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SKRETRME 2 7 ABE. ABEE 5885 5250 % 000 R A A FEE N DI BEARS A, S CT 75 26 M we UL K, T s
B 2 55 18] B R ANV RS T 1 s A, MR B2 5 R €0 e P s 2 0T 0 % RG22
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[Abstract] Objective To observe the clinical manifestations of elderly patients with acute infectious purpura
fulminant (AIPF) and septic shock caused by Streptococcus pyogenes (GAS), analyze the changes in indicators and treatment
processes, and provide clinical references for the diagnosis and treatment of such diseases. Methods A retrospective
analysis was conducted on the case data, clinical manifestations, signs, examination indexes and treatment process of an
elderly patient who presented with GAS-induced AIPF combined with septic shock and was treated by the department of
critical care medicine of Qinghai Provincial People's Hospital on June 17th, 2021. This study also involved a discussion
on the pathophysiological characteristics and treatment measures for these diseases as well as observation of patient
prognosis. Results The 80-year-old male patient, who was previously in good health, underwent knee surgery one
year ago and was admitted to the hospital on June 17, 2021 due to "pain and swelling of the left face with difficulty
opening the mouth for the past 2 days". Upon admission, a complete set of laboratory tests including blood routine, blood
biochemistry and coagulation function were conducted. A head CT revealed swelling of the masseter muscle on the left side,
subcutaneous exudation of the cheek, non-cyanotic space on the left parapharyngeal space, poor display of eustachian tube
opening, and narrow throat. Color ultrasound showed soft tissue swelling and interstitial edema in the left maxillofacial
region and eyelid. Six hours after admission, the patient gradually developed purple spots, blood scars and necrosis on the
right side neck shoulder and upper chest accompanied by tenderness and high fever mainly on his face. The heart rate
fluctuated around 150 times per minute while blood pressure was at 108/71 mmHg (1 mmHg=0.133 kPa, Metaraminol
6.67 ug-kg*min™"). The patient was diagnosed with septic shock and transferred to intensive care unit (ICU) for
emergency treatment. With timely comprehensive monitoring in place, the patient received active treatment focused on
maintaining respiratory circulation stability. After plasma infusion, early wound treatment, reasonable anti-infection
measures as well as inflammation clearance, organ function protection, and supportive therapy, the patient eventually
recovered from hospitalization without recurrence after 6 months follow-up. Conclusion The onset of acute GAS
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infection is characterized by its rapid and severe progression, high mortality, and challenging treatment. However, timely

and effective refined comprehensive monitoring, evaluation, and treatment can still yield favorable outcomes.
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Ak e Pk 4% BR B (Streptococcus pyogenes, A 2 & BR 1,
GAS) J&— Bl NS5 1 40 TR S, 1200 D TR ) BE PV
SRR, AT TE 42 BRI 1] P9 3 i R L 40 1 5 T AR AR f
Gishn T E KA GE . GAS R BN 5 L8R 2V 2R
(purpura fulminans, PF) (1435 A4, {H H /i ™ EAEEK B 1
FHLE AT AE . P J2— R fE S A i B , HORAIE 2
GEIR BRI HEATVE B K H i RIIRBE 5 PR A0 MR & L i
A LRI R Y 3 Fl A, Horh S e v 2R 1 PR
(acute infectious PF, AIPF) f&—Fh 2 WY . 21 Mo A v i ¥
g, 30 T E G R 2 S T I R M B R T 5 o, AR A S
BIMER . GAS J& AIPF B9—> 8 20 J5 A, 252 e JL 3 A
AN — IR (2 AVERR IR, ATPF 3 2—Fh
ASETERE ST HEAT T & IRy R AE WA B, (EAR R
FEATHAR 5 o ] A0 SCHiRA A5 3 Ao 40 TR IR S b g
A, E PG ARG S R , BURE 1 6] 78 4 BAES
P AIPF 5 MR v 85 R BoRd e .

1 #ZBEFE

L1 flfa g g 4,80 X7, B 175 em, KT 75 ke,
1 AR H A2 G TR (BRI fE), 2021 46 H 17 H
e A T PR AR b K A 1 PRME 2 A7 A BE . LA Nt T
[ B W A G TET AN RHEBE . ABEIS , 1A 36.8C, 0%
60 ¥ /min, FEWZAFIA 17 X /min, 1L 90/60 mmHg(1 mmHg~
0.133 kPa), REIERE J v At ZEMIX | I A i v Jey i
i A ST A w17 S S T T R O~ i 1 et 1
BAFLAL, J5 BT 2E MR, AL L1 | s I ek, R ik % B
LB, Jar T B PRI RE W o 5 SRR X Tk B T, O
TR B DN CRIER K ELZ 2.0 emo LHSE,
BRI 12 DA [ g R 2%, oo M i A (A TE 5 3
I HFUAS AL 7R - FHZAHETTEL (white blood cell
count, WBC)27.78 X 10°/L., Hh PERLAM A 145
(neutrophil percentage, NEU) 25.55 X 10°/L,
W R 40 B HE 5] (neutrophil percentage,
NEU%) 0.920 . i# I 40 i 262 7144 (lymphocyte
coun, LYM)0.45x 10°/L. B #% 411 il i1 %
(monocyte, MON) 1.70 X 10°/L, Ifil. /N # 3 %
(platelet count, PLT )312 % 10°/L, SRR A
BHRLT 2 (total bilirubin, TBil)26.6 umol/L,
B HEABLIE (direct bilirubin, DBil ) 12.8 pmol/L .
B 58.0 g/L. FE 324 /L. I LT
203 umol /L, ##H C- 2 v £ F (hypersensitivity
C-reactive protein, hs-CRP)312.95 mg/L. ; RNE
201, [% #5 F JH (procalcitonin, PCT) >

100.0 pg/L . FAZHfIA 2 -6(interleukin-6,1L-6)>5 000.0 ng/L;
BEMIIREFEBR - BN BRI A] (prothrombin time, PT)14.9 s
LML EE IS 31 (prothrombin activity, PTA) 52.9% | £F4E 8
J5(fibrinogen, Fib)5.66 g/ D- Z5&{& 2.72 mg/L . £ 485 )5
FEA# P24 (fibrinogen degradation product, FDP) 8 622.72 ng/L
KA CT 735+ 2o Ao JL P K, 220 000 T 500 1 T 9% s, e il
S B S 7R AN L RSB 1 I s R, WA (L 1),
A G ) 78« Ze Ot if 7 S R S AR 2 U K, ] B A
KMo ABE 6+ h, FBE AT | 250, S5 S b g A S
MIEFIIRZE , P . mh, DUSURTER N 3 5 O sh 7
150 YK /min 72 47, Il & 108/71 mmHg (1 mmHg=~0.133 kPa,
[B)ERHE 6.67 ug kg ~min™ 4ERF LR ), LW N SRR T, 55
ZEEAREWI 5 (intensive care unit, ICU) #FIEYT -

12 2ifidte

120 PRUGAS B ABHE MRS A A PR 38.7 °C, 0 R
136 YK /min, FEIE AR 2 28 YK /min, LR 102/58 mmHg ([8] %
6.67 pg-kg " min" AERFILE ). FEAE IR RG2S, 200
T8 S 2500 1 JPR S A I, A ) SOUB IR I8 5 A R
WA S 4K, T Wb g S S ke, 1 5 o ) R i, U I
Tk SEA S SR M EHEROLIES) T (acute physiology
and chronic health evaluation I , APACHE I )28 43, J¥ PL #% B
TP ( sequential organ failure assessment, SOFA) 8 ﬁ:}'“ ! -
BEM AL, CT 7« MM ARBAE , o PRIERE I GE 1 , 76 A
ICU 10 min PN 45 T2 110 47 8 I I WAL Bl e < (2 X
ol Bl /238 S, (assistant/control ventilation, A/C) ), IERS,
ERRAL K FARIRTT , P BIR 5 BEATSCE PRI B, B 1k
R HLAH SCPERT 28 (ventilator-associated pneumonia, VAP) i
KA 6 F 24 HIBE WAL, Z3TAG K D685 45 1L 08

[N\

AR 6 H 17 HAEES CT, o] WL ZEMng UK , @ K 35 i, W S5 1R B s A3
BT 1 s A AR 28 5 B S 6 H 23 HASASE CT, A UL 2 Mg AL ,
TS e 1 95 H RIS, MR 2 ] B Sl s ml P A8 T s A AR SR
CR7H 1 B CT, 7 UL A D ng LA B T 22 A, TSR B T 78 A e g lic
MR 52 ) st S s DR S5 22 FF 10 iy s S, R S0 0 2 A i A e 3

1 1 80 % B AIPF BECRERS CT 254k
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FHWFIAIL, FFR R 28 0 SR ISR AR, B R R
4 VAP,
1.2.2 ML) 15 8 B KIGIR S A SR PP Al 1 R 7 .
7R 25 W P AL R AN (b D e A IR A R B
PhilipsMX550 ) W I A= (ARAIE 5 25 il 4 ) 10 3 ik B e S 1
DA B, AT A OB R T k2 R M ) e g
(central venous pressure, CVP) M1 mmHg ; [ s FH i 520
HEML & (pulse indicator continuous cardiac output, PiCCO ) 15l
OoHEIEE (cardiac output,CO)6.71 L/min, 4 (stroke volume,
SV)48.6 mL, F-3 5k E (mean artery pressure, MAP)61 mmHg,
>3 (heart rate, HR ) 138 ¥X /min , B34 25 B )5 (stroke volume
variation, SVV)20%, 41 J& 1fiL & BH 77 45 %% (systemic vascular
resistance index, SVRI) 123.5 kPa+s- L™ ~m™, IfiL % &} Jifi 7K 4§
1 (extra vascular lung water index, EVLWI)11.7 ml/kg ; o
T N IER R RS (N EHE e A R A ] 5 25
MicroSee V100) [i] W7 50 26 35 5 N flO06 PR AR 4k (1B 2), w] L
TR P25 2 W 0 i, a5 AR b R R / e
PEOR T 20236 T A (2018))"°, 38 1 1030 30 2 WA
T8 WML I3, [F) I P2 A ML TR VE 25 W R e, 4R T 5
BF R C AR =L CRES ) 29 AT BRAA W] 5 S« [H2Y
HEF- 251020664 ; 427 4it*5 : 200904AK03 ) 100 mL, & H 11K,
AR RAEFMESHAGER 7 N TIAERSE MAP 5448 Bk
DRSS R 8 B IIRE , B 1 248 B DI RER AL 22 il
3 3 19 B0 g A M PP AR O D RE OBUR TUIRAS A
Sk WA S A AT PEZS R BT, LR R S5 i S
B R A4 97 (continuous renal replacement therapy, CRRT)
KA B, 838 20 MR RARYT 5, 6 H 21 H KT
FRFEFER : CVP 9 mmHg, CO 6.39 L/min, SV 65.2 mL,SVV 11%,
MAP 86 mmHg, HR 98 ¥X /min, SVRI 182.1 kPa+s*L™"'*m™,
EVLWI 6.8 mL/kg ([E]3 1.33 pg-ke ™ »min™" 4EFF LT ) 2445
B A s 5 TP RE PR B R I R A
1.2.3 B PR B o AU IE P e K B A5t B X, S0
SN B R K 101 32 B2, Jr ek m B L 28 1 i SRS AR A i
P B IE <, BB B Sk A, iR b RN 1CU $89%
FEHAIT IR M ), 4 T FE /M U SR AT R IR
FE, PR3 25 B DI RE , BLR FELER A P A R M R 4 T

2 14 80 % B AIPF BHF T ANk

LWV o U . ]
WA 6 H 18 HEBRHEE T RUGFRIIE « 06 ER % R B 0D | il s ,
B 6 A 20 HEE T T RAIGHRAE « SOGE % BT I0 | M i 22 12
CHTH1H BEF FHOGARAE G B IER | s e 5

H. (care pain observation tool, CPOT) ¥ 43 <3 43, Richmond
e 2l - 55 & 1 43 (Richmond agitation-sedation scale, RASS)
RASS PP 43 =2 ~ 1 43, N I B 25 K e CEL B A 250 A7 B
AR T 5 e SO R 25 0E S H20030197 5 A7t
10A04131), Ji 55 A J& 22 MR A, 9/ JF B D) B B4 5 T
0 (3 T VL2500 8 AT A BR 2 w5 e SO - 15 25
H20213012; 4 741E 55 :21071631), HR# BUR BLRICR
e AR R A 1S %

124 HUBGLETHL . B SAE SR AR, 10 D A1, 25 ik
YU PEAT IR, W K I 25 T B TR 24 ) B, 25 L S S
Jok A £ U e DL 2% B TR 22 UL (HLAR 0 15 R A T
ASBEHEBRAFAE 5 =2 BV TR B i i e 5 ARl I M AR e 4
PRAGE O R U YA TR TG R B R A
R T U SR, T A I S B B N A 5 B
PERBATERE , 457 =% 5w (AEACHI 2 (FRM) AR 5 it
WESCS [ 2517 120140169 5 A2 7= 45 - 2475C ) 1.0 ¢ #f
SRR 8 h 1 s BB (HUM TP SeARIZ5 47 B
AT EHESCS 2 HE T H20153255 5 £ 745 1 20013)
0.5 g FIKIH I (), 1 H 1Ko YUY IRYT ZEah T 1k
A A ST CRELT H 25 B A RS 7 5 i
¢ [EZGUET 220040033 5 4275 : 2103111) 100 mL i,
B8 h 1 UK, ATREAIR WBC A5 oy AT, $5 ] S E SN R 22
5% B T BE B 15 25 A 1F (multiple organ dysfunction syndrome,
MODS) (4 8 , B o 7 AR s 7E2h T RERE 1) I
YIRS RIS AR 4 h NATEZE S VERIK - KO g
(continuous veno-venous hemofiltration, CVVH ) BEA IR HE 7
(hemoperfusion, HP) BT R L BB
B IRARRE B TS L BT A BT 42 B b IR A e
FRAAMER M2t . 12 HA380 (gAY R} 47 4 A1 ik
TR ATBRAE] 5 HEHESCS - EARTEME 20163101181 5 A=t
2016200701 ; KFHit*5 : T2016030C) ; s i 2 , A5 H ™
FEIBVEZY 2 Y, s 22 7 6 40 R T BRIBYT . 6 H 21 H
BT 3 WA R IR « CAS, 24 H B AR A ms 37.2°C, 1
HHRLKAE R : WBC 11.89 X 10°/L, NEU 10.56 X 10’/L, NEU%
0.887, Ifil T % H (hemoglobin, Hb) 122 g/L, PLT 94 X 10°/L.,
JERE WG I : PCT 35.5 pg/L, 1L-6 335.4 ng/L. AT IBETS 45
RARIRL =Bt ( aspartate transaminase , AST )
227 U/L, N & i % i (alanine transaminase,
ALT)389 U/L, JR 2 % 832 mmol/L, Ifil JL fF
104 pmol/L ; F 4% RAEFR AR K- B 8. T [, HL
JFEDhResRHTEGE . HE 7 H 1 H (B8R
I7 14 d) 45 (BT TE 25, S il RCR
FLAF , AT U B D REA T

1.2.5 HEMIIREERE . BH AR IR |
BHVA B BYUER I, BURRE IR e 3R
B, IAFE N S R I DI REREAS, 6 7 18 H
BE ML) REFEFR « 5E 108 )5 [A] (prothrombin
time, PT) 16.4 s, PTA 45.4%, EPririfEfk b
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{H (international normalized ratio, INR) 1.57 , 7F FEp g5 thil Ji gy
FTRIIE, AR 12 h TR L 600 mL, Yk H4GiTE 400 mLL, 2
6 H 21 HEEIMDIREE AR : PT 11.8 s, PTA 88.2%, INR 1.06,
SEFEE M bR ] B BT 2 1E S (G
1.2.6 WA RIL . ST I Bl o 2 W I 4R v A A O
RIT 50 1A 24 h BEATAMI, 6 2 SR IR BR 2 1, AR 1L
BFIZ W7 T B, PR A SEWTHE N (5 ~ 50 mL/h), Ay SRS s R4 7
ARG HL 28 14 24 h IN4G T CRRT, RS Rk 1
b FasE | BEBRLET BRIE
127 EFRSCRHE . B IRSRE NG EAE B A
STz — AR B A B IR AR AR BRI S A
EFRSCFE RN 25 T I MRS, ARG S A M5 0 M 1 it
H AR B 104.6 ~ 167.4 k)/kg, i /2 BEH 5 308, T
P IR B
13 #A. 25 1546 A 17 HE 7 H 2 H) IBRIAIT,
BE AR, — LT, MR IE 5, RAESE b
T R R A B R e AR ARG B AR SR YT TR
PR T R 15 HiliBe. 6 DA EREYS, BE R A
MR SRR L 2545 , AR JCJS BBUAE , £ TE A1 o
2 iF i

GAS 25 1 B 2 PP T SR 2 — . 5 2R IAH
AR G FE A TCRE IR 5T, B RE | 3R B R R R R
HE2HWHBIEREMERME RN, N5 AN Z A4 7% 58
GAS AR TS | B A3 11, 455 S e 10 MR 28 A 7 8 1
PR B e E R A L e RS AR, GAS Sl &
IR | B R B AP f e e R, Qi 2 | e
JWR B9 o TEAT S 3 A BRI R GBI 25 by S A o sl
SPE A 400 DR )5 ( human leukocyte antigen DR (HLA-
DR), % 4 UM %5 ¥ & 4 K 1T (major histocompatibility
complex Il ,MHC I VAR T 2R )R g T Rk
A R ZRIESE S A A P . 1R Z8VE GAS SRy
A AL DI RELIRTT A AR A A5 6 R SE A4 180 g 1w
TEAE I AR AT . A PTIERN], GAS 25 1 AIPF
FIVEE %k (B A ) PR, B R A6 R A8 R R

AIPF J2& — Rl e F Ji 1) & K 2 i 1) S e P 8,
P A R L A8 AL AR TR o R LA 18 8 R R S B I 1 A PN
1fit. (disseminated intravascular coagulation, DIC.) IR OE A
IS T BN BEAT P I R R IR BE 7, A T
T AT R P BT 9 R M A I R R 22 A s
AIPF B AL R Jo 2 i FIE 1l 539K 22 1] ) AR LA
HVBTE IR 25 S BOBE MLV 5 2 1 el , S — g g
B, TR AR CL R TE NIRRT T R PR i
R A ZBE TR A C A, BT A2
i, SEDIC ™ M S R S A PR SR 4 B P R v
1 D BERERS I R A B RER Y AIPF R kR B
FELL BRI AL, J0 8 0070 R B, i — 20 R JRe R i
JE45 | 5 BRI 4 10 S R, T AR RO, A Pl A 2
LI A BN AT, A 2R 4R I/

I 202 AR TR It A " R 2 200 o A = 240 i
ook (L088), S A2 (PF) AN REZE, W itk A B
(B 5T, AR BEEPEIRSE . BT AIPF 220 (430 DR A 2% (11
PRI, A I A — R AR B A T s PR A, A S 3
IRIT T EORE BNZYE . BAR PR Bl W T LR (H ]
DASEM T, AR A SE 2 T REAR A SR AT AT 7 PF,
B R RIER RIS RREAR 58 ot B
T ERAE T F BUMCEE VIR v, o AL DX 6, LS008 A4 i s
FK AT RORTT ] T IR EAR ; F T a2l
IEBE M REZTL , (5 A REHEA T PEME I , IR ZER0A )

AR e P B BR B8 T 2L ATPF (Streptococcus pyogenes-AIPF,
S.pyogenes-AIPF) AJ BE & —Ff f1 {2 28 Mk GAS J& U 5| ke i ik
TR R TR EIE = H R HLE H R A
A oy TR R B0 i LA 40 P A i CAS 1R BT
iR L SRS A > M PRI R o ML A B 3
TR Y R R 2 G2, R T 3d T e B T
AMIAL, GAS Hhag Rl AT REVE & MUE D sk el Il , 525
s,

3 o A B R ROE , & B S pyogenes-AlPF J& — Fif
T RPN, W] GH R R N AT R 2 ZUIRBE, BT LASER T B
AT TR EE . SR, 7675 X SR 7 I, F et
SRIEAIE, ATPF JE 4400 R A8 BHLA 20308 1o P 1R A1 1AL 3 3
SRR YE R A A, TTREXT S.pyogenes-AIPF HYZE IR 2 KT
S JF R T 1 5 AL B OC R [R]I) fRE  1
U251 , LA S I e85 A RUCHU R 251 T 5l , 1 7
B D T P AR 0 2 S e R T B SRR 22 5 o
I, VPG AR T P BE A5G S 320 LLER B O S 1 1YR
SPROR T . SN TS AL B8 PR 55 B B4
N B AN, I 5 T BT G 7R IR S IR BT, A
AL A 2 5 HeAh AR SEad B b AR A R KL
25 T3 R 0L 53 3 JEE U, 02D 1 2 5 A AR R il 2
BB P IR 5 18, 0 T O X 355 A58 1 BH T B B
YERE 2 LR T RNEE I B 7E ATPF & bIL ] v 7% skl HL
5 RS ORA SR TR I R IR PR R , BRI R A
SNE KT, [RITBUR 21 TEBE D) e 25 AL, A THUBEAYT
LA A BE— A, R IR T UM AZ O 2
SRER T HREIGY T AN, B E IR SRR S BRI,
R IR P W R A R S R 2R T2 —

£ S.pyogenes-AIPF 1 & Az 1 52 7% 1) 9 34126 39 ZX L 0
SFAK AT BE IRl A —BIRy 25 il . SR, B A TxE
AIPF i 21 A= SRAIL A A R A7, A2 DR 25 (08 40 A sl -5
VEAl L B LW AE B SR SIE s 17 32 S , [ P X 8 4 i ke
AR TR T 9 | AL B, 6T 58 11 ) 73 25 LA L0 1 L, i A i A
Biiif AIPF RERA R ] RE1S RIS o
FlEsR A ER YA IR ATER £ b
Bt
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