B3R £ (69% vs. 3.5%) I Dk
(65.5% vs. 3.5%) KA REFA L8 L (P<0.05), H5Non-MOF4IH] ., MOFALH I ABEE S dWBUN%ﬂCwJ@ﬂ@,
M Alb, TP ARG P T [ )5 28 B 7T, NAPP/KPIEABE G H72E T I, BABEE 483 RXNAPP/KF-E T Non-MOF4L, 22554
Geit #1E L(P<0.001); AIb/NAPP AR5 45 1 K B35 T B 5 PR BT, ABER 283, 4RI 2 A Jeit a2 L (P=
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[Abstract] Objective To investigate the early dynamic changes of biomarkers associated with capillary leak
syndrome (CLS) in patients with severe acute pancreatitis (SAP) and their correlation with multiple organ failure (MOF).
Methods A total of 171 SAP patients admitted to the West China Centre of Excellence for Pancreatitis, West China
Hospital, Sichuan University between September 1, 2019 and December 31, 2020 were enrolled for this study. The patients
were divided into MOF and non-MOF groups based on the occurrence of MOF in the first 5 days of hospitalization, and
were further divided into subgroups based on the presence of moderate-to-severe intra-abdominal hypertension (IAH).
We performed dynamic monitoring of the blood biomarkers (hematocrit [HCT], blood urea nitrogen [BUN], and
creatinine [Cr]), plasma proteins (albumin [Alb], total protein [TP], and non-albumin plasma proteins [NAPP]), and
intra-abdominal pressure. Trends in these indicators across groups were analyzed comprehensively. Results No
significant differences in baseline data between the two groups were observed. The baseline data of the 2 groups were
comparable. The MOF group had significantly higher rates of persistent systemic inflammatory response syndrome (SIRS)
lasting 48 hours (91.3% vs. 71.8%), ICU admission (70.4% vs. 17.6%), and length-of-stay ([32 + 17.7] days vs. [19.0 £
12.2] days) compared to those of the non-MOF group (P < 0.05). The incidences of respiratory, circulatory, and renal
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failures were higher in the MOF group than those in the non-MOF group, showing significant differences in circulatory
failure (69% vs. 3.5%) and renal failure (65.5% vs. 3.5%) (P < 0.05). In the first 5 days of hospitalization, the MOF group
showed significantly elevated BUN and Cr levels, while Alb and TP levels dropped rapidly upon admission and then
gradually recovered. The NAPP level of the MOF group continued to decrease after admission, and on the third day after
admission, the NAPP level was lower than that of the Non-MOF group, showing statistically significant difference (P <
0.001). The AIb/NAPP ratio of the MOF group decreased significantly on day 1 and then rapidly increased, showing
significant differences between the groups on days 3 and 4 (P = 0.001). Subgroup analysis of MOF patients with moderate-
to-severe IAH revealed similar trends in the dynamic changes and the overall changes in the indicators, and the difference
was even more pronounced. The mixed linear model showed that the average levels of HCT, BUN, Alb/NAPP, and
Alb/TP were higher and increased over time in the MOF combined with IAP subgroup (P < 0.001). Conclusion The
CLS model of SAP patients is validated, confirming that CLS is a key factor in the progression from SIRS to MOF. The loss
of NAPP is an early and important indicator of CLS persistence and progression to MOF. Additionally, moderate-to-

severe IAH accelerates the deterioration of MOF. These findings provide valuable insights into the potential mechanisms
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of MOF and warrant further validation through large-scale prospective studies.
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S MEIFER %2 (acute pancreatitis, AP) J&—Fh & UL TH
R GBI, B 23 R 10 Ty AR B S U, %0
TERIRIY AR FBAE ETH, 2020% I AP 23 K I
S EAE 2 PE IR 52 (severe acute pancreatitis, SAP), i #
PEA 4 B 5ORE IV 25 B AiE (systemic inflammatory
response syndrome, SIRS), Z % H U AE = 4 (multiple
organ failure, MOF), JHFLZTT [=i430% ~ 47%, HA K
SR IFIEMSET-HS5MOFAH A . AP & LI 1 AR
Se4 BT, HETIA R R 20 e P e R s A AR S
TG L K A R P B T R A O o3 A
T, HE— 20 SRR RN S A . R A ot 4
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B R AR AE N 1 e I BB A I 4598 T ()] MOF
Jre i) EE PRI, i i A BRSNS R i
By Y E 2R A, 202047 38 [ DL 2% A8 i — T2 R H]
JRZ A (blood urea nitrogen, BUN) , JJLEF (creatinine,
Cr) . MM 40AE EL %5 (hematocrit, HCT) . H# H (albumin,
Alb) S A WAR G WA SAP & A= B B 41 1M 458 T 25
AAE (capillary leak syndrome, CLS) [A]B@ A5, 9125 & B
Koy T ML F KB K RICLS & SAP T EMOF A ]
RERIBLEI . 340, BE R &k (intra-abdominal
hypertension, IAH) /i JfE [8] % % £5 & 1ik (abdominal
compartment syndrome, ACS) J&SAPH ¥ ILAYH K AEZ
—, IAHR AL H30% ~ 70%, ACSK A FRELH10% ~
27%" 7, BIFACSIRALR AT iK50% ~ 70%", CLS &L,
JE IR AR BRIRIG I . 1 3R A4 35 R AR, BB N

Multiple organ failure

Capillary leakage syndrome

FREe T, WS B M b, S 228 B B4 R
LB, B, O B RS T RE R A i
TAH 14 % A P B 1045 B s 7 48 R AL 3 g 2 ek s, ml
AEINE B4 B0, FBUK . AT T HEE S
B, INECLS., Ak, TAHIA W] BB 3 il 2 SIRS F1 41 g K
TR (AT TNF-a, IL-655 ) HE1-F B MOFFISE T,
ASHIFSE DAL P SAP £ 35 1) TR JB5E 4 BA B AF 9 Hh AR Al 2 15 &
A MOF LA KA I TAH 20 A I RAFAE AT FL A, $LHIE
ZMOFBNIAS K JEAAY, DU 4t R AT 118 CLS & A= Y
AR, AR R B AT R R
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ARSI 2 PO 2= AR 78 R e A W s AR B i A 22
REHAE, LIS 20224587 (837)5 . 44A20194F9H 1H -
20204F 127 31 H U1 R2EAE G B2 Bt [ i 28 rh o Wif i) B
AAPHEF . WASRHE: OIZWIWIHH AP, 2 Wibnif
S5 201248 1T O ARE 2 KAG R a. JEIR; b. I TE K il 5
IR 05 Pl P v /D R R (B AR LA b o IR CTEGE A 75
APSUARERRE R I . A5 & Lk 3mirh i 25 B 12 .
QKR <72 h; @ZIXH 7 MG R o HEBRARAE:
DAEWE < 182 ; @ A Bt J5 7 or BI % A% W 47 s
(intensive care unit, ICU); Q& PEFRAR 5 ; RS 55 B
s OBIRAAR IR O &R EE LB A # D%
PATERE . REEFTIA B WL TR, Ads 3], 47
1% . KT HE %0 (body mass index, BMI) | Jii [Al . W £
I OB PR I SR L R IR B TSR MABE Y R A
Bt 5 4K (9 E LR (HCT, BUN, Cr., Alb, B
(total protein, TP) , JE I 1 Il 3K £ 1 (non-albumin
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plasma proteins, NAPP) ], SIRS#¥4r . 2 K Marshall3¥f
G ABEYR A BEH AR ISR RIS e, 10524
K KAH. TAHZW K905 20134E95 f, MR I
12 ~ 15 mmHg(1 mmHg=0.133 kPa) , 16 ~ 20 mmHg,
21 ~25mmHg. >25mmHg/ N [ ~ V%, 1HHRE,
I~ Vg Ry hE B APSFZbr il . BRI IR L IEAR
MOFIZ I 2:7% 201208 1T U4 == AR R, WA b -
FREESIRS K AL A | MR IR K e 30 | - 2943 B R A
ICURE AR A4 B DIRE MR KA 58 AL R 45 I IR 45
o ¥ BFHEABES KN K EMOF /) A MOFZ A
Non-MOFZH BEAT SR U FRARSE 85 A BERHE A5
T IAH, #4SAPEH HEAT WL T
1.2 FitEFERMNIES

SRR B R X+ s (IEZS 2046 MM (P, P,s)
CEIER M) Fom; /R RO A 0 kR . 142k
P75 5 4] 8] He B R I Mann-Whitney U5 flKruskal
Wallis HIHG LA, 028788 Bk R D7 K36 s Fisher K iff
K. RUNALEP< 0.05 A GET 5 o LIRS
ROV AERIVEAG I R A A T8 AR 1) Sh A A2 H, A2k
FHBEHLEME, Admission DayFIMOF#EATE Ay [f g 5500 A8 1
Y ABEAL Day-by-MOF interaction H.IFI4H AHL, 455
AR SUSW

Biomarker;; = 8, + 3, - day, + 8, - MOF; + 35
(day, x MOF)) + u;, €

TG B R IR PR 4.4 VAR BRI T 40T o
2 #HR
2.1 E&ER

ERLFL, ARWFFTILG ASAPHEE 17141, 5129,
420, HHFNon-MOF4L 1424, MOFZ129%1 ., W4l

£ 1 SAPEENon-MOFAFIMOFAMIEL FRILLER

Table1 Comparation of baseline data of SAP patients between Non-

MOF and MOF groups

Index Non-MOF (n=142) MOF (n=29) P
Agelyr, Tts 453+11.8 471%13.7 0459
Man/case (%) 105 (73.9) 24 (82.8) 0.442
Body mass index/(kg/m?), ¥ s 26.56£3.42 27.36+4.03  0.271
Smoking history/case (%) 32 (35.2) 12 (57.1) 0.107
Drinking history/case (%) 36 (39.6) 11 (52.4) 0.408
Hypertension/case (%) 11 (12.1) 2(9.5) 0.629
Diabetes/case (%) 5(7.9) 5(10.2) 1.000
Etiology/case (%) 0.162

Biliary 58 (40.8) 16 (55.2)

Hyperlipidemia 58 (40.8) 13 (44.8)

Alcohol 6(4.2) 0(0.0)

Idiopathic 14 (9.9) 0(0.0)

Other 6 (4.2) 0(0.0)

TR S ) M 45.3 % F147.1% 5 W2 58 1k 5 L0k
73.9%. 82.8%; MOFZLAYBMI, WA S | AT s FLHE BRI
S H B T Non-MOFLH, PILH (37 IR A = AUl
R ILAE  PRVRE | FR &M, 22 R TG =R L W
IR GORLEA W] M
22 IGRER

Z5RWK2, MOFZ B H FF8:48 hSIRSAK 4% |
ICURE A SF- B Be it [H] 34 % T Non-MOF4, H 22 5%
FGit#E L (P<0.05), NI EDIREEIRIEILRE,
MOFZHPFI | G P11 D) BE 298 1) & A= 14785 T Non-
MOFA, H i E A 2205 F1 D Re vl R AR R 2 S A geit
27 X (P<0.05). 5Non-MOFZ H.#, MOF4 IR 4E
I 30% o L RIAE T B AT i, (H 22 R g2
(P>0.05), MOF& IFTAH 41 I K45 7 4%, 5 Non-
MOF IAH4I H#%, A I BETAHAY MOF4] 3 ICUR%

R2 SAPEERSAPEEGHHEEIAHITANon-MOFAFMOFAR KL B L
Table 2 Comparation of clinical outcomes of SAP patients and SAP patients with moderate and severe IAH subgroup between Non-MOF and MOF

groups
Clinical outcomes Non-MOF (n=142) MOF (n=29) P N?Xi}[\/{(gf;g;th IIXPCI) lznvilztg) P
SIRS-positive within 48 h/case (%) 102 (71.8) 27 (93.1) 0.029 45 (80.4) 19 (95.0) 0.236
Pancreatic necrosis > 30%/case (%) 16 (11.3) 7 (24.1) 0.074 41 (73.2) 16 (80.0) 0.153
Hospitalization days (X §) 19.0+12.2 32.0£17.7 <0.001 18.9+7.4 34.8+18.2 <0.001
ICU admission/case (%) 25 (17.6) 19 (70.4) <0.001 8(14.3) 12 (66.7) <0.001
Organ failure/case (%)
Respiratory failure 131 (92.3) 29 (100.0) 0.257 56 (100.0) 20 (100.0) /
Circulatory failure 5(3.5) 20 (69.0) <0.001 0(0.0) 11 (55.0) <0.001
Renal failure 5(3.5) 19 (65.5) <0.001 0(0.0) 15 (75.0) <0.001
Death/case (%) 3(2.7) 6 (10.3) 0.077 1(1.8) 6 (27.3) 0.002
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He SR ETHEAIN(P< 0.05) -
2.3
2.3.1 HCT

Non-MOFZH 5MOFA K A & &V F5HREEL

ZERL LI, F2R3, Pidl B ABEIHCT/K -3

it , 7EABESG 2 dPIGER R R, 65 MOFAHCT /K T
[ Ll Non-MOFZH B PR, 7E AR5 554K /N T"Non-MOF4,
ZSRA G X (P=0.02), AP IES I b H
IAHMYSAP B H h AL, fE ARG B3R A 22 7 A it
225 X (P=0.016),

0.50 20.0 ¢ 300 36
-~ MOF -~ MOF -~ MOF -~ MOF
~ Non-MOF 175+ ~ Non-MOF 250 -~ Non-MOF -~ Non-MOF
0.45 | = . 34}
=150} T R
S = 200} 2
B g = &P
Q 0.40 | g 125} E g 32}
= <150 =
Z 100 - 5 =
0.35 2 Rt 3 30
. (=2 | Q
S 751 100 \\\
\ /./‘—'\_
0.30 | 50t 50 + 28 -
0o 1 2 3 4 0o 1 2 3 4 0o 1 2 3 4 o 1 2 3 4
t/d t/d t/d t/d
27.5 r — MOF 62.5 r — MOF 2.25 r — MOF 0.650 r — MOF
~ Non-MOF -~ Non-MOF ~ Non-MOF -~ Non-MOF
=~ 250} . 6007 2.00 | 0.625 |
e =
% 2 5751 B N
£ 2251 ) S175¢ =060}
A & 5501 2 =
z E =
Z 20.0 < 1.50 t .575
< 0.0 525l 50 0.575
175+ 50.0 + 125} 0.550 -
0o 1 2 3 4 1 2 3 4 0o 1 2 3 4 0o 1 2 3 4
t/d t/d t/d t/d
B 1 Non-MOFAHMMOFAE N IEIRE N ETE
Fig 1 The trends of changes in the biomarkers of in the Non-MOF and MOF groups
0.50 25 ¢ 350 34
-~ MOF -~ MOF -~ MOF -~ MOF
~ Non-MOF ~ Non-MOF 300 | - Non-MOF ~ Non-MOF
045} 20t . ~
:g T, 250 5 30l
'—o‘ <
§0.4o- gls- £ 200 £
z = 150 | g 30 +
035 2 0] S z
© 100
030 | 51 50 \\\'/ 2|
0o 1 2 3 4 0o 1 2 3 4 o 1 2 3 4 o 1 2 3 4
t/d t/d t/d t/d
30 -~ MOF 62.5 -~ MOF 1.7 f — MOF 0.625  — MOF
-~ Non-MOF -~ Non-MOF ~ Non-MOF ~ Non-MOF
60.0 +
=27} ~ 0.600 |
= 0 575} 1.5}
- ) o
2 : 2 g
=24} E550f s $0.575 |
= = 3 <
By g 525t 213}
Z 21t < 0.550 |
< 50.0 +
18 47.5 1.1 0.525 |
0O 1 2 3 4 o 1 2 3 4 0o 1 2 3 4 0 1 2 3 4
t/d t/d t/d t/d

B 2 SAPAFHHEFIAHT A $£ENon-MOFMMOF A A K 4 L HE AR (L AE
Fig 2 Trends of changes in the biomarkers of the subgroup of SAP patients combined with moderate and severe IAH in the Non-MOF and MOF groups



1M REES: HAE AR 2 A E ThRE TR BB B R A B AN BB IR 4E A IR PR R AE R AL 281
£ 3 SAPAHHEEIAHT HEENon-MOFHIMOFF HiB & & MBI R
Table 3 Mixed linear model results for the subgroup of SAP patients with moderate and severe IAH in Non-MOF and MOF groups
HCT BUN Cr Alb

Coefficient

OR (95% CI) p OR (95% CI) P OR (95% CI) p OR (95% CI) P
Intercept 0.44 (0.43 to 0.46) <0.001"  657(551t07.64)  <0.001" 104.38 (8538 to 123.39) <0.001" 32,02 (30.42 to 33.60) <0.001"
MOF 0.034 (0.005 t0 0.064)  <0.001"  494(2.66t07.22)  <0.001"  106.02 (66.94 to 145.08) <0.001° —2.00 (—4.70 t0 0.69) 0.153
Admission day —0.030 (—0.035 to —0.026) 0.02°  0.19(—0.11t00.49) 022 —6.83(—11.17to —2.48) 0.002° —0.15(—0.85t00.54) 0.167
Day-by-MOF —0.014 (—0.023 to —0.005) 0.002° 0.84 (0.24 to 1.44)  0.007° —2.296 (—6.30 t0 10.91)  0.60 0.78 (0.19t0 1.75)  0.167

interaction
TP NAPP Alb/NAPP Alb/TP

Coefficient

OR (95% CI) p OR (95% CI) p OR (95% CI) p OR (95% CI) P
Intercept 55.64 (53.47 t0 57.81)  <0.001"  24.52 (23.46 t0 25.58) <0.001" 139 (1.30 to 1.48)  <0.001" 0.5758 (0.5596 t0 0.59) <0.001"
MOF —0.48 (—4.15 t0 3.19) 0.8 113 (—0.812t03.04) 0257 —0.16(—0.309to —0.010) 0.04° —0.034 (—0.06 to 0.075) 0.014"
Admission day —0.86 (—1.88t00.16)  0.101 —0.998 (—1.51 to —0.49) <0.001"  0.033 (—0.005 t0 0.072)  0.09 0.007 (0 to 0.014) 0.056
Day-by-MOF ~ —0.36 (—1.99t01.26)  0.67  —0.81 (—1.69t00.07)  0.07 0.10 (0.042t0 0.16)  0.001"  0.019 (0.0008 to 0.030) 0.001"

interaction

OR: odds ratio; CI: confidence interval. P < 0.05, the mixed linear model showed that the MOF group had increased mean levels of HCT, BUN, and Cr as

well as increased HCT and BUN levels over time as shown in the interaction term “Day-by-MOF interaction.”

2.3.2 BUN#=Cr

MOFZ & ABE 24 KAYBUNAICr/KF & T Non-
MOF4, 22 53 H Giit2# 8 X (P<0.001) . FHAB)ES5d
W, MOFAH IBUNFICrK A RREE | T, MINon-MOFZH
AR AN K, 22 54 geit2e L (P<0.001) (E1) . 7E
GIFEEIAHW A B T, B —3, AR RE
H4K, MOF4LHYBUNMICr/K ¥ T Non-MOF4
(P<0.001) (FI2FNE3) . LRMAEAL M HT 4 RATESLAE S
JFIAHW A B, MOFZ 5 Non-MOF4{ CrAlIBUN L
{8 k. (odds ratio, OR) 595% & 7 X [&] (confidence interval,
CD 3 5524.94(2.66 ~ 7.22) F1106.02(66.94 ~ 145.08), 22
ST E L (R3),
2.3.3 Alb. NAPPA=TP

PI41ALb ., TPKF-7E A B J5 i T B, /i 4
LRI Z AR, MOFAL N EE TR, H 22 R A G
M(P=0.001), JFZEAIb, TPK i T . 5ALMTPA
[, NAPP/KEAEABEIG 451, 2. 3R R %, HMOF4A
BiJ5 453 R AE T Non-MOF# (P<0.001) (K1),
5 Non-MOFZH Alb/TP H.#%, MOFH A BRI /N FRITE, A
B J5 252 KIZ IS R, B 3 R 22 A Geit
X (P=0.001); M MOFZL A Bi i} Alb/NAPP S FNon-
MOFZ, AR 55 1R LA 53 T R 5 s BT, fEA
BEf 53, AR 22 A Gei 243 L (P=0.001), B
MOFZ FNAPPH R TR (K1), 7ESAPGIFhE
IAHW 4 8  (J€]2), Alb, TP, NAPP, Alb/TPJ3# H

FAla ARk, MOFALA B J5 25 1R AIbZK P, AR5 5
3RKTP, NAPP/K Mk FNon-MOF4, 24534 Gt X
(P<0.05) TiAIb/NAPPAEALE AR, 5 Non-MOF4] L.
5, ABERT A IF TP E B IAHMMOFZL 3 &1, 75 A BE 5 4
VRIZAEFEARIS I iR W T &, T A BeJ5 45 2 K8 i Non-
MOFA, H2EF TS24 5 o MRV AS RIS
GIFIAHW AR EF T, MOF4 5 Non-MOF4{Cr
(OR(95%CI): 4.94(2.66 ~ 7.22), P<0.001 JFIBUN
(OR(95%CI): 106.02(66.94 ~ 145.08), P< 0.001 )2 FH G
TR (ER3),

3 itig

BN B IR HOA LA IESAP, MEIE  beliiE A
P FEE 9 A AR [ 22 % B 4040 20 R 1) F EEHLAH,
MOFJZ M SAPYR SE A fe KA [ 2 (OR=16.7)",,
AT SR ol S AR 5T AR A P R AR R L I A
R-1. MEAE-2, B-EHR | E-45F8A. 40HEERS
BF 53 F-- 155 AR W b 35 W T e Py e T e A3, O S
AP 1E ™ F R E, B AT IR A I R F AT R
20204F L [E KOMARASE! & H) 1) CLSBE A 4 A BE S LA
P A 4 1 O, HCT) . N B IRE (A, TPHINAPP) |
T8 i 3 1 O (I AR IR 5 ) AN B IE T fiE (BUNL, Cr) Y3
B, I Alb . TPFINAPPIK () 3 25254k 1T LA Ay S ke
CLSHAE bR, NAPPE & CLS B BUHAE B # & 4
MOFIR ] RERAILE . SR TTZB SR A TR, A7, HL
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W TP YIE . AT ASAPHRE 17141, 455 B =
HKOMARAZAIG —3, it & E K AEMOF, ABE XK
HCT/KV- 24858, RERAE YA P e ok 4, (HAS B8 4
ZR TG, VTR S A SE B R[] A48 h
LA, 22 BRSO BT R TE A5G, HHEL T
PSR R, MOFZ & B E R v ) LU A9 ) b 7 v, Ao
FEH Cr 5 BUNAE s W B I T8 AN J A st sl D 9 A= 40
FraEd, HoK W & T'Non-MOF4H, H. % A= i [a] B4
ZEMS A, L AERERL A 45 R UE S TE B I IAHE.ZH 1Y
T, MOF4] 5Non-MOF4] CrAlIBUN/K - 22 534 42
TR X, HE— LR T B RS REVTE AL & RO CLS &
ARHTE S E

MOF4LAPBE S5 Alb, NAPP, TP/KF-IFfi bt [ If:
Frek, BRAE T R A 5. T AR TPK A
Non-MOFZ H A B J5 55 2 K FF IR Bl o, R B
20 1145 5 TR 15 2 45, MORZH B9 B 40 L4598 T A BE IS 46
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