APPENDIX |. CALCULATION OF ANTI-POVERTY SUBSIDY COSTS

Federal Earned Income Tax Credit (EITC) Program

The amount of the EITC is set by the IRS depending on income and family size. We used the
eligibility table on the web site of the Center for Budget Policy and Pricrities, based in
Washington D.C., to iook up the amount of the credit. http://www.cbpp.org/eic2000/benefits.ndf

California Healthy Families Program

The cost per child was calculated by dividing the amount of the 1989-2000 program budget
{$224.5 million) by the annual caseload {279,000 children).

L.A. County Indigent Health Care

The cost per indigent patient was calculated by estimating the amount of county funding for
health services for indigent patients and dividing it by the estimated number of indigent patients
served in that year. The county keeps records on the number of indigent adult patients
(248,215, or 45% of all adult patients, in 1997, the most recent year information is available.)
The county does not keep records on indigent children patients. We estimated this figure by
applying the percentage of adult patients who are indigent (45%) to the total number of children
(114,872 in 1996-97, the most recent year available.) We then added the aduit and children
indigent fotals to derive an indigent patient tolal of 345,907, To estimale the cost to the county
of serving indigent patients, we applied the percentage of patients who are indigent (45%) to the
total amount of county funding for health services operations in 1899-2000 ($345 million).
These calculations are likely to underestimate the cost to the taxpayer of serving indigent
patients, because they do not include state or federat funding for the county public health
system.

Section 8

The housing voucher is based on Fair Market Rents set by the U.S. Department of Housing and
Urban Deveiopment. The amount of the voucher is the difference between the Fair Market Rent
and 30% of family income.

Federal School Meals Program
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Air Pollution and Bronchitic Symptoms in Southern California Children with

Asthma
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The association of air.pollution with the [nevn]ence of chronic lower resplmmly traci symirams
among children with.a history of asthma or related sympioms. was examined in a cross-secdonal
study. Parents of a total of 3,676 fourth, seventh, and tenth graders from classrooms in 12 com-
munities in Senthern California completed questionnaires that characterized the children’s histo-
ties of respiratory. illness and assouiated risk Gcturs. Tlie prevalences of bronchitis, chronii
phlegm, and chroni¢ cough were investigared ameong, children with 2 bistory of asthma, wheeze
withaout diagnased -asthma, arid neither-wheeze nor asthima, Average ambient annual EXPOSLIE 0
ozone, particubate matter (PMp i PM, o € 10 pocand < 2.5 pnin aeradynamic diamiter,
respectively), acid vapor, and nitrogen dioxide (NO,)-was estimated frorh monitoting stafions in
each cemmunity. ['ésitive. associations berween - air pollution and bronchitis-and piﬂeam were
observed only among children with asthina.-As PM, increased across cormnuuities, there wis'a
corresponding increase in the risk per imerquarlilt' range of bronchitis [odds ratio (OR) 1.4719
pefm?; 95% confidence interval (CI), 1.1-1.8). Increased prevalence of phlegm was. sighificatdy
associated with increasing exposure to 4ll ambient pollatants except ozone. ‘The strongest associa-
tion was lor NOZ, based on'velative visk per interquartile range in the 12 conmmnunices (OR
27124 ppby CI, 1:4..5.3). The results sugpest that chiliren with a prior didgnosis of asthma are
pore likely o develop persistent lower respiratery: tract symptoms when txposed o ait pollution

*arer in. Southern Lalifornia, Key words: ait pollution, asthma, bronchitis, children; respiratory tract.
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The rofe of air pollution in the exacerbarion
of exising asthma has been studied and
debared {/-3). In ewulogic studies, the con-
cenrration of ambient particu]atc mateer with
aerodynamic diameter £ 10 pm (PM ), pri-

Tha Children’s Health § .ud} Is a popula-
tion -based investigation ol respiratory healih
in school children from 12 communitics in

Southern California with different mixes of
air pollutanes (1A We evaluared the eflect of

marily in combivation with higl sulfur diox-
tde ($O,) and sulfare particularc marter, has
been associated with increased hospitalization
for asthuna {4). As air pollutants, espeuaﬂy
0ZONC, iNCICase, emergency room visits for
asthima increase, acute symptoms and medica-
on ust wnoug asthinatic patients increase,
and peak expiratory How rate decreases (5-8),
There bas been little population-based
research examining the role of air pollulon in
causing bronchitis and associared chrenic res-
piratory symproms- cough and phlegm—in
children with asthma or wheeze. One swudy
showed an increase in prevalence of bronchiris
associated with pardeutate pollution among
children who had a history of wheezing or
asthuma (. I'he results did not (“isrir'gnish the
cffec of poliuton in children with wsihioa
“om the effect in children who had a history
ol wheezing bue not a diagnasis of asthma, dié-
fercnees thar could be imporanc in idendlying
the most susceprible populations for public
healch intervendons and for further studsy,

ambiene pollutants on the prevalence of bron-
chitis, chronic cough, and phlegm amang
potentially sensitive childeen in this seudy,
children wete divided into dies groups, based
on a history of asthma, a history of wheezing
but no asthma, and ne history of either asth-
tma o1 wheeee. Hisworic exposures in Souchern
California o ambicar ozone (O3}, "My, and
nifragen dioxide {MO,) have been aruong the

- highest in the United States £2, 31, making

this an ideal region for evalvaring hm]ﬂ
effeers. In addition, the mix of pollucnts
oifers the opportuaity to cxamine the impact
of high particulate expostire on respiratory
morhidity in the absence of the high anbient
concencrations of 5O, and SO, -dertved par-
ticulate sulfates characterisric of air poliurion
in che eastern United States.

Methods

The quasi-factodial, cross-sectonal study
design, haalth ontcome evaluarion, and expa-
sure assessinenl lave been deseribed previousty

Envirormertal Heallh Perspeciives - Walurma 107 Number 9, Sepiemier i 999

(10). Beiefly, u towl of 3,670 children partici
nated (approximatcly 130 fourth graders, 75
seventh graders; and 75 renth graders in each
of 12 primarily suburban communities).
These children were from primarily middle
class public schoal classrooms selecred based
on historical measurements of air quality,
demographic similarities, and a cooperative
school disrricr. In early 1994, a parent of cach
study subject provided written informed con-
sent and complered 2 written questionnalre
that characrerized the child's history of respi-
ratory llness and its assoctased risk facrors.
Principal sutcomes of lnterest included ) one
ot more episodes of bronchitis (defined by the
question “How many tmes in the past 12
monzhs did your chitd have bronchitis?”) and
the followiing syipioms associared witl bmn-
chirts; & chronic cough (defined by a “ves”
answer to the question “During the past 12
months, has this child had a congh first thing

in the morning that lased for e long us 3
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menths in a row?” or to the question “During
the past 12 months, has this child had a
couph at other fimes of the day that lasted for
as much 25 3 moudss in a row?”); o chronic
phlegm (defined by a “yes” answer to the
question “Other than with colds, dees this
child wsually seem congested In the chest or
bring up phlegm?”).

‘The associarion of uir pollution with these
symproms was cxamined in children with )
asthma [defined by a “yes” answer to the ques-
tion “Hus a doctor ever diagnosed chis child as
having asthma?™}; A} wheere (defined by a
“yes” answer to the guestion "Has your child’s
chest ever sounded wheezy or whistling,
including rimes when he or she had o cold?),
exclusive of those children with asthma; and &
no history uf asthuna o of wheezing,

Children with questionnaire responses of
“don't know™ to asthma or wheeze or with
missing values were excluded from the analy-
sis, leaving-493 children with asthma, 653
with wheeze, and 2,211 with neither, The 12
communities were syseeinatically selected o
wiaximize the range of cxposures and ro
obrain a varicry of profiles of mixes of criveria
air paflnrants measured in Soulhern
California (I6). Using 1994 data from air
monitering instruments inscalied for the
study, ambient exposure was estimated in
each of the 12 communiies for yearly average
daily masimun 1-hr ozone concentration
(mean 63.6 ppb; range 35.5-97.3 pph), aver-
age 24-hr NOQ concentration (meaix 21.9
ppbs range 2.7--42.6 ppl), average 24-hr
PM |, concentrations {mean 34.8 pg/m™:
range 13.0-70.7 pg/m?), yearly mean 2-week
averaged particulate marter < 2.5 pm i acro-
dynamic diameter (PM, . mean 153 pg/m?;
range B.7-31.5 pg/m?}, and yearly mean 2-
week averaged gaseous acid {njtric and
hydmchlnrir_; mean 29 ppb; range 1.0-5.0
ppb). Exposutes wo particelare air pollution,
NQ,, and acid were highly correlated (Table
1. In addirion, we estimated expasure w
ozone and NQ, for 1992 {the vear before the
collection of symprom prevalence informa-
tian) from dara collecred by che ngwest sia-
tion of the Swte of California South Coast
Adr Quality Monitoring Dhsrrter.

Analysis. The relationships between alr
pollution and the prevalence of hronchiris

Table 3. Coirefations of pollutants across 12 com-
munities.

PM,,  NO,  Dzone  Acid  PM,,

PM, 100

ND, 074 100
Ozona 0137 733 192

Anid 1154 oA ngg* HAIY

PNy, 080T AR 050 071t 1

Abbreviatinns, MO, iragen diexide; PM, ., parculate
matter < 2.3 umi i agrodynariic diamester; PM e vy
late wiler = 10 pm in aerodynamic dismeter,

*pe B0,
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and phlegm were examined in each subgroup
(children with asthma, wheeze only, and nei-
thet wheeze nor asthma) by using a ewo-stage
modeling strategy that has been described in
derail (10). Briefly, a logistic regression
model was fiteed in the first stage [or & symp-
tom within each subgroup as a function of
conunuaity-specific intereepts, o, whete 7 =
I, vy 12, and personal covarias (age, sex,
race, schoal grade, and membership in 2
health insurance plan}. The adjusied com-
munity-specific intercepts and prevalence
rates are telated by P = &1 + /. In the
second stage, these intercept wrms represcnt-
ing the logit ol the community-specific
prevalence rates (P 7= 1, .., 12), adjusted
for personal covatiates, were regressed on
cach communicy-specific ambicnr pollutant
level by using a simple linear “ecologic”
regression, Lo, logit o, = 0+ B.Z, where 7,
denotes the ambient pollurion level for comi-
munity 7 Thus, [} can be interpreted as dhe
log odds ratio {per interquardile changz) for
each pollutant, adjusted for personal charac-
reristics, Fhe results from the models are pre-
sented w5 udds rarios {ORs), along with cheir
95% confidence intervals (Cls). Picrorial
depiction of the resules are presented using
the prevalence scale for case of interpretation.
Addidional potential eonfounders reported on
the questionnaire and alsu considered includ-
ed mildew, gas stove use or cockroaches in
the child’s Lume, current passive exposure 1o
tobacuo smoke (anyone who lived and rcgu-
larly smoked inside che home), carper in the
child’s bedroowm, one or mare pers, low

Table 2. Distributivn of bronchitic symptoms, demo
and asthma,

parent or guardian education (grade 12 «
less), and a large houschold (mere than .
children under 18 years of uge in the home
A T0% ar greater change in B, due to add]
tion of any onc of these variables, wus used a
a criterion for confounding,

Results

Compared w children with 2 history o
neither wheezing nor asthma, children wirk
whezze and childten with asthma were mu
more likely to have bronchitis or relarec
symproms (Table 7). Children with asthm;
also were more likely to be boys, to huv
health insurance, and to repore mildew o)
pets in the home, and were less likely to have
parents with low educational achieventent.
For children with asthma, all pelluranc
EXCCpt OzOne wert positively wssociated with
the risk of branchitis, although the associu-
tion was strongest for particulate pollutants
{OR= 1.4 per iaterquartile range for hoth
particle indices) and was statistically signili-
cant for PM, (Table 3). I'here was a strongy
positive association berween phlegm and
ambient particulates and NGO, and a slightly
wealeer, but also significant, assaciation with
acid pollutants. There was 2 modest positive,
but not significant, assuciarion berween
cotigh and M, ., NO,, and acid. There was
A6 assuciation berween air pollution and
prevalence of bronchiris or assoviated symp-
toms among children with a histary of
wheezing {withour asthma), Among children
with neither wheeze nor asthma, thers wag a
weak inverse association between bronchisis

graphic and ather characteristics by history of wheeze

Asthma? Wheee? Mo wheaze/no asthma?
[m=493) {=653} tn=2211)

Outzomes

Brunghicis 154142 6 147123.3} 17 (54

Phlegm 122 (287} B6 {13 8] 03 4.4

Cough - BI(16.4) B3 (9.8) 44 {35
Atis 215 (56.0) 05 04RT) 1,043 448.3)
Raca/ethnicity

White 324168.9) 42072 3) 1,335 064.0)

Black 12168 1H{3.0) 108 (5.3

Asian 1743.8) 1312.2) 116 (5.6)

Other 88 119,56} 12715 418{24.2)
Grade :

Friarrh 279 (45.5) 33551.3) 1,102 [44.8)

Ravanth 13 126.4) 81247 S8 [26.2)

Terth 134127 2 157 124.0) 529234
Insuranse 43519041 485 187.7} 1,766 142.3)
Taw narental eduzaiion, 147 (3911 2133 BOB 38
“Age [masn « S0} 17d225 12225 123120
Large honseroid 211 (41.4] ZiY (L2 B 989 [49.7}
Sedroom carpet AR (37 4] a5¢ [B0.6) 1,839 (88,4
Mildew 1727370 2132 544 (25.3)
Lackroachas 4719.5) 75115 242111.0)
Fets 4073161 7} 40182 7] 1666 (7.4}
Gas siove 12 A0 4] 522113 1718479.2]
Fussve smoke 124177 157 (245 4274187

S0, standard daviation Yalues shown are numbnr {pereent) exsegt whers indicated.
*Rased on numbar respanding pestively for each variablefidel number variatians in total numasr sre due w missing

valugs and "da't know™ answers,
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and pollution, which was murginally signifi-
cant for particulare pollutants,

The strongest associations observed,
berween PM| |, exposure and bronchitis and
berween NO, exposure and phlepm in the
12 cornmunities, are presented in Figures 1
and 2 for children with asthma {and for
camparisan for children with neither asthma
nor wheeze). For ease of interpreration, the
froures are plotted using prevalence iates.
‘Throughont the range of exposurc 1o PM,,
and NO.?, across the [2 communirties, there
was 1creasing prevaience of bronchitis (=
= 0.44; p = 0.02} and phlegm (R - 054, p=
0.006}, respectively. Valid estimates of com-
munity-specific pollutant concentrations
were available only for NO, (11 of 12 com-
muunities} and for ozone from exiscing ais
monitoring stations [or 1992 {the full year
most closely cortesponding to the reported
sytiplorms). Mean exposure estimates and
interquattile ranges for both pollutants and
the rank order of communities were vesy
similar to those for 1994, which were used in
the resubts presented above. The associations
among children with asthma between these
pollutants and bronchiric symproms were
also similar for both years.

There was = small increase in the associa-
tion of all pollutants with phlegm after
adinsting for reported mildew in the houses
of children with asthma. Ocherwise, the
observed pattern of associations amang asth-
matic children did not change subscandally
afrer adjusting for additional potential con-
founding variables. The risk of chronic
phlegm amony gitls was more than double

the risk for boys for particulates, NQ,, and
acid, but this difference berween scxes was
not staristically significant. Similar effect
madification by scx was not ubserved for
bronchiris and could not be evaluated for
chronic cough Lecause there were roo few
children reporting chronic cough o deter
mine 2 maximum likelihood estimarc in the
first stage model.

Discussion

Among children with wsthma in this seudy,
increased partieutate air pollurion was associ-
atedd with significantly increased prevalence of
chtonic phlegm production and with bron-
chitis. There also was a strong association of
NGO, and gaseous acid with increased phlegm
prevalence and a mudest und nonsiguilicant
association of NO, with increased prevalence
of bronchitis. No significanr associations
werz found between air pollution and chron-
ic eough, bur power to assess this reladonship
was limired by the small number of children
with cough. The increased prevalence of
branchizis observed among children with
asthrma is consistent with the known overlap
between the two conditions (77,72, In the
context of this pvestigation, bronchids and
rclated chronic symproms may represent
exacerhation of asthma by air pellution
ratlier than conditions thar can be separated
from astiina. Alternacively, the results may
have reflected the persistent respiraiory syunp-
oms reported among asthmatc children with
viral infectinns in crmmunities with air pollu-
tion, especially NO, (£3). Because of the high
correlation of particulate air polludon, NO.,

Tahle 3. Rick of bronchitis, phlegm; and cough by air pollutant concentration® amang childran with a histary

of asthma, wheerze, and naither asthma nat wheeze.

Asthma Whaaze/na asthma No wheeze/ng asthma
OR a QR Cl OR it
Bronchitis {n=154/473}¢ {m= 147/R30}F n=117/2,162)%
PR, 14 11-18 09 0713 07 0.4-10
M 1.4 05323 0a 1554 0.5 2.3-1.0
N, 1.3 08-22 na 1674 0.6 0417
Ozone 1.0 G617 1 L7-186 0.3 D4-1.8
Acid 1.1 D18 na 07-18 2.9 Us-10
Phlegm {n=122/475)0 In = 86/525)¢ {n-93/2,092}¢
PMyg 21 14-33 0.3 nG6-14 2.8 Ue-13
PM, - 78 12-54 o 06-13 8 Ud-1h
NO, 27 14-53 0 06-18 i1 Uh-118
Czane 12 0.5-31 0k 0514 .8 051k
Acid " 13 1.0-38 na 0.6-14 11 0718
Cough ' (0= Ba/491)0 [n=63/6441" (1= 842,180
PV, 11 na-1.7 7 15-14 0.4 G712
PM, 13 Q7-22 1 15-18 0.4 [B-1.3
NDZ' i.g q8-27 3 9727 (O R 12
Ozung 11 a0-70 7 1h-143 R 0613
At T4 0871 0 HE 0% 07-13
AbBreviaticns: G, 95% confidence intarval; NO,, nitrogen dioxide; OR, odds ratio, PM.p, parwulite matter <210 pm in

aerodynamic diamater; PM, ,, particulate matter <2.5 pi in anrndynamic diamatar.

aprevelence DRs were calcuiated pre witerauartile rangs of yearly mean exposure for each gafiutant [daily peak ozuer,
32 ppb, daily averaga PM,, 19 ug/m’; daily average NO,, 26 pob; 2 wunk average PM, o 15 #gim® and acid (1.8 ppb of
HCl« HNDE. measured on & mole basigtl, All models wore adjisted far aga, sex, race, school grade, ard membershipin a
health insurance plan. PNumber respunding positively for aach outcomedtotal in stratum; total varies by ouleume
beceuse of varialle “don't know® responsas ar missing values fwnich were crcluded).
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and acid (Table 1), it was not pessible to dis-
tinguish which of these pollurants was more
likely to be responsible for the observed
effecrs.

Physician-diagnosed asthma and the
ouccomes of interest, although relatively
imprecise end points with somewhat limited
reliability (74), have been widely used in
epidemiologic studies of children, and
physician-diagnosed asthma has been found
to reflect what plisicians acrually reporred
to patients, at least in adules (73, Tn this
study, clildren wich reports of physician-diag-
nosed asthma were uniyuely sensitive to air
poilution in Southern California. Children
with & history of whenzing bit withour physi-
clan-diagnosed asthma are an even more het-
erogenenus proup, which includes children
with undiagnosed asthma, with wheezing ill-
ness in tnfancy and eatly bife associared with
respiratory infections, or with small woways
{16), in addirion ro 4 farge numbcr of other
wheezing conditions that must be exclded
hefore the diapnosis of asthma can be made
{12). In this study, althouch air polludon was
not associated with chronic symproms among,
children with wheeze, thers was no inverse
relationship berween air polludon wid Lron:
chixis, as was ohserved for children withour
wheese (Table 33, an association that may
reflecr underlying unadjusted confounding
by unmeasurcd covariates in the study com-
muairies. It is passible that more accurate

BE oo e g SRS
" ® Asthma I
& Mo lirna or wha Bze
5

Adjusted bronchitis prevalence [%;

o 0 w6 8
PMyg (g/m®

Figure 1. Particulate mattor and bronchitis. PM,

particutate mattar < 10 um in aerodynamic diameter.
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classificarion of individuals based on objective
hallmarks of asthma, such as aropy or
bronchial hyperreactivity, would strengihien
the observed assoctations. Individuals with
greater alrway lability, for example, have been
found to be more responsive acurely tw air
pollution, reg.‘ird|ess of asthma dingnnsis (7.

There have been [ew other population:
hased stidies of air pollution and provalence
of chronic tesplratory spmptoms ameng chil-
dren with asthma. In the Six Cites Study.
Dockery et al. (4 reparted an assoctation
between exposure 1o particuiate naceer < 13
pm in diamerer and the prevalence of bron-
chitis among children with wheeze or asta-
ma T that study, an associarion with NO,
was not reported. Qur results differed from
those of Dockery et al {78) in rheir study of
children in 24 Norh American cities; they
reported thar an obscrved positive assaclation
of bronchiris prevalence wirh particle strong
acidity i the overall pupulaton of children
was not significantly different among <lil-
dren with zsthma, Their resules were heavily
uifluenced by easrern cities. I Southern
California ambient particuface matter s rela-
tively fow in sulfares, and our resules suggest
thar the increased risk among asthmatic chil-
dren of lower respirarnry symptoms associar-
cd with particulate expoyures does nor
depend on the presence of SO, and 5Q,-
derived sulfares, which are characreriseic of air
pollution in the eastern Uniced Srares.

Our results are consistent with previous
studics that demonsmate acure exacerbation of
childhood asthma by ambieat M, pollu-
tivn (unconfounded by exposure o other cri-
reria polluanes) {19-21). In chamber siudies,
Hachney et al. {22} found that patienes with
astluna developed lower respiratory symproms
on exposure v high concentradons of fine
sulfuric acid zerosol (but not 10 concentra-
tions nearer to ambient exposures}. The cele-
varice of these results is unclear for Southern
California, whers acid ar pullution is poama-
ly gaseous nitric acid detived From NO.,. A
subset of asthmaties has been repored o have
consistent acute decrements in lung funcion
in response to exposures to NO, (23).
However, other studies have not consiscently
demonstrated acute exacerbacion of symp-
toms among asthmatics exposed to acid
acrpsols {3} or among asthinaties acutely or
chronically exposed vo NO, {as 2 resule of
indoor gas swoves and space heaters or ambi-
i air polludon) (<),

Tha ahsence of an observed asseciation in
this study berween ozone and prevalence of
chronic symptoms ameng children with asth-
ma s not entirely cansistent with smidies of
acute effects of exposute to srone polindon.
Frmergency room visits for asthma {5,6) and
acuce syinpioms o panels of children with
asthma (78), including childeen In Seouthern
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California (24,25}, have been associued with
azone exposure. However, some experimental
chamber studies suggest that asthuacic volun-
teers, i the absence of intensc cxercise, may
not he more sensirive to ozone than subjects
without asthma (4}, In addition, scute exacer-
bation of asthma by ozone does not necessari-
ly mean that chronic bronchitic symptoms
must result from chronic cxposure.
Atcennarion by repeated exposure of the acute
respunse o vzone has been observed (3). In
the Six Cities S{ud)r, no assnclation was
observed herween ozone and prevalence of
Lronchitis amony cnildren with wheeze (9.

There were several limitations to onr
study, including the use of 1994 exposure
mlwmatiote w evaluate the relationship wich
symptoms carrespending ro the 12 months
befare the questionnaire was completed in
early 1993, However, a comparisen of meca-
sured cxposures in 1994 with estimated expo-
sures in 1992, based an NOQ, and czone mea-
sueed ul exdsting MIGTHIOLINg StAUONs, SUggests
thas ambtant cxposures and cffcers were very
similar in both years. The misclasstfication of
personal exposure based on community mon-
ors 15 likely to result in underssimation of a
truc association. Errer alse is likely in repore-
ing bronchiris and phlegm, bue this bias alse
might be expected 10 dumpen e observed
relationship berween air poilution and a true
effect. Finaily, cxposure to pollutants could be
assnciztad independently with che prevalence
of asthma and of broodicls, producing con-
founding. However, in these data there was
no association between bronchitis and pollu
tion, except in the population with asthuna; in
previous walyses we have demonstrated thar
air pollution was nor agsociated with asthrna
prevalence (I

‘T'he results of this study indicate that chil-
dren wich asthma are especially sensitive o
the effeers of air poliation in Southern
Californta. Prospecrive follow up of this
cohort of children, who ure being resramined
yearly, will Idenrify the onser of new symp-
touns indicative of asthma activity in relacion
10 exposure to criteriz pollutants, Year-to-year
varigbility in the mix of paliuranss associared
with symptoms may peanic e evaluation of
the contribution of individual polluranes.
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L.A., Inglewood Agree on Airport Noise, Traffic Issues

" Accord: LAX won't block any lawsuits by soundproofed homes' accupants.
Century Boulevard upgrade planned.

By: DOUGLAS P. SHUIT
TIMES STAFF WRITER

City officials from Los Angeles and Inglewood reached an agreement Tuesday on
a controversial plan designed to address noise, traffic and other environmental
concerns stemming from growth at Los Angeles International Airport.

~ The agreement, marking a milestone in a long-running fight between the airport
administration and residents of the city on the eastern boundary of LAX, covers
soundproofing of homes, a $10-million upgrading of Century Boulevard and
efforts to reduce air pollution.

The agrecment was forged during a series of closed-door meetings over a period
of' months by representatives of both cities.

The Los Angeles Board of Airport Commissioners approved the agreement during
a closed-door session Tuesdzy, then ratified it in an open meeting. Hours later, it
was approved on a 3-1 vote by the Inglewood City Council.

Lydia H. Kennard, exccutive director of Los Angeles World Airports, the city
agency that operates LAX, said the agreement signaled “a great partnership”
between Inglewood and the airport. She said the accord was about being "a good
neighbor” and “has nothing to do" with the long-range master plan released by the
airport last month.

But critics of airport expansion say the agreement is clearly designed to pave the
way to approval of the LAX master plan,

Rep. Maxine Waters (D-Los Angeles), in a letier faxed Tuesday to the Inglewood
- City Council, said she was adamantly opposed to the agreement. She called it "a
cynical attempt to make it appear that the concerns raised regarding the expansion
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of Los Angeles International Airport will be corrected and LAX expansion will be
acceptable to the community. This is certainly not true."

Inglewood Councilwoman Judy Dunlap, who cast the lone vote against the
agreement, said approval of the memorandum "is a tacit approval of airport
expansion regardless of what it appears to be on its face.” She complained about
the secrecy surrounding approval of the agreement, which she said was kept from
the public uniil afier the vote.

Inglewood City Administrator Joseph T. Rouzan Jr. said a key part of the
memorandum involved an agreement by LAX to suspend a requirement that
Inglewood residents waive their legal rights to sue the airport if their homes were
soundproofed. More than 11,000 homes qualify for soundproofing, at an average
cost of about $25,000 a home.

The legal waivers are a hot-button issue in Inglewood. Residents complain that
they should not be required to sign away their legal rights in order to soundproof
their homes.

Rouzan said the agreement does not address the LAX expansion plan. "All we are
talking about is giving our people relief from the noise and pollution from the
airport and getting money to fix up our homes," he said.

LAX also agreed to spend up to $10 million to soundproof homes that otherwise
would not qualify, to launch new night-flight studies and to expand studies of the

-~ air quality near LAX. The airport also pledged to set up a program to create more
jobs for Inglewood residents.

Descriptors: Los Angeles International Airport, Los Angeles - Development and
Redevelopment, Inglewood (Ca) - Development And Redevelopment, Airport
Noise, Traffic, Soundproofing, Airports - Los Angeles, Community Relations

_ Copyright 2001 Los Angeles Times. May not be reproduced or retransmitted without permissi
=2 Click for permission to reprint (PRCH 1.528.Alt01_10461)
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EXECUTIVE SUMMARY

Pedestrian accidents are a significant public health problem in California and are
one of the leading causes of fatal and hospitalized injuries for children
statewide. Pedestrian fatalities alone accounted for nearly 20 percent of all
traffic-related deaths in the state, even though only eight percent of all trips are
made on foot. The number of pedestrians killed as a percentage of total traffic
fatalities ranged as high as 26 percent in Sacramento County, 30 percent in Los
Angeles County, and 54 percent in San Francisco County (Table 2).

According to an analysis of 1999 data, pedestrian accidents cost California
nearly $4 billion in lost economic productivity, medical expenses and pain and
suffering (Table 6). Yet California spends less than one percent of its federal
transportation funds on pedestrian safety, less than any other state in the
nation. Ironically, the most visible effort statewide related to pedestrians has
been the highly controversial removal of crosswalks under the guise of
improved safety.

THE PROBLEM

An analysis of statewide data collected by the Department of California Highway
Patrol shows that in 1999, at least 688 pedestrians died and another 14,346
were injured on California’s streets. Los Angeles County experienced by far the
greatest number of pedestrian fatalities and injuries - 203 pedestrian deaths
and 5,377 injuries represent more than a third of all pedestrian fatalities and
injuries in the state. But Los Angeles is also California’s most populous county,
and if the rankings are adjusted to reflect population, San Francisco ranks as
having per person the highest incidence of pedestrian fatalities and deaths.
However, more people walk in San Francisco than in any other California city
because there is a mix of residential, retail and other land uses within walking
distance, population and development patterns are dense, and public transit is
convenient. Therefore, any real measure of the relative danger facing
pedestrians must factor in the amount of walking, or “exposure,” that occurs in
each location.

These factors are all incorporated in a “pedestrian danger index,” arrived at by
dividing the number of fatalities and injuries in each county by papulation, and
then dividing that number by the county's “exposure index," or overall levels of



pedestrian activity. This number is then adjusted 1o a relative scale from 1 to
100, with 100 being the most dangerous.

Using the pedestrian danger index, Sacramento County ranks as the most
dangerous county for pedestrians in California in 1999, followed by Contra
Costa, Los Angeles, Santa Clara and San Mateo (Table 1). This is the first time
Sacramento County has ranked most dangerous since our survey began in 1996.
Ventura County ranks in the top 10 for the first time since 1996, and San
Francisco, S5an joaquin and Tulare counties all climbed in the rankings. While Los
Angeles County dropped from first to third, the number of fatalities actually
increased from 200 to 203, and the drop in the rankings had more to do with
the fact that the number of fatalities increased more sharply in other counties.
The ranking shows that counties in Southern California, the Silicon Valley and
the Central Valley are among the most dangerous in the state.

As alarming as these figures are they may not fully measure the danger to
pedestrians because it’s been estimated that injuries are underreported by as
much as 56 percent. Police often do not report collisions that result in
emergency room treatment but not hospitalization, and don’t report collisions
that occur on private property, or in alleys or driveways. These are the locations
where many accidents involving the youngest children occur, it is important to
note that pedestrian injuries account for two-thirds of all severe traffic-related
injuries among children, and that the probability of a child dying or becoming
severely disabled exceeds that of all other causes of childhood illness. The
elderly are also two to four times more likely to die when struck.

As with automobile fatalities, the total number of pedestrian deaths has
dropped slightly in the last few years. However, while the amount of driving is
increasing, statistics show that the amount of walking is declining. This may
mean that while driving is getting safer, walking is getting more dangerous. The
sharp decline in walking has coincided with significant increases in obesity and
inactivity among the general population. These trends have so alarmed health
officials that they have joined with pedestrian advocates in calling for policies
and investments that make communities safer and more walkable.

THE VICTIMS



An analysis of the most recent statewide hospitalization data (a smaller but
more detailed database that records race and ethnicity information) shows that
Latinos and African Americans were more likely to be injured relative to their
share of California’s overall population. While 30 percent of the population of
California is Latino, 37 percent of all hospitalized pedestrian fatalities and
Injuries in 1998 were Latino. African Americans represented 7 percent of the
state’s population but accounted for 10 percent of all hospitalized pedestrian
fatalities and injuries (Table 3). Race and ethnicity data at the local level in
California points to a similar trend, with Latinos and African Americans
disproportionately represented as victims of pedestrian- vehicle crashes in’
nearly every one of the state’s most populous counties (Table 4).

Prior research, supported here with a new analysis by the Latino Issues Farum,
also shows that low-income populations are more likely to be victims in
pedestrian accidents. While 35 percent of all pedestrian victims under the age
of 65 were covered by Medi-Cal, just 11 percent of the general population
under 65 were covered by Medi-Cal. While the higher risk for low-income
populations has been documented in dozens of studies conducted by health
professionals here and abroad, this information has targely been absent from
the public debate over pedestrian safety in California. Further analysis reveals
hospital charges alone topped $200 million for pedestrian victims in 1998, $23
million of which was paid out of pocket, But when factoring in lost economic
productivity and pain and suffering, pedestrian fatalities and injuries are
estimated to cost California nearly $4 billion a year.

Other studies show that pedestrian injuries and deaths, particularly among
children, are correlated to income and several other socioeconomic factors
including access to a car. Factors include unemployment, single-parent and
especially female-headed households, young mothers, low levels of education,
the number of times a family has moved, and the number of children in a
household. More than one study found that lack of access to a car was
associated with a doubling of the risk of injury as a pedestrian.

Limiting exposure by simply staying inside, however, has grave implications for
both health and well-being. The vast majority of children already fail short of
the recommended daily dose of activity, which can have a negative effect on
both a child’s physical and mental development. Concerns have also been raised
about the extent to which transportation policy and investments focused on



improving travel by automobile have circumscribed the independence and
mobility of both children and the elderly.

THE RESPONSE

For decades state and local governments have focused transportation policy and
investments on accommeodating more traffic by widening streets, increasing
speed limits, removing crosswalks and enacting laws that give vehicles the
advantage - such as allowing right turns on a red light. Meantime rapid
suburbanization has dramatically increased traffic and spread development
patterns ever further apart so that stores, homes, schools and other
destinations are no longer easily accessible on foot. The result has been deadly
for pedestrians. Studies show that traffic speed and traffic volume are two of the
environmental factors with the highest correlation to pedestrian injury and
death. One of the more disturbing trends in California is the removal of
crosswalks at uncontrolled intersections (intersections without a stop sign or
traffic signal), a policy that has left pedestrians to largely fend for themselves.

Moreover, in order to provide a safe environment for pedestrians, the basic
infrastructure of sidewalks, paths and crosswalks must be provided. Yet an
analysis of federal transportation funding shows that while California has the
second highest share of pedestrian deaths compared to all traffic-related
fatalities, it ranks last among the 50 states in spending on pedestrians. While an
average of $40 per person in federal transportation funds was spent on highway
projects statewide, an average of just 4 cents per person was spent on
improving conditions for pedestrians. Even though statewide roughly 20 percent
of all traffic fatalities are pedestrians, less than one percent of all federal traffic
safety money was spent on making the streets safer for pedestrians.

Pedestrians, even if they are young children, are often found to be at fault in
crashes, obscuring the fact that the real problem may be that laws favor
motorists, that speed limits are set too high, or that there are a lack of
crosswalks and safe places for children to play. The tendency to blame
pedestrians creates the impression among policy makers and the public that
nothing that can be done. As a result efforts to improve pedestrian safety are
often limited to pedestrian education, even though numerous health studies
conclude that education alone has limited effectiveness, especially with children,



and that modifications in street design and the lowering and enforcement of
speed limits are also needed.

SOLUTIONS

The report also discusses how local and state policies across California that
have focused on accommeodating more traffic have been deadly for pedestrians,
and why a tendency to blame pedestrians for collisions has served to further
hamper programs and policies that could potentially prevent thousands of
additional injuries. In conclusion, new policies and investments are suggested
that can make California’s cities, towns and suburbs safe and walkable. The
report’s recommendations include:

1. Dedicate a fair share of traffic safety funding to pedestrians. Pedestrian
accidents cost California nearly $4 billion in 1999 alone, while spending on
pedestrian safety measures is a mere fraction of that figure. If 20 percent of
all traffic fatalities are pedestrians, it stands to reason that a similar amount
of safety funding should be directed toward solving the problem.

2. Suspend California’s crosswalk removal policy. The trend toward removing
crosswalks due to the belief that they give pedestrians a false sense of
security is like removing traffic



signals so that motorists will proceed with greater caution. State agencies
need to do more for pedestrians, not less. California should develop a new
minimum design standard for crosswalks that includes “zebra” striping and
overhead lighting or flashing signals.

- Consider pedestrians during the design phase of every project. Communities

must be designed so that people have a place to walk to, which means that
shops, offices, schools, libraries and transit stops are located within
reasonable walking distance. All facilities should be designed for the
disabled and meet basic standards established in the Americans with
Disabilities Act.

. Collect more information on pedestrians. Existing databases provide little

information about the amount of pedestrian activity in different locations,
the risks associated with walking, the effectiveness of pedestrian safety
measures, or even how much is spent on pedestrian safety. This lack of
information makes pinpointing underlying problems and sclutions difficult.

. Develop a statewide blueprint for bicycling and walking. California needs a

statewide vision and strategy for maximizing the benefits of bicycling and
walking that includes goals and an action plan for all levels of government.
This includes targeted strategies like Safe Routes to School programs, as well
as an economic analysis of the potential benefits of bicycle tourism, regional
trail systems and more pedestrian-oriented developments.
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CHAPTER TWO: THE VICTIMS

The risk of injury and death, however, varies depending not only on where you
live but also to a Jarge degree on your race, ethnicity and income. This
phenomenon has been widely reported in studies and surveys conducted both in
the U.S. and abroad, but has largely been absent from the public discussions

and debate surrounding pedestrian safety in California.

An analysis of the most recent statewide hospitalization data {a smaller but
more detailed database that records race and ethnicity information) shows that
Latinos and African Americans were more likely to be injured relative to their

share of California’'s overall population. While 30 percent of the population of

California is Latino, 37 percent of all hospitalized pedestrian fatalities and
injuries in 1998 were Latino. African Americans represented 7 percent of the
state's population but accounted for 10 percent of all hospitalized pedestrian
fatalities and injuries. Race and ethnicity data at the local level in California
points to a similar trend, with Latinos and African Americans disproportionately
represented as victims of pedestrian-vehicle crashes in nearly every one of the
state's most populous counties (see Table 4).

TABLE 3: STATEWIDE RACIAL BREAKDOWN OF
PEDESTRIAN INJURIES AND FATALITIES —1998
Race/Ethniclty Pedestrian Hospitalized Total Percent Percent
Fatal injuries Pedestrian Hospltallzed Share of Share of
1998 injuries 1998 Incidents Total Total
1998 Incidents Populatio
n
HISPANIC 246 1859 2105 37.3 29.7
WHITE 300 1947 2247 39.8 51.6
ELACK 67 615 682 12.1 7.2
ASIAN/ 43 340 383 6.8 11.%
PACIFIC
ISLANDER
UNKNOWN/ 1 180 181 3.2 -
OTHER
NATIVE 5 31 36 6 6 Il
AMERICAN
TOTAL — . bb2 — 4972 5634 100.0 100.0
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NOTE: Share of total popufation is based on California Department of Finance 1398 estimates, Totals
may not add due to rounding. Data is based on fatal hospitalized and nonfatal hospitalized
pedestrian incidents only. SOURCE: Latino Issues Forum, Cafifornia Department of Heafth Services,
Death Records; California Office of Statewide Health Planning and Development, Hospital Discharge
Daraset; California Department of Finance.
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Several recent surveys elsewhere in the United States have produced similar
findings. The Centers for Disease Control in Atlanta reported recently that
Latinos in Atlanta were six times more likely to be hit and killed than whites. A
survey conducted by the Washington Post found that Latinos in suburban
Washington D.C. were three times more likely to be hit and killed.!' Another
survey conducted by the Los Angeles Times in Orange County showed that while
Latinos make up 28 percent of the county's population, they accounted for 40
percent of all pedestrian injuries and 43 percent of all deaths.12

PEDESTRIAN PROFILE #1:

NANCY HERNANDEZ, 43
COMMUNITY ORGANIZER

EL SERENO, LOS ANGELES COUNTY,
CALIFORNIA

The predominantly Spanish-speaking El Sereno neighborhood in Los Angeles
County where Nancy Hernandez lives is marked by the sights and sounds of
busy foot traffic. Child pedestrians and bicyclists from elementary, middle and
high schools, elderly pedestrians from the Senior Center, park-goers, patrons
from small restaurants and stores, and people getting on: and off local buses
create a busy, lively street life. All but the high school are located on a half mile
strip down Eastern Street.

Hernandez regularly takes transit and walks. But she says there’s a mean side
to the streets in her neighborhood: residents are fearful of being hit and killed
by speeding cars. “There’s so much traffic in the morning, it's scary,” explains
Hernandez. “Cars are an the crosswalk. Instead of walking in front of the cars,
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you have to squeeze in between to cross the street. You don’t know if the cars
are going to reverse and squash you.”

Over six months ago, Hernandez witnessed a tragic accident in the
neighborhood. A boy was hit while crossing the street towards his mother on
the other side, he was thrown into the other direction of traffic and struck again
and killed by a second car. Both were hit and runs.

“I have three girls,” says Hernandez. “When we do have to walk, it's scary. I've
taught them to look four ways, not just two, before they cross.” Area residents

are now circulating petitions to install a crossing signal or warning light to slow
down traffic or retrofit Eastern Street with other traffic calming measures.

Studies by both UC-Irvine!? and the Santa Ana Unified School District in Orange
County'4 show that Latino children are twice as likely to be injured or killed.
Several studies show the risk of injury to be significantly higher among African
American children than other children,'s and in census tracts with higher
percentages of non-white residents.’® In New Meaxico, Native Amearican children
had a death rate 2.5 times that of other ethnic¢ and racial groups.'?

“Pedestrian injury death rates for non-white children are consistently found to
be higher than the rates for white children,” write UC-Irvine researchers in a
review of nearly 100 studies on child pedestrian injuries, which was presented at
a 1998 Centers for Disease Control-sponsored conference.’® An analysis of
child pedestrian injuries and fatalities conducted by STPP and the Latino Issues
Forum in 1999 shows a similar trend statewide, with Latino children comprising
39 percent of California’s child population but 48 percent of all pedestrian
incidents, and African-American children accounting for 8 percent of the state’s
child population but 14 percent of all pedestrian incidents.

TABLE 4: RACIAL BREAKDOWN OF HOSPITALIZED

PEDESTRIAN INJURIES AND FATALITIES BY COUNTY —1998
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l[ COUNTY PERCENT | WHITE | BLACK| HISPANIC NATVE|  ASIAN/ | OTHER/
SHARE OF AMERICAN PACIFIC | UNKNOWN
ISLANDER

ALAMEDA Pad 37 % 27 % 14 % n/a 10 % 13%
Incidents

Population 46 % 18 % 17 % n/a 19 % n/a

CONTRA COSTA | Ped 51 % 23 % n/a n/a n/a n/a
Incidents

Population 65 % 9 % 13 % 1% 11 % n/a

FRESND Ped 33 % n/a 48 % n/a n/a n/a
Incidents

Population 45 % 5% 38 % 1% 11 % n/a

KERM Ped 56 % n/a 26% n/a n/a n/a
Incidents

Population 58 % 6 % 2¥% 1 % 3% n/a

LOS ANGELES Pad 27 % 16 % 48 % n/a b % 3%
Incidents

Population 33 % 10 % 44 % n/a 13 % n/a

MONTEREY Pad 41 % n/a 52% nia n/a nja
incidenls

Ponulation 47 % 6 % 39 % 1 % 8 % nj/a

ORANGE Pad 39% nfa 45 % n/a 11 % n/a
incidents

Population 57 % 2% 2B % n/a 12 % n/a

RIVERSIDE Ped 48 % n/a 42 % nfa n/a n/a
Incidents

Population 61 % 5% 29% 1% 4% nia

SACRAMENTO Pad 56 % 17 % 15 % nfa n/a n/a
Incidents

Population 65 % 10 % 13 % 1 % 11 % n/a

SAN Ped 46 % 15 % 34 % n/a n/a n/a
Incidents

BERNARDINGD Population 55 % 9% 31 % 1% 5 % n/a

SAN DIEGO Ped 48 % 11 % 33 % n/a 4% n/a
Incidents

Population 61 % 6 % 24 % 1% 8% n/a

5AN FRANCISCO | Ped 37 % 16 % 18 % n/a 26 % n/a
Incidents

Population 40 % 10 % 16 % n/a 34 % n/a

SAN JOAQUIN Ped 44 % n/a 36 % n/a n/a n/a
Incidents

Poputation 55 % 5% 25 % n/a 14 % n/a
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SAN MATEQ Ped 52% n/a 27 % nfa nja n/a

Incidents

Population 53 % 3 % 21 % nj/a 20 % nj/a
SANTA Ped 44 % n/a 44 % n/a n/a n/a
BARBARA Incidents

Population A1 % 3 % 31 % nja 5% n/a
SANTA CLARA Ped 37 % nj/a 42 % n/a 14 % n/a

Incidents

Population 50 % 4 % 24 % n/a 22 % n/a
VENTURA Ped 49 % n/a 42 % nfa n/a n/a §

incidents

Population 02 % 2 % 30 % nj/a 6 % nia
CALIFORNIA Ped A0 % 12 % 37 % 1% 7% 3%

Incidents

Population 52 % 7% 30% 1% 11 % n/a
NOTE: n/a unreported due to statistically insignificant data. See Appendix for race and popuiation
breakdowns by absolute numbers by county. SQURCE: Latino [ssues Forum.! Califarnia Department af
Health Services, Death Records, Cafifornia Office of Statewide Health Planning and Development, Hospital
Discharge Dataset; Cali*ornia Department of Health Services, Epidemiology and Prevention for Injury Contro
Branch; California Department of Financa,

it

.

IN THEIR OWN WORDS

Mimi SoTo, 24

COMMUNITY ORGANIZER

EAST LOS ANGELES

PART OF AN EXCHANGE WITH TRANSPORTATION OFFICIALS AT A COMMUNITY MEETING

"You didn't even tell us that you were going to remove the crosswalk. When we
said we wanted it back you told us we didn't meet the criteria. So we said, that's
okay, because what we really need is a stop light. No, you said, we don't meet
the criteria. So we said please, at least put in a stop sign because the cars drive
too fast. No, you said, we don't meet the criteria. Well | say the problem isn't
that we don't meet your criteria. The problem is that your criteria does nothing
to address the safety problems in our neighborhood.”
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California hospitalization statistics also concur with the results of dozens of
health studies in the U.S., Canada, Great Britain and New Zealand that correlate
the risk of pedestrian injury and death, particularly among children, to income
and related socioaconomic factors. These factors include unemployment,
single-parent and especially female-headed households, young mothers, low
fevels of education, the number of times a family has moved, and the number of
children in a household. Children in families without a car are twice as likely to
be injured as those in car-owning families,’?

Studies in Quebec?t and in Scotland?! found that poor children were four times
as likely to be injured as children of wealthy families. A study in Baltimore found
that children whose parents own a car and home cross an average of 3.7 streets
a day, whereas children whose parents do not own both a car and home cross
an average of 5.4 streets a day, a difference that is, say the researchers, “highly
significant.” 22

lan Roberts, who has daone extensive research on the socioeconomic and racial
determinants of pedestrian injury and death, wrote in the British Medical
Journal, "For injuries to child pedestrians the number of roads that children
crass is a key determinant of the occurrence of injury. Children in families with
the lowest quarter of income cross 50 percent more roads than those in families
in the highest quarter.” Roberts goes on to add, “The strong association
between injury and poverty is the most consistent finding in published
epidemiological studies of childhood injury . . . the association between injury
and poverty is particularly strong for traffic accidents,”23

While no exact statistics are collected on socioeconomic status for pedestrian
victims in California, both independent research and existing data on health
insurance strongly suggest that that the state’s pedestrian accident victims are
likely to be low-income. Of all hospitalized pedestrian injuries under 65 years
of age in 1998, nearly 35 percent were covered by Medi-Cal. Of that same age
group in the population at large, only 11 percent were covered by Medi-Cal in
the same year (see Table 5). Caps on earnings for Medi-Cal insurance requires
that recipients be in the lowest income brackets.
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