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Hazuzi5anmeianeuenA (Clinical Feature with Cholangiocarcinoma and Comparison between Intrahepatic

Cholangiocarcinoma and Extrahepatic Cholangiocarcinoma)

Age 59.46 years ( 28-83 ) 59.35 (28-79) 59.56(38-83) P=0.953
Sex
Male 15(62.5%) 15 (55.6%) P=0.343
Female 8(34.8%) 12 (44.4%)
Hometown
Northeast 11(47.8%) 6(22.2%) P=0.054
Other 12(52.2%) 21(77.8%)
Size (ems) 6.1 cms(1.5-14) 4(1.5-8) 8(3-14) P=0.006
Grade
Well diff 16(69.6%) 12(48.0%) P=0.352
Moderate diff 5(21.7%) 9(36.0%)
Poorly diff 1(a3%) 1(2.0%)
Non diff 1(4.3%) 3(12.0%)
Not Report N 2
PNI
No 3(13.0%) 3(11.2%) P=0.233
Yes 15(65.2%) 12(44.4%)
not report 5(27.1%) 12(44.4%)
(RY]
No 13 (56.5%) 7 (26.0%) P= 0.086
Yes 4(17.4%) 7(26.0%)
not report 6(26.1%) 13(48.0%)
Lymph Node
No 15(65.2%) 10(37.0%) P=0.012"
Yes 8(34.8%) 9(33.4%)
No dissect 0(0%) 8 (29.6 %)
Stage
Stagel 1(4.3%) 3(11.1%) P=0.289
Stage2 8(34.8%) 3(11.1%)
Stage3 5(21.7%) 5(18.5%)
Staged 9(39.1%) 16(59.2%)
IDH mutation status
IDH1/2 mutation N=18 7(30.4%) 11(40.7%) P=0.323
(36%)
No IDH1/2 mutation N= 32 16(69.6%) 16(59.3%)

(64%)
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ﬂ1§1\3ﬁ 2 Llﬁﬂ\iﬁ%lﬁuﬂﬁuﬂﬂﬂTiﬂﬁ'liJ‘W‘H'ﬁ]"’UEN?]‘H IDH1 1ag IDH2 YU#DUN1TN1 Pyrosequencing (location of IDH

mutation analysis)

IDH mutation Extrahepatic N=7/23 | Intrahepatic N=11/27 P value
IDH1 N=1 (5%)
R132L - - - - NA
R132CSG 1(4%) P=0.556
IDH 2 N =17 (95%)
R172KM 2(7.4%) P=0.298
R172G 7(31.8%) 8(29.6%) P=0.556

é’nymzwsn'%amwvlNﬂaﬁnmméﬂamﬁeﬁmunﬂm
msnmeugvestiy IDHI uay IDH2

mm‘hmu%m&aﬁménmmé’ﬂwmﬁq
we1id 50 Al iimsnateuguesdy IDHI2 $1u7u
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gidmnlumanzSusenmeamileluuiliuvesns
naeRufvesBUIDH 2 manimaduvenlszme
p=0.05 Taglinuanuuand1IMsnaIEUEsEHIN
Woudnioludunaznerdanieusndu p=0.323
ﬁmaﬂﬂumswﬁ 3 N13ATIVINY perineural invasion
19 lymphovascular invasion 5MDIMIuNInszely)
aoutiundes szezveslsadiomimsaAnunisndy
Wudnsuademsnduiiuduaz3smsmsinm
mﬂ%}ﬂgaiumﬁﬁﬂmf;wuiwﬂﬂ%ﬂﬁaﬂdn‘lﬁﬁmm
wana1afulunguired 19 e s wunaiy
MINAWWURUDITU IDHI/2

v d [
minmﬂwuqmmﬁu IDH1/2 ﬂ‘lJﬂ]i‘WEﬂf’liﬂﬁiﬂ
1w 1 9 A (3 =
ﬂﬁ]ﬂJ@l’Jﬂﬂ1Q[ﬂ‘ﬂ'JEJVIiJﬂ'IiﬂZ’I']fJWHﬁ:"UfoJu

IDH1/2371174 18 AU WA 5§ IUUDINITT0ATIA 1Ay

59w 153 ifeudaleonhmiseguveamsseadia
vosfihoflifinanewugvesiu IDH121 43 v ud
atalsnmhinuanuuanseniitisdhdamaada
p=0.08 naaslums e 3 :nmsAnmT diedmse
Funlsfimanidawadenssendnlassaudaeda
Tumsedi 4 wuhdaunlsiidanadensseadnlass
Tumsanil Runmsnaneviuiueddu IDH12 ta
ueAmwzmInaeus IDH2 Tasliedvgneana
P=0.045 118¢ P=0.037 MudAY Lﬁaﬁw%}agauﬁmﬂzﬁ
A28 Kaplan Meier WUAIM3na10WUEv0dU IDH2
weiisnainmsseniinlassaudesnidileihiing
na1eRug Yoy IDH2 ednided1Agnieana
p=0.032 ﬁmﬁﬂﬂugﬂﬁ 1 Median survival IDH2 WT
vs IDH2 mutation 43.2 (95% CI 15.03-71.3) vs 13.7 (95%
CI9.8- 17.5) months. p=0.032 FeaoananifusnIIM3
s0aTn Tagsmveadiaeiifinisnareiugvesdu
pH1/2 fidesnidiheilufimsnaeiugdada
'g‘lﬂﬁ 2 Median survival IDH1/2WT vs IDH1/2 mutation
43 (95%CI 15-71.3) vs 15.3 (95%CI 9.8-176) months.

P=0.08
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{ @ a aa Pl 4 o v
ﬂ1§1\3‘ﬁ 3 Llﬁﬂﬁﬁﬂﬂm$Wﬂ1ﬁﬁﬂ1WVﬂ\1ﬂauﬂ%ﬁ]\iﬁﬂ')ﬂlﬁﬂﬂ'luuﬂﬂ'lllﬂ'ﬁﬂﬁ'lflwuﬁﬂlﬂx‘i?lu IDH1/2

Variability N =50 No Mutation N=32 Mutation N =18 p- value
Age 59.97 (38-81) 58.56(28-83) P=0.903

Male 21(70%) 9(30%) P=0217
Female 11(55%) 9(45%)
Extrahepatic 16(69.9%) 7(30.4%) P =0323
Intrahepatic 16(59.3%) 11(40.7%)
Hometown
Northeast 8(47.1%) 9%52.9%) P = 0.054
Others 24(72.4%) A27.3%)
Size (cms) 5.27(1.5-11) 7.89(1.7-14) P=0.01
Grading of pathology
Well diff 20 (71.4%) 8 (28.6%) P=0.315
Moderate diff 9 (64.3%) 5(35.7%)
Poorly diff 1(50%) 1(50%)
Non diff 2(50%) 2(50%)
Not Report - 2
PNI
No 6(100%) 0 P=0.070
Yes 17(63.0%) 10(37.0%)
No report 9(53%) 8(479%)
Lvi
No 16(80%) 4(20%) P=0.094
Yes 6(54.5%) 5(45.5%)
No report 10(52.6%) A47.3%)
Node presents
No 20(80%) 5(20%) P= 0.078
Yes 8(47.1%) 9(52.9%0
No dissect 4(50.0%) 4(50.0%)
Stage
Stagel 3(9%) 1(6%) P=0229
Stage? 10(31%) 1(6%)
Stage3 6(18%) 4(22%)
Staged 13(42%) 12(66%)
Recurrence 13(61%) 8(39%) P=0235
Number of recurrence
N=1 8(72%) 3(28%) P=0.259
N=2 3(50%) 3(50%)
N=3 1(34%) 2(66%)
Post treatment
RT alone 4(100%) 0 P=0.282
CMT alone 7(50%) 7(50%) P=0.153
CCRT 6(54.5%) 5(45.5%) P=0327
Median overall survival 43 (15.03-71.36) 15.3(8.88-21.7) P=0.08
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A randomized controlled trial comparing voriconazole and placebo

for antifungal prophylaxis in patients with acute myeloid leukemia

receiving chemotherapy
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anwazgihe eRRICIT LTS g1vian P value
(N=22) (N=22)
01g (1)
ﬂﬁﬂﬁ?u (IQR) 43.5(32.8-51.2) | 47.5 (31.8-54.0) 0.463
e 16-58 18-59
UGN 12 (54) 15 (68) 0.564
Tsatlsedian
Taidi 18 (82) 13 (59) 0.369
ANuaulanags 2(9) 5(22.5)
WIMNU 1(4.5) 209)
Tuiiuga 3(13.6) 3(13.6)
’E‘iuq 0(0) 1(4.5)
msafasoisudy
wziSudiadeaviudsundunuuludases
Fiasensausn 18 (82) 21 (95) 0.631
Fundudn 3(13.6) 0(0) <0.05
nldeunlasinidufiea(Transformed MDS) 1(4.5) 1(4.5) 1.000
JLUZVDINTING
Induction/reinduction 18 (82) 15 (68) 0.602
Consolidation 4(18) 7 (32) 0.366
Vnanfiadeavnyiailafladiaiga )
Induction/reinduction 20+66 10+£24 0.301
Consolidation 256+49 216+123 0.062
szgznaifiadEenu i ()
Induction 22+7 24+5 0.783
Consolidation 4.543 5+1 0.182
ﬁ’imauéﬂaﬂﬁﬁmﬂdmﬂﬁyuﬂﬁamwaamﬁaﬂﬁﬂmg
M3 1% GCSF 13 (59) 13 (59) 1.000
gt 5(23) 6 (27) 0.763
U 542 6+1 0.492
msdaouunfidovaslasueuaiiia 10 (45) 12 (54) 0.670

0 9 1 < < Y
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GCSF: Granulocyte colony stimulating factor
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Tuasei 2

anvazgibe 1093lnnlaa (N=22) gviaen (N=22) P value

msﬁm%@’u‘wﬁﬂqmm

Proven or probable 1 7 0.019

Possible 0(0) 4(18.18) 0.036
ﬂ‘ﬁagmizﬂmmﬁgﬁﬂmiﬁm%aiwﬁﬂ 1 3 0.317
QNa1N Proven or probable (M) 0 16.5(13,18) <0.001
01y (1))

WH8g1U (IQR) 53(53,53) 47 (32,54) 0.494

INAK R 0 (0) 5(71.4) 0.168
FRMITIY

Induction/reinduction 1 6 0.059

Consolidation 0 1 0.686
fumisdade

ilon 1 6 0.059

laifar 0 1 0.686
Foa1roTsn

Aspergillus 1 6 0.059

Rhizopus 0 1 0.686
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Intensive Glucose Control in Patients
with Type 2 Diabetes — 15-Year Follow-up
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for the VADT Investigators®

ABSTRACT

BACKGROUND
We previously reported that a median of 5.6 years of intensive as compared with stan-
dard glucose lowering in 1791 military veterans with type 2 diabetes resulted in a risk
of major cardiovascular events that was significantly lower (by 17%) after a total of 10
years of combined intervention and observational follow-up. We now report the full
15-year follow-up.

METHODS
We observationally followed enrolled participants (complete cohort) after the conclu-
sion of the original clinical trial by using central databases to identify cardiovascular
events, hospitalizations, and deaths. Participants were asked whether they would be
willing to provide additional data by means of surveys and chart reviews (survey co-
hort). The prespecified primary outcome was a composite of major cardiovascular
events, including nonfatal myocardial infarction, nonfatal stroke, new or worsening
congestive heart failure, amputation for ischemic gangrene, and death from cardiovas-
cular causes. Death from any cause was a prespecified secondary outcome.

RESULTS
There were 1655 participants in the complete cohort and 1391 in the survey cohort.
During the trial (which originally enrolled 1791 participants), the separation of the
glycated hemoglobin curves between the intensive-therapy group (892 participants) and
the standard-therapy group (899 participants) averaged 1.5 percentage points, and this
difference declined to 0.2 to 0.3 percentage points by 3 years after the trial ended. Over
a period of 15 years of follow-up (active treatment plus post-trial observation), the risks
of major cardiovascular events or death were not lower in the intensive-therapy group
than in the standard-therapy group (hazard ratio for primary outcome, 0.91; 95%
confidence interval [CI], 0.78 to 1.06; P=0.23; hazard ratio for death, 1.02; 95% CI,
0.88 to 1.18). The risk of major cardiovascular disease outcomes was reduced, how-
ever, during an extended interval of separation of the glycated hemoglobin curves
(hazard ratio, 0.83; 95% CI, 0.70 to 0.99), but this benefit did not continue after equal-
ization of the glycated hemoglobin levels (hazard ratio, 1.26; 95% CI, 0.90 to 1.75).

CONCLUSIONS
Participants with type 2 diabetes who had been randomly assigned to intensive glucose
control for 5.6 years had a lower risk of cardiovascular events than those who received
standard therapy only during the prolonged period in which the glycated hemoglobin
curves were separated. There was no evidence of a legacy effect or a mortality benefit
with intensive glucose control. (Funded by the VA Cooperative Studies Program; VADT

From the Phoenix Veterans Affairs (VA)
Health Care System, Phoenix (P.D.R.,
W.C.D.); the Hines VA Cooperative Stud-
ies Program Coordinating Center and
Hines VA Hospital (N.V.E., G.D.B., D.J.R.)
and the VA Pharmacy Benefits Manage-
ment Services (M.M.), Hines, IL; and the
VA Center for Clinical Management Re-
search, VA Ann Arbor Healthcare Sys-
tem, Ann Arbor, MI (W.LW., R.A.H.). Ad-
dress reprint requests to Dr. Reaven at
the Phoenix VA Health Care System, 650
E. Indian School Rd., Phoenix, AZ 85012,
or at peter.reaven@va.gov.

*A complete list of the investigators in the
Veterans Affairs Diabetes Trial (VADT)
is provided in the Supplementary Appen-
dix, available at NEJM.org.

N Engl ) Med 2019;380:2215-24.
DOI: 10.1056/NEJM0al806802
Copyright © 2019 Massachusetts Medical Society.
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Table 3. Effect of Intensive Glucose Therapy on Major Cardiovascular Events during Periods of Separation of Glycated
Hemoglobin Curves (Years 0-10) and No Separation (Years 11-15).*

Variable
No. of participants
No. of events
Model and predictors — hazard ratio (95% Cl)
Model 1
Intensive therapy or standard therapy
Model 2
Intensive therapy or standard therapy
Baseline glycated hemoglobin level
Model 3
Intensive therapy or standard therapy

Most recent glycated hemoglobin level, as a time-
varying covariate

Model 4
Intensive therapy or standard therapy

Cumulative mean glycated hemoglobin level, as a
time-varying covariate

Years 0-10 Years 11-15
1791 633
502 145

0.83 (0.70-0.99)

0.83 (0.70-0.99)
1.06 (1.00-1.12)

0.86 (0.71-1.04)
1.03 (0.97-1.09)

0.94 (0.77-1.15)
1.11 (1.02-1.20)

1.26 (0.90-1.75)

1.27 (0.91-1.76)
1.08 (0.96-1.21)

1.24 (0.89-1.74)
0.93 (0.84-1.04)

1.37 (0.95-1.96)
1.09 (0.92-1.28)
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Fnsaimsanswazagmsthlflimaendidin

MmN U ATz
HanzunIngounaialataznasadea (major
cardiovascular event) wﬁemnéuqamsﬁnm VADT ﬁ
157 made linuanuuanaedsiivedinyneana
iszwmimmmzﬁu1§1maimﬁammm%’mmﬁa
an HbAle aundnddi 7% fumsanauliszdy
HbAlc 04jfi 8-9% FauAnA 199N IBNURDUHIYDY
msdnzilulsznnsnguiferdui 10Twuhean
aﬁmﬁmﬂ'lé’ﬁ”umimm]mmm%’mmﬁmmﬁaﬂu
M3fanIzuNINFeuN1e e iaeaideAvendl
Hodfyneada Tufiforulanutud legacy effect
"l?ﬁwwamaqmﬁﬂmﬂmsﬁuﬁwmaadwﬁfmmﬁluiwz
nanlszina 3-5 Tusniufadanaszozenlumsan
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doriioana 107 usndanin 10Tudmatanasonls
uanaeufiunguiinughituan Yediiaaugs
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ogsuwnd: dun. sl WAnod
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Fadunmd: 0. gy Jozen gnigad

Diagnostician: concealed identity

fihenolneg 01y 65 3 Tagtiulilddsznenerdn giiduun
v Y
Tadaunsiyy Negilegiiu Jwdaunsdyy isenalne dymnalne
o Y < 2 A way ¥

amaumns Sullulsaneruaymasnsaliiunsed 2 dszialanin
9 Ay ~ A A gy
1o anante naznwszidiow irede laun
cc:  Wge §uaa 2 days PTA
PI: 1/n@ could do ADL

8 weeks PTA 11ae11/5ed1dnlsavmnu ilosninnzaz iy
A3

6 weeks PTA Uszina 2 dlanindannnaesnynuiviu
Lmummﬁmumaﬂ ﬂaanmaammu soumas lsnuiilsamenna
ﬁmmmwm Gl‘i’Ji]‘IN‘]JuWHaE‘TQ DTX = 551 mg%, ketone negative,
normal pH ‘VINTNW&JT]JWW?ZMQ;]Lﬂm’mﬁ]ﬂﬁn”llﬂu simple hyperglycemia
Whiheuoulsamenna 1 Su lasumssnuuilu RI subcutaneous
.. . . =t @ Y ° 3 T 2=
injection, IV hydration W l3anennaialila 37.8°C 1 a5s udauliliidnh
aueei v

@ v 9 Yo @

5 weeks PTA vaenavtnuly lasumsdsvenuimnu wie
v [l A
sty ldeglugig 280-350 me% nAINTL MIATIIAAAY

v Y

215N 15 INeAUNITY

VS: BT 38.5°C, BP 89/54 mmHg, PR 97/min, RR 24/min HalaDA
Hb 9.5 g/dL, WBC 8,500/mm’ (N 77%, L 8%), Plt 58,000/mm’ (baseline
31foUneU Hb 12.1 g/dL WBC 7,290/mm’ (N 50%, L30%), P1t 209,000/ mm’);
BUN 35 mg/dL, Cr 2.0 mg/dL, Na 136 mEq/L, K 4 mEq/L, C1 100 mEq/L,

Fa

HCO3 24 mEq/L 1asumssnuuiieadiiiu NSS 2 L loading, ceftriaxone
2 g IV OD msanathedesmitneansnnilsamenunagmasnsal

4 weeks PTA Nl5anemnagmasnsaiia lvladeg 42437.8-38.5°C
1 3 =K A 1= . Yo Vo
Frutudenasauaaea 1l organ specific symptoms lasu1snulu
Tsanenua

PE: an elderly Thai male, good conciousness well cooperation;

VS: BP 128/72 mmHg, PR 102/min full and regular, RR 18/min BT
38.1°C
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Heart and lungs normal

Abdomen: soft, not tender, no hepatosplenof

megaly
Lymph nodes: no lymphadenopathy

Neurological examination: grossly intact

waminsManeslfiams

CBC: Hb 9.4 ¢/dL, Het 28.6% (MCV 83.6 fL,
RDW 16.7%), WBC 7,290/mm’ (N 84%, L 5%), Pt
56,000/mm3, reticulocyte count 102,000/mm3, normo-
chromic normocytic anemia, microspherocyte 2+ Ferritin
1,483 ng/mL (23-336 ng/mL), serum iron 19.37 mg/dL
(55-160 pg/dL)

TIBC 204 mg/dL (250-350 mg/dL), Tsat9.31%
(20%-50%)

DCT: negative, ICT: negative

LDH 1,161 U/L

Serum B12 173.6 pg/mL (197-771 pg/ml),
folate 9.67 ng/mL (4.6-34.8 ng/mL)

TSH 0.581 ulU/ml (0.3-4.1 ulU/mL), FT4 0.89
ng/dL (0.8-1.8 ng/dL), FT3 <1.5 pg/mL (1.6-4 pg/mL)
Serum cortisol 24.7 (3.7-19.4 ug%)

BMA: mildly hypercellular marrow without
significant dysplasia

BMBx: normocellular trilinage bone marrow

Cellularity: cell : fat ratio = 60 : 40, myeloid :
erythroid ratio=1: 1

Erythroid: normal maturation, myeloid: normal
appearance

Megakaryocyte: appropriate for cellularity,
unremarkable morphology

Lymphoid and plasma cell : normal

No fibrosis and granuloma

BM cytogenetics: 46, XY

PCR for M. tuberculosis from BM: pending

Sputum AFB (induced by 3%NaCl): neg x 3,
PCR for M. tuberculosis: neg, C/S for TB: pending

H/C:NGx II

H/C for M. tuberculosis: no growth

H/C for fungus: no growth

Imagings

CXR PA upright:

Whole abdominal ultrasonogram: the liver
shows normal size contour and parenchymal echogenic-
ity. Several gall stones (up to 1.0 cm) and polyps (up to
0.4 cm) are demonstrated. Spleen, kidneys and pancreas
are unremarkable.

Chest computed tomogram (CT) with contrast:
multiple subcentimeter paraaortic, bilateral paratracheal,
right hilar and bilateral interlobar nodes, size up to 0.8
cm. Small amount of pericardial effusion is seen. No

discrete pulmonary nodule, peripheral small consolida-
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tion/atelectasis at anterior basal segment of RLL is seen.
Small amount of left pleural effusion. Prominent size of
spleen without space taking lesion is noted. There is a 1
cm splenule at anterior aspect.
lunouusn plan 11 whole abdominal CT
A a A A 4 T 2
1182 bronchoscopy LAY oW I MRG0 14 ATy
a 1 o Y Y aa o
voufasmasnyiazvenduuiy Innisiine
chronic fever of unknown etiology, B12 deficiency tla1ig
functional iron deficiency anemia 11820191 Coombs’s
[ Y Yo [ 4
negative ATHA 394A73¢ azlasun1ssnyiaie
o v { g
ceftriaxone 2 g 394 2 U uandauwilu cefdinir WU
o Yo 1
7 Su lasumssavuiu B12 1,000 mg IV weekly,
venofur 200 mg I'V drip in 4 hr then 1,000 mg I'V drip in
4 hr q weekly x 8 doses
o o Y @ Ay ¥
2 weeks PTA nasnnaviulldanedily
@ k4 @ a
38-39°C Tunanaay szAuANNIANAINDY 1AN
1 =< Y o Aa o o w Y a (=)
lifienssu devinatasdsedrivlamudna s
pIMIueunavINAialnd viseueulivndy
3 days PTA 11A539AAAIN0INMTANTIADN
Y
AS9 UWNEUIINA PCR for M. tuberculosis from bone
' 2 Y o <
marrow 31 positive suea1u i lsailu isoniazid 300
mg/d, rifampicin 600 mg/d, pyrazinamide 1,500 mg/d,
1 ay n Yq ¥ 4
ethambuthol 1,200 mg/d uaanalulalvauliniu
4 X I 1 = a 1 1
ilesnngthedigeoumas gramnssnezmuelilng
PR = [ an Y
2 days PTA gilrosuas hiAoowa ilugeun
Ed P '
Ju gravawnlsawena szraemalllsanenua
v, g Aa v o S a 3 & o
W1)281n3 1NUDU19VI MAIINTULDINITNT INIA)
= [ Y nm Y A k4
lifioimsnszaniauaie arlilamasnuedllaiula
(= Y o k3 I [ ~
Tifininiulimeaula exmsitluegiszana 1w
v A = 198 o = 1A
waadiemsienlugandiuiuszana 10 wii hidl
flaaiz 999132310 IAMIEI5INGIIAIDNBUHA
5 o ' v
W4 15n5U A329319Me A EIM4V1, BP 165/68 mmHg

= Yo . .
331A5Un3 intubation

noncontrast cranial CT: hypodensity lesion at
left temporal and bilateral frontal periventricular white
matters, bilateral frontal and parietal deep white matters,
left corona radiata and basal ganglion possibly infarction.
A 11 mm Hyperdense lesion at left frontal parasagittal
gyrus is seen. A 8 mm mixed hypo-isodense lesion at
right high frontal cortex with a tiny calcification.

Lumbar puncture: OP 13.5 cmH20, CP 12
cmH20 WBC 0/HPF RBC 18/HPF protein 51 g/dL
glucose 124.9/168 mg/dL, no organism on Gram and

Yo

AFB stains, negative PCR for M. tuberculosis lasums
@ 1< v Yo @ @

snulu meropenem “I/iﬁ\ﬂﬂillﬂ?iiﬂ‘bﬂ 13U TINTD

E4 1 Ay o J Yo

off endotracheal tube 1o uaAnnATIFunad auludall

J Y @ o

mmﬁmauﬂmmn waumniunammnu AU

A A X Y Y H wYY & Y o

ﬂﬁNﬂuW@GluﬂJunWﬂTuﬂﬂ'f]ﬂll’ﬂuhlﬂﬂﬁlﬁﬂuﬂﬂ iN}

A 1o W nm 1A A A 3 A A
mmsaﬂau“lﬁ"lumammhluumwmumumwmu

a S o 12 ] aa
Unanasanaiu qﬂﬂﬂ?ﬂ?imﬂﬁﬂﬁﬂﬁu thJJL‘Vi‘LJﬂWW
= A A
waau'lumaxazhmw'lmuwumwwaau nIonNanu

= nm Yo A 1 1 =)
wen liladunainfieimseeuusinsoli lifionns
Z (=Y 12 9 dy dy @
ynndu Widdn lidemswunienhndie dawe
k4 adg ' =< ldg = [
14181"1]]‘1@]!,@\1 iymmummmimu‘lmmu WVDUITNHI
Aoflsaneiagansal
v

“lmzmn'lmmﬂzxﬁau ninaalszuna
7 Alansu
Past history:

1) Essential hypertension 311 Welo 207nou
INNITATIVGUNIN fairly controlled, BP at OPD 140-
150/60-90 mmHg

2) Dyslipidaemia 31190810 20 AouINNT
ATIVFUNN

3) Type 2 diabetes mellitus without complica-
tions AHvRaLile 20 UNPUIINMITATIVGUAIN poorly
controlled, last HbA1C 8.8%
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4) Oldischemic stroke 378 eiiie 3 Tliou 1ndne
dysarthria 2-3 "ff'J’JIiJQ cranial magnetic resonance imaging
(MRI): several small old infarction in left caudate body,
left corona radiata and periventricular white matter of
left temporo-parietal lobes. Probably multiple small
subacute infarction or ischemic changes in deep and
periventricular white matter of bilateral frontal, temporal
and parietal lobe. A 8x8 mm well-defined central high
with low intensity rim on T2 at right superior frontal
gyrus with surrounding edema, possible to be infectious
process such as tuberculoma, cysticercosis, or neoplasm.
Mild narrowing bilateral supraclinoid ICAs. A 3 mm
outpouching lesion at supraclinoid ICA, pointing posterolat-
erally, possibly Infundibulum or aneurysm. Two small
high mucous retention cysts in bilateral ethmoid sinuses.
WMISIEIAG aspirin (ASA) 81 un./Ju us vigall
“ﬁNﬁfl thrombocytopenia

5) LUTS with urinary retention %ﬁﬂﬁﬂlﬁ@
1 i@eunou 1{i0991nil acute urinary retention Vaizog
Tulseaneruna ultrasonogram: enlarged prostate gland
size about 36.5 cm in volume iﬁmﬁnm retained
Foley’s catheter la1g tamsulosin (0.4) 1x1 po h
Current medications:

Atorvastatin (40) 1x1 po hs

Tamsulosin (0.4) 1x1 po hs

Folic acid (5) 1x1 po pc

Metformin (500) 2x2 po pc
Personal and social history:

Uil SRaugsuasquyns Ueslse5a
oan e eganaou nayulns Ufasilszia
contact TB
Family history:

Ufrasdszialsauziiwazlsalaiaoly
AT0UATI

Physical examination:

GA: an elderly Thai male, with drowsiness,
poor cooperation; BW 77 kg, Ht 170 cm, BMI 26.64 kg/m’

VS: BP 133/66 mmHg, PR 138/min full and
regular, RR 24/min (tachypnea), BT 38.2°C

Skin: no rash, no petechiae, no abnormal hy-
perpigmentation, no dry and coarse skin, no palpable
purpura

HEENT: moderately pale conjunctivae, anic-
teric sclerae, moderate atherosclerosis, A: V ratio 1: 3,
no exudate, no hemorrhage; no enlarged tonsils, thyroid
gland 15 g, JVP 3 cm above sternal angle, trachea in
midline position

Pulmonary system: equal breath sound, coarse
crepitation at both lungs more on the right lower lobe

CVS: pulse full equal 4 extremities, apical
impulse at fifth ICS MCL, no heave, no thrill, normal S1
S2, no S3 nor S4 gallop, no murmur

Abdomen: no superficial vein dilatation, no
distention, normoactive bowel sound, soft, not tender,
liver and spleen can’t be palpated, no sign of chronic
liver stigmata, liver span 8 cm, splenic dullness negative,
no CVA tenderness

Musculoskeletal: no pitting edema, no clubbing

Lymph node: no lymphadenopathy

Neurological examination:

Consciousness:
Level: E3M5V4, drowsiness, but response
to superficial pain purposefully
Content: can’t be evaluated in details due
to much confusion
CN:

Visual field: normal on threatening test
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Pupils 3 mm react to light both eyes

EOM: neutral position, move normally on
all directions

Fundus: sharp disc, no papilledema, pos-
itive retinal venous pulsation

No facial palsy, no dysarthria, no aphasia

Normal gag reflex, no uvula/tongue deviation

Motor:

Normal muscle volume, normal tone, no
muscle atrophy, power of at least grade IV at left side
but grade III at right side both flexor and extensor groups,
dorsiflexion response of both sides on Babinski reflex,
negative ankle clonus, 2+ DTR except 0 at ankle reflexes

Sensory: response to superficial pain of
both sides purposefully

Meningeal irritation signs: no neck stiff-
ness, negative Kernig’s sign

Cerebellum: can’t be evaluated, no truncal
ataxia
Laboratory investigation:

Hb 8.3 g/dL, Het 27.9% WBC 14,990/mm’
(N 80.0%, L 9.0%, M 9.0%, Eo 0%, B 0 %), platelet
82,000/mm’

- Direct Coombs’ test: negative, indirect
Coombs’ test: negative

-PT 15.7/11.3 sec, PTT 41.6/27.0 sec, INR 1.42

-TT 17.90 sec, TT ratio 1.14, euglobulin clot

lysis time: initial lysis > 120 sec, complete lysis >240 sec
- Fibrinogen (factor I): 2.03 mg/dL
- BUN 25 mg/dL, Cr 0.98 mg/dL, Na 139
mEq/L, K 4.0 mEq/L, Cl 107 mEq/L, HCO3 19 mEq/L
-Ca 8.3 mg/dL PO4 3.8 mg/dL Mg 1.05 mmol/L
-TB2.09mg/dL, DB 1.31 mg/dL, AST 34 U/L,
ALT 14 U/L, ALP 139 U/L, Alb 2.2 g/dL Glb 3.7 g/dL
- LDH 864 U/L
- UA: sp.gr. 1.025, pH 5.5, protein 2+, glucose
trace, numerous red cells/HPF, 30-50 white cells/HPF
-H/C:NGx 2
- Serum cryptococcal antigen: negative

- Anti HIV: negative

Imagings:

Chest X-ray

35d PTA| 33d PTA| 32d PTA| 31 d PTA| 30d PTA| 29d PTA| 24 d PTA| 23 d PTA
Hb 9.4 8.0 8.0 7.5 7.3 8.0 6.9 7.0
Hct 28.6 24.6 24.8 23.3 22.5 25.0 21.7 22.0
Pit 56,000 | 63,000 |58,000 |63,000 |70,000 |63,000 |99,000 122,000
Reticulocyte 88,000 102,000 151,000
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Noncontrast cranial CT: hypodensity lesion at
left temporal and bilateral frontal periventricular white
matters, bilateral frontal and parietal deep white matters,
left corona radiata and basal ganglion possibly infarction.
A 11 mm Hyperdense lesion at left frontal parasagittal
gyrus is seen. A 8 mm mixed hypo-isodense lesion at
right high frontal cortex with a tiny calcification

Clinical course 3z 31eiiuenTs ane 11 iaz
MITABIAI Fg3uTET on intubation 1194217
FUUIN ua:"lﬁ} meropenem, isoniazid, rifampin,
pyrazinamide, ethambutol L1¢ Levetiracetam FEUIN
weulsanenunadsiiligenaea @ummﬂﬁuq wud
13 ﬂlﬂﬁﬂ']ﬁu’f]LﬂiﬁWEﬂﬂ']a $1339NU decreased level of
consciousness, E2M5VT, no Roving eyes, pupils 2 mm
slightly reaction to light, gaze preference to the right, no
neck stiffness

Ul?%} FUN13N cranial CT “]?1 W slightly increase
in extension of extensive patchy asymmetrical confluent
hypodense lesions involving subcortical and deep white
matter of bilateral frontal, bilateral parietal, bilateral
temporal and left occipital lobes with pressure effect to
adjacent ventricles and without no definite enhancement.

Differential diagnosis included TB encephalopathy or

TB IRIS. Further investigation with MRI is suggested.
Unchanged of a well-defined hypodense lesion in the left
caudate body, probably old infarction.

Unchanged fluid in bilateral middle ear cavities
and bilateral mastoid air cells, probably bilateral otomas-
toiditis. Mild communicating hydrocephalus

Cranial MRI: multifoci and confluent areas of
abnormal restricted diffusion with petechial hemorrhag-
es and surround confluent T2W/FLAIR intensity involv-
ing subcortical and deep white matter of bilateral cerebral
hemispheres, body of corpus callosum, left caudate head,
bilateral posterior lentiform nuclei, posterior limb of
bilateral internal capsules, left sided paracentral pons,
bilateral cerebellar hemispheres, right middle cerebellar
peduncle, some part involving cortical grey of bilateral
precentral gyrus, together with faint patchy enhancement
in bilateral frontal lobes, bilateral parietal lobes and left

occipital lobes. Old lacunar infarction in body of left

caudate nucleus
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264 Clinicopathological conference YWIDYIA ﬁﬂid
a L)

FLAIR

DWI

LP: OP 22 cmH20, CP 19 cmH20 WBC 15/HPF (PMN 66.7% L 33.3 %) RBC 0/HPF protein 90.1 g/dL
glucose 132/280 mg/dL; no organism on Gram, AFB and India ink stains
1. What are the diagnostic investigations leading to diagnosis?

2. What is the most likely diagnosis?
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aniae
ﬁ).é»ﬂiﬂﬁ : Neurologist’s discussion

1u¢1'emu,ﬁﬂ%”uﬁiiqwmmm;wwmnmfmaﬂ
$19MENY good consciousness LLEAAII1 BINMTFUVD
auly fluctuation 3 focal seizure ﬁwqﬂ"lﬁ}gm !,l,@]'ﬁ
Tsewenraeny 3 consciousness Midell wuizeq
VYo level 1o CT WU multiple hypodensity lesion ﬁ
Left temporal and bilateral frontal periventricular area,
bilateral frontal and parietal deep white matter, left corona
radiata and basal ganglion Wa CSF study a5 liny
significant abnormalities G‘]d;ﬂ brain lesion 81113095110
1'%"@017‘;@@1 focal seizures 1A Iﬂﬂﬁj}ﬂﬁﬂ’h underlying
brain disease fi IiADIAY 1az0 1M FUAL] acute event
ontop U Infection, Inflammation %30 Infarction Lﬁil
Lﬁuﬁﬂﬁ}mnmﬂuumﬁu Llﬁzlﬁﬁlblé}%lﬂﬂWfI%ﬂBWa’Jﬂ
Meropenem 1 71 oIMmsAY Freaiueusesiions
ﬁﬁﬂ‘]&lﬂ!%ﬂlﬂ\? Fluctuation ﬂ1§§li’)ﬁ]i‘Nﬂ'lfJ1/l'Ni$1J1J
sz wu Tieaueaia level nag content awod)
response to pain, 1303 evidence V04 increase intracranial
pressure U papilledema %30 CN VI palsies ﬁvﬂu
false localizing sign, i sign Y89 upper motor neuron
17 weakness a1 198 1Az Wi meningeal
irritation sign

lﬁﬂ approach neurological Lﬁmi]mﬂull"lsl} Y 1;1:@
focal seizure 112 alteration of consciousness 39AAI
ﬂull‘lallijwaﬁﬁ’ﬁﬂ focal lesion ﬁnﬂu cortical lesion LIS
diffuse cerebral dysfunction Taglu é}‘ﬂ 831 ﬂid?l’ fAinda L%{E] N
VYD Supratentorial lesion 11NN Infratentorial lesion
IW312ATI WL brain stem 1182 cerebellar sign 128 1130
auli919921 subclinical seizure Miifula/1a uahiiing
113 work up Tuald5107 Taelusioiianaa diffuse
cortical-subcortical lesion 1 1ﬂﬁ 3 ﬂ‘l?i’mi] DEAY asymmetrical

involvement 111999103 focal seizure

aouAulilAsun35AYT Tuberculosis 910
evidence ﬁfl PCR for TB positive 910 bone marrow )
level of consciousness ﬁumﬂu'l%"émﬂm a1 gaze
preference to the right 19Uen I ﬁqaﬁﬁlmﬁum Left frontal
eye field il irritation ogaaea Andeaungidiull1a
N 1) i response Ao TB treatment, 2) 3 immune/
inflammatory process AadunEa0nNMs3nu ey 3)
i seizure fliindldsumasnagaaon

Differential diagnosis Glué}ﬂamwfj ﬁ!,’icjuhlﬂ
1&"14un 1) Immune/Inflammatory process, 2) Underlying
malignancy, 3) Infectious process: TB encephalopathy,
PML, 4) Vasculitic process, 5) toxic/metabolic from drug
induced white matter lesion, osmotic demyelination
syndrome “?Qé]j’f]ﬂ% imaging ¥em0 11/

CT brain non-contrast 3 diffuse hypodensity
lesion ﬁ involve white matter, asymmetrical Wudu
Twe) 1az MRI fins219Wu31i) diffuse haemorrhage 19
confluent white matter lesion Lﬂuﬁ'auﬁlmj naz i
supratentorial lesion 11NN infratentorial lesion

Iﬂﬂlﬁﬂfﬁqﬂﬂ?ﬂ%ﬂyﬁﬁgiﬁhﬂug'f] qaIuIT0
AnD4 Acute disseminated encephalomyelitis (ADEM)
‘ﬁfl/ﬂ Y encephalopathy 4181¢ multifocal demyelination,
ADEM variants 1§ ADEM mimics llmﬁquﬂ éﬁlﬁﬂ%m
immune mediated 1A89199ZAAANKAY infection Mli'%}
Taoluswininmsin hemorrhagic lesion ADUY1911N
el hiAoamidousiy typical ADEM 11a¢ ADEM
variants 'ﬁqmi}wﬂuﬁ'awm ADEM mimics ﬁlﬁﬂmﬂ
secondary cause é’u"lé’uﬁ Hemophagocytic syndrome
%30 intravascular lymphoma mnﬁqw Lﬁaﬁwmmu 1
systemic presentations ﬁuq 6IJENE"ﬂ“L‘lbl"lgl}, Differental
diagnosis fdi‘u@] laun Progressive multifocal
leukoencephalopathy (PML), intracerebral coagulopathy,
TB drugs induced leukoencephalopathy
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N IYIMANS

A a A ' 4 9
A8 Investigation 1NMIANNIz A w0l A
Y
definite diagnosis 1A Bone marrow, Skin, %30 brain

biopsy

8.UNVIEY : Hematologist’s discussion

Tundves Hematologist perspective {Iaumwm
vf_’g}ﬂaﬂiwﬁ"lé}ufi 1) prolonged fever for 6 months, 2)
Progressive alteration of consciousness with first episode
of seizure and asymmetrical generalized weakness, 3)
Persistent anemia and thrombocytopenia Lt 4) Prolonged
PT and aPTT with normal TT and fibrinogen level

mﬂmi‘ﬁlﬁ Prolonged PT and aPTT with
normal TT and fibrinogen level 481& degree U9 PT Lo
aPTT prolonged Wo¢) N ﬁ)zﬁﬂﬁqmm@;ﬁlﬁﬂmn DIC
mmﬁqﬂ LWﬁzﬁ}nﬂummqé’u 1Y Vitamin K
deficiency, liver disease Hnagdl degree Y94 PT prolonged
WA aPTT uazf’fmwmﬂu common pathway inhibitor
A23313523@ bleeding 11ABY A1MTVAUNGVDY DIC
Aoamaumaae bl

Anemia and thrombocytopenia MINNATUN
LA laboratory finding 92AND4 anemia of inflammation
118% thrombocytopenia 910 DIC wnndiiezAnaen
bone marrow involvement ﬁﬂ’ﬁ DERY neutropenia 39U
A otdlsAmu Glué}ﬂaﬂiwfrmﬂﬂsz%ﬁ fiSequeq
Prolonged fever i"an:]}’JfJ 3901992131 clinical clue ﬁ
ﬁ?ﬁﬂﬁﬁﬂﬁﬁﬂﬁﬂ Hemophagocytic syndrome

LNk ‘U!?mﬂlﬂﬂ Hemophagocytic syndrome
wilaunandng 3 0619 1aun 1) malignancy ngu
Lymphoma, 2) disseminated infection (U mycobacte-
rium, EBV infection {18 3) connective tissure disease
LU systemic autoimmune disease, systemic vasculitis
118% adult onset Still’s disease ﬂu‘f!lﬁ ADd lymphoma 130

systemic infection 3 ni qe

ﬂWﬂﬂl"lﬁ)’} pattern recognition ﬁﬂuhl“’laljwﬁj’lﬂ
prolonged fever, Suspected hemophagocytosis, CNS
involvement ﬁndJu extensive parenchymal lesion, i
hepatospleno-megaly H3osi gnificant lymphadenopathies
az i highly elevated LDH ilzﬁﬂ‘l?i'ﬁﬂﬁﬂ Intravascular
B-cell lymphoma 41 ﬂﬁ qa

2.28za : Radiologist’s discussion

MRI brain: WU Scatter and multifocal lesion
UTIIMUDI cerebral peduncle, bilateral cerebellar
hemisphere 41a1& left side pons, VI Supratentorial WU
ﬁJu extensive confluent white matter lesion (asymmetry)
ﬁdauiwaj involve U518 deep white matter VDINN
lobe ttaziUN9d mﬁ' involve subcortical lesion IagiNoy
%W:Jmﬂu hyperintensity lesion lu T2 FLAIR uag
Hyposignal intensity lesion Tu T1 uazll hypointensity
lesion U T2 FLAIR 1tz Hypersignal intensity lesion
TuT1ualuwgarea hlé]) in right frontal lobe, high frontal
lobes and temporal lobes 1azdl involvement ﬁ basal
ganglion l1@1¥ corpus callosum 5ﬂymzﬁmdm%’ﬂﬁﬁu
acute haemorrhage Mﬂ‘ﬁ'q @ Ine confirm Ay SWI, DWI,
ADC ﬁﬁﬂu Hyperintensity lesion TuDwI, Hypointensity
lesion T ADC uazﬁﬁ@wm contrast enhancement ﬁ
frontal lobe na12 Ao iqﬂ lesion ﬁwmﬁ]u multifocal
white matter lesion ‘ﬁﬁmm symmetry involve STERLY
supratentorial uawfﬁ"lﬁﬁu multiple haemorrhage 410
ﬁq‘ @ Differential diagnosis “l??]}!,l,ﬂ' 1) acute hemorrhagic
leukoencephalitis ‘ﬁlﬁﬂﬂm severe demyelination Q¥
hemorrhagic necrosis, 2) thrombotic microangiopathy ﬁ
1NA1N microocclusive disease mi”luswf:"laj typical
Lﬁﬁ]ﬂmﬂ involve deep white matter 11NN cortical LA
subcortical area, 3) atypical PRES G?QW“]J intracranial

haemorrhage & 17%, f7Uintravascular lymphoma B
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v
Lﬁ‘um],‘lﬂglj 99U TB ag toxic/metabolic lesion ﬁu'ln
A Y dy
mieulugieseil

9.UNVIEY : Bone marrow pathologist
PR = <

Tugil1831911910 bone marrow WY few

lymphoblast cell Laig i Hemophagocytic activity %4 lag
Y
1n@ Intravascular lymphoma UUIZWU bone marrow
. 9 =2 A .
involvement latlszunar 1% 39lintlan® official report
4
ﬂ%\illiﬂ%%@]i’]i}l]mwu ﬂﬁTﬂﬂﬂEﬁqﬂ 911 bone marrow
Yy &
Glu@‘ﬂaﬂiwu diagnosis Ao Lymphoma associated
9
A 9

Hemophagocytic lymphohistiocytosis Tus 1WWUNVBYA
9
@ ] I
NaruA9119211U Intravascular B-cell lymphoma 3410
ﬁq a lagan Study N13 diagnosis intravascular B-cell
lymphoma 779 diagnosis 910 Bone marrow aspiration
uag flow cytometry ERRERY yield > 90% Tagh yield
11NNI1N13711 Bone marrow biopsy ta¢ Random skin

biopsy

9.533N57 : Pathologists

Glu;iiﬂ’;sliwﬁlmﬂ random skin biopsy W11
epidermis 40g dermis 13i%i abnormal infiltration 1@ 11
blood vessel WU large lymphoma cell ‘Elgi azlu capillary
vessel EUBQ%L! subcutaneous fat AN large lymphoma
cell o io1imndonsod s Immunohistochemistry
WU cell Fanandouia CD20 Fajsweniudu B cell
ﬁai’fu Final diagnosis 30y Intravascular B-cell
lymphoma Iﬂﬁl‘ﬁl‘ﬂu Non germinal expressor LL8& double

expressor type
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EKG quiz

oUIF duaTEa*

Y = F% A ' A '
Iﬂﬂ')f]“lﬂﬂﬂ']q 40 ﬂ VIAYDINTLHUBDEY 1 !ﬂ@uﬂﬂuﬂl'ﬂiQWﬂﬁlu']ﬁ

Y 1
daui/awa 12-lead ECG ﬂJfJQQ‘]J’JEJﬂElN!ﬂuix‘U‘U

a 4 4 td a 3
* NINIBIDWYIANTAT AUSUNNIATAT JUNDINTUNHIING DY
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nay

12-lead ECG AV 13093 edunmnuid 1nd fe 25 . de il anwgavesnauliiinirludulam
WATTIU A 10 uN.AD | dadlad

ECG Hanwaiziiu Normal sinus rhythm rate 75 A%eoT MmnfinsandnsEienias wave form

P wave: i1 axis U@ 48 048 (0 — (1)75 939N UATIENYUZATIATY P mitrale 7D P wave duration
1 lead 11 > 120 msec c?aﬁﬁaiwﬁms delay conduction 11 left atrium TAg®19AAIA LA dilatation 11503 LA scar/fibrosis

PR interval: 1 12-lead ECG UHUTT PR interval fiduA1l523nas 120 msee 1o wononifudaiiy
IMilou slurred initial part Y93 QRS complex ﬂtgﬁﬂ delta wave ‘ﬁl%fﬂu Wolff-Parkinson-White syndrome minglu
lead IT, TIT, aVF 1182 V3 UATOFUNARD MIND delta wave 7t lead §aNa17 919AAINANL AT pseudo delta
wave Fanudluautnd wieeramydlun12 abnormal ventricular depolarization 1NAUMADUS 1TU hypertrophic
cardiomyopathy %30 infiltrative cardiomyopathy L“T]uéfu

QRS complex: ANy QRS complex Glusmflﬁu%muiﬁ high QRS amplitude “]d;ﬂl,%}ﬂig]}ﬁ‘U left ventricular
hypertrophy (S in V1 + R in V5/6 > 35 mm) uazifiudnuaiy Q wave 11 V6 fiun (<40 msee) ea@n fis1isendn
dagger Q wave éﬂﬂi’hﬁ initial force YD ventricular depolarization na1Ine septal depolarization (‘ﬁﬁmﬂ“]gf}? gl
a1 iy Q wave 7t V6, aVL) fiieiu Fa1j931i19250192 septal hypertrophy 1115110893112 left
ventricular hypertrophy Tus wﬁmmﬂumﬂm'sz hypertrophic cardiomyopathy ﬁﬁ asymmetrical septal hypertrophy
oMl V1 Suifi R wave ‘ﬁqm’hﬂﬂa FaRes1161891nn133 septal hypertrophy 15U 13007191 right
ventricular hypertrophy 'i";lmg]} wﬁyf]u”l,ﬁ’

ST segment/T wave: (MUAAYUL horizontal ST depression 11 lead IL, 111, aVF, V5-6 Ay deep T wave
inversion U lead V3-6 11ag IL II1, aVF gﬂhlﬂéjjﬂﬁlu qd;qmi!.ﬁu ST-T change Gluﬂiiﬁﬁfl QRS amplitude/morphol-
ogy Ainndl1 Tagmwiz T iam1aas s uiuRD main QRS vector $11515110590172 secondary ST-T change
wnew ualuauzMsaie1anedlinlsz e msvesdilie 12-lead ECG Vel H3onans19MeHi09
ifans o615 118N 1 myocardial ischemia pon &8 11as Yo dunadned1aiiufeai ST-T change
Glu’iwﬁlﬁ’ﬂ T wave ﬁﬁau%}nﬁﬂ (>5 mm) c’?@mﬂwﬁlumaz hypertrophic cardiomyopathy U102 apical
hypertrophy 'i"JJJa’JEJ

ﬂfﬂlniﬂﬂﬁﬁqﬂ%m 12-lead ECG uviuﬁﬁ ﬂ?’i}!,i 19Ny hypertrophic cardiomyopathy ﬁmﬁ]ﬁ asymmet-
rical septal hypertrophy (18 apical hypertrophy i'mﬁjaﬂmnﬁqﬂ ga&’m‘lé’%umadmsném 13U echocardiogram

odUFUMIIHIRBINLIAL

Suggest reading

1. Carlos A. Dumont, et al. Interpretation of electrocardiographic abnormalities in hypertrophic cardiomyopathy with cardiac magnetic resonance. European
Heart Journal (2006) 27, 17251731

2. Https://litfl.com/hypertrophic-cardiomyopathy-hcm-ecg-library/
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Spot diagnosis

aa a s
AU AINVINNA*

ada daa
AU HNEUNATH

9 ' a = v = 4
Atheanglneg 81g 38 1 e13ngninlssnuuuanes snoua

~ ' 2 A 4 A 2 (a o o A
NeIMsseumasN 3 e Augs1 quins 10V dgaslimlsziidion
ATIVINMINVINMIUAAIAIF

A3293 uMeTzUUOeglunaing

Hemoglobin 12.2 g/dL (13.0-17.0 g/dL), MCV 82 f1(80-100 f1)

Vv an w
adlvimsItiany

a a a 4 L4 o a o
* A1UIFINVINGT NIAIFIDYITATAT AUSUNNIAANT PWNAINTUNKIINGIAY
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[ imaegihe ]

maﬂfmmamha WU bluish pigment along the gingival line, erythema and edema of the gingiva

W‘]J'JEJT]E]L!NTE'Jﬂjiﬂaﬂ}lmulﬁuﬁlﬂ']ﬂllu']lﬁu Hil?mlﬁﬁﬂﬂ Wﬁﬁﬁﬂﬂﬂﬁﬂﬂmuﬂlﬂﬂ Burton’s line (lead
line) ﬁ@1ﬂ15@'ﬂu1‘v‘lﬁﬂ ﬂTJgTﬂﬂﬁmﬂ S'JllﬂUﬂigjﬂﬁMWﬁﬁgﬂ'f]ﬂ"lﬂﬂTiﬂ%ﬂu ﬂﬂﬁﬁ?ﬂi&’ﬂﬂﬁgﬂ'ﬂumﬂﬂ‘wu
blood lead level 93.81 pg/dL (<20 ug/dL) 39911ARY chronic lead poisoning

finazianeliifanaidsn1ns (imeversible) Avszuuman lus1ume azireansadngsumeldvae

9
@

an v o Y A 2 Y A A A o = A
Rhi} ‘V]\ﬁl'lﬂﬂ']jﬁllNﬁﬁ?ﬁ@]gﬂ’ﬂﬂﬂﬁi\i ‘Viiamﬂmumaam’lﬂmﬂ@uiﬂEJmiqsﬂﬂumaiuﬂizmummi‘ﬂﬂmﬂau
4y R ERS Y a o A o N y Y
nenN wymmum"lmﬂu 215219M vlﬂl,Lﬂ UUURYUNWAU (acute) LLAZLUVULT DT (chronic) %QLLU’]J?Y?I\?W‘]JH@U@E’J

@

, v o o do A A o A y A & & A 4 Y
ﬂ']'l!LagNﬂﬁmWUﬁﬂUﬂTiﬂiﬁﬂﬂUﬂ'I“ﬁWﬁﬁ'E]ﬁilWﬁﬂ1Jﬁ\?!L']ﬂﬁ@ﬂﬂﬂulﬂ@uﬂ'llﬂuﬂﬁ']u']uLll@@]gﬂﬂl"UTQ'ﬁ'Nﬂ'lﬂ

& o Lo o o A A ! 2 A Yy A M
fﬂzﬁgﬁﬂuﬂiz@mﬂuﬁaﬂ UDNIINUIITTINITDIUNVLUBDLYDA ) LU ﬁll@\‘]llﬂ LUALABDALIAN Y11 l%jﬂ’;&lwymm

dy v R v A 1o 1 1 = 3 d,; 1 a A 4 2)
!‘i’t‘)'ix’l"l]\nlﬂll@Wﬂ"l'ihllJm!WW IFUH DDUINAY NATUIUDDDULLI Iﬂ”ﬂﬂ"ﬂ]N IMINNITUUANDI FCUUTUNUTF 4191

a v A Y v 2’ a Y a a

91IMTUAAINIAINITINNU A 19U Burton’s line ABIAUAMIONIUIU VUIAAIN 1-2 HaAWATUUIKION

a aaa 1 o o Y] o i a 1 ~
annlnsesznigeznlueanuilszguesdamles (sulfurions) NNAINMTIRBTMOIABD NI IABLUATITY
] a a 1 1 Y g o
Tugearhn JuRaMIaLanYea lead sulfide VSNUTOEADIZHINUNIDAUAZHY 911391 Burtons’ line 921314

Ao VA M it - o A Y 1o o a
2IMIUAAINTUIIZADNHINALN NTIzaTanyoIMsuaasilulsanylavemindus 1o uadmsuiiy

o A o y . Y= 9 3) A A Yy 1 oA ' @

AzNUTO5IAWTONY Burton’s linelaiasooaz 80 o1msudasduiienanula laun woysesilndniey

(ulcerative stomatitis)”, IMIDABAEY (gingivitis) LHADSIUTNHAC

Yy A P 2 v {o o 9
Taoagy) gihenvazn Wulsaninmsiszneverdwuazdunadeuidingylulszmalneg gileers
Y 1o a @ 1o 1 1 1 A @ 1 1
ndwmsihidume eimsuaninaimis failisumnzdelse udenoiunnuaidoselsn nazyie
k4
aa o Ay Y
Tumsatanennziila

Y a

19NA1ID190

1. Mitra P, Sharma S, Purohit P, Sharma P. Clinical and molecular aspects of lead toxicity: An update. Critical Reviews in Clinical Laboratory Sciences.
28-54:506;2017.

2. Wani AL, Ara A, Usmani JA. Lead toxicity: a review. Interdiscip Toxical. 64-8:55;2015.

3. ten Bruggenkate CM, Lopes Cardozo E, Maaskant P, van der Waal I. Lead poisoning with pigmentation of the oral mucosa. Review of the literature and report
of a case. Oral Surg Oral Med Oral Pathol. 53-747:(5)39;1975.

4. Dummett CO. Colour changes in the oral mucosa. J Can Dent Assoc (Tor). 12-33:206;1967.

5. Youravong N, Teanpaisan R. The periodontal health of lead-exposed children living in a shipyard industrial area. Toxicol Ind Health. 66-31:459;2015.

6.  El-Said KF, EI-Ghamry AM, Mahdy NH, El-Bestawy NA. Chronic occupational exposure to lead and its impact on oral health. J Egypt Public Health Assoc.
66-83:451;2008.
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YA GUNTTUALH

ada Jaa
AU HNEUNATH

filese 1

9 1 = Yo aa o g . Yo @ .
A0 019 44 1) laumsataneiiu colon adenocarcinoma stage 11 TA5UN135n111AY cetuximab
o Yo {3 o ¢ 4 ' { A v o 1
900 mg IV #aalasuen cycle 0 1 1fluan 1 dai wolnuduuataqurnuesnusnuH vaedIuuL 1oz

v ' o & ¥ 1Ay ¥ v Ao =
UUIWBNFIUDU DINTAUANUDY MhJJJll‘U NIIVINMEY ('W']JN‘L!@Q:J"?J Nn1,2uas 3)

a a a 4 s o a 13
*AVIFINVINGT NIAIFI0YTAAAT AUSUNNIMTAAT JWNAINTUUNIINGIAY
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v =
Wi e 2
9 1 a 2 Yo aa o g . .
Hilenaagey 541 lagumsatisneilu advanced stage adenocarcinoma of the lung (exon 19 deletion)
Yo @ L. v Yo o L= I ' 43' A a Y a
lasumssnulae erlotinib 150 mg/d naslasuen 2 ﬁ‘l_]ﬂTﬂllﬁ]ML?J@LLG%@!MﬁuﬂﬁﬂluﬂﬂitﬁmiﬂﬁHW uasno U
v & Y A o Yo A A A @ A a Yy A o <
pmsnuantes luilly nasnlasve 2 weu AHANLTHAADN I ADAITULANVDIND E!‘L]’Jﬂ!ﬁull’t‘)”lﬂTiLﬂ‘]J
T & o Yo Yy A Yx &£ oy = Y o
VIVLAY NVWLAY Lag7 !ﬂ@uWﬁ\i"fnﬂ"lﬂi‘]JfJ'lIZJ"L]'Jfll,ﬁllzﬁﬂ'ﬂﬂluﬁ'lfJ'l'Jl!ﬁgsUuth!‘]Juﬁgl‘]JfJU AONAALANITUD
A529919ME (WURUAIY 01 4,5 182 6)

td aa o Yy 1)
ﬂﬂiﬂﬂ1i)uﬂﬂﬂﬁﬂ?ﬂﬂﬁﬁﬂﬂi1ﬂ
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[ maslihesied 1 ez 5189 2 ]

PRIDE syndrome (Papulopustular and/or paronychia, Regulatory abnormalities of hair, Itching, Dryness
IS 9 Yo ' 3 ]
due to Epidermal growth factor receptor inhibitors Syndrome) nJuwammﬁmmﬂms"lmumnqu EGFRIs %4111)9
! VoA A [ VoA
11l ﬂquﬁwﬁq monoclonal antibodies lALA cetuximab Liag panitumumab Qg ﬂquﬁa ®4 Tyrosine kinase inhibitors
[ Y Y o o
uy et Reversible laua erlotinib tay gefitinib UAZHUY Irreversible laun afatinib tazdacomitinib §1115V
a Y a @ < Z 4
TAUHANTAADINIITNNATUNINUI YU wuuaziaulu PRIDE syndrome HU 1499910 epidermal growth factor
' S Y o 4 ' y A
receptor (EGFR) HONDINIZWLOGLUIFAANLIS A FINUUUFAAD U 19U 158 d1001A1 (epithelial cells) 1ag
9
a o o - [ o Y a o
HIY U (keratinocytes) HAGIINHY (hair follicles) wad vy (sebocytes)(1 ) M56U69 EGFR M lvinanmsoniay
{ o ' v
N9de7za199 Tage1n13uaadved PRIDE syndrome 1/5enovlyade
LS S . Y RTI 0Y H oo v
ANNAYIIDANYINOY (papulopustular eruption) nula 45 -100% “lu@ﬂaﬂm"lﬂsum EGFRIs™ uninavia
Yo o o o =~ o o o 2 a A Ao =~
flﬂﬂllﬂ‘i‘ﬂt’ﬂ 1-2 dla 2INITUNTULIIN 3-4 duaw uazun%mu;ummmmﬂszmm 2-3 10U WUUNNUN
a 9 Y o o v 3 @ ] v a
vINnaluW MMaEHAIaINUY anyazue M ueNdQ§ 11 (monomorphous eruption) laiwuad (come-
v . Ay a A A & . ! s A VA o
dones) N15YDU stain LA culture mﬂwu"luwummm%a 19199913 sterile process mwmmmwmmmaﬂmuu
1a (sebaceous gland hyperplasia) & auimj&juﬁnaémmgﬂ;mu (folliculocentric) ﬁﬂymzwnﬁ' UI U (polymorphous
Y
eruption) Haz g (comedones) 1NAINTNT colonization VOO Propionibacterium acnes eI m515Uuny
A qu ¢ @ & o o o L . 59Y a1 & {Iw
TUI3 90N UIMNUNIN CTCAE? luvdn mM3snyIHanau clinical guideline®™ lan3 ugudsu mitloanuuan
v y X o
1az 19 1% clindamycin M1 %30 $11/52M1U doxycycline 100-200 mg/d AUAVAINTULT
< A Y . v W o a A J o s =
AMNLAVVD 130 VOUIAUDNAY (paronychia) Wula 12-16%" 1mssinmavuaauadlanyin 4 da 8
@ Ilﬂhu 1) & A a gI‘]S_JI A @ sl’y @ 1] o J )
UAINNITLIATUET " UNWUNUITNIUUIITIND NITINHUYNITNITIVUIECNIUINQY doxycycline

(1)

a a vy S| . .
AMzFunNAalnd (regulatory abnormalities of hair) nuladszana 50% "1 diffuse nonscarring

v ' a A o { v 4 A
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